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ABSTRACT

The present study investigated the seroprevalence of porcine reproductive and
respiratory syndrome virus (PRRSV) in replacement gilts from selected five swine herds in
Thailand. The study consisted of three parts. First, a retrospective data analysis on the
seroprevalence of PRRSV in gilts, sows, boars, nursery and fattening pigs in five herds
(n=7,030). Second, a cross-sectional study on seroprevalence of PRRSV (n=200) in
replacement gilts. Last, the seroprevalence of PRRSV in gilts culled due to reproductive
failure (n=166). Across the herds, the seroprevalence of PRRSV was 79.3%. The cross-
sectional study revealed that 87.5% of the replacement gilts were infected with PRRSV. In
the gilts culled due to reproductive failure, the seroprevalence of PRRSV was 73.5%. It could
be concluded that most of the replacement gilts were exposed to PRRSV before entering
the breeding house. In addition, the study was also determine the prevalence of PRRSV
antigen positive uterine tissue in gilts culled due to reproductive disturbance in relation to
age at culling, reasons for culling, herds and PRRSV vaccination. Uterine tissues of 100 gilts
from 6 swine herds in Thailand were collected. The immunohistochemistry was performed
to detect the PRRSV antigen using a polymer-based non-avidin-biotin technique. PRRSV was
detected in the cytoplasm of the macrophages in the sub-epithelial connective tissue layers
of the endometrium in 33.0% of the culled silts. The detection of PRRSV antigen varied
among the herds from 14.3% to 80.0% (P=0.018). The detection of PRRSV in the uterine
tissues at different ages was not statistically different (29.6%, 39.4% and 40.9% in gilts culled
at 6-8, 9-10 and 11-16 months of age, respectively, P=0.698), similar to the reasons for
culling (P=0.929). PRRSV antigen was found in 24.5% of the gilts vaccinated against the EU-
strain-modified-live PRRSV vaccine and in 23.1% of the gilts vaccinated against the US-strain-
modified-live PRRSV (P=0.941). The level of antibodies titers against PRRSV had no impact on
PRRSV antigen detection in the uterine tissues. Similarly, the detection of PRRSV antigen did
not differ between the virgin gilts (35.4%) and the gilts mated before culling (30.8%)
(P=0.622). It can be concluded that PRRSV remain in the uterine tissue of the infected gilts

for several months even though vaccinations and acclimatization have been carried out.

Keywords: Pig, Reproduction, PRRS, Abortion, Vaccination
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1A Porcine Reproductive and Respiratory Syndrome (PRRS) #salsafia1501510d 114?1?13
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QﬂiﬁLWMQQ%u (Brouwer et al.,1994)
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2003) wirruaeasfevesiafudsliing esmndinmmuidohiafonserdeailndifestudelva
Tutedudadunelsalunduiifinisiriafudediu (Botner et al, 1997; Storgaard et al, 1999)
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hfalifaruguussnndy nsssuiavedlse PRRS Fauanseanlng nsnudismauisgs uagny
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al., 1999)
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LNSTIANELN T (Tummaruk and Tantilerdcharoen, 2007, 2008a, 2008b) 3%ﬂ’1iﬁ’lﬁ‘1ﬁﬁ’lﬂ§ﬂLLUU
w10 viangesanuiriaduivinlinsstudeiiimassuialunidy uazunafuwuiiinmsssuinveade
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Fugou LLazquLLiﬂmﬂﬁﬁu WU NSNANRLBINNT porcine respiratory disease complex Wag post-
weaning multisystemic wasting syndrome LJugiu (Opriessnig et al., 2007) uiMNanI¥NUIBILIA
fudoumaniariinisfnuilugnsoyunauazansyuudy wideyaiiieadestutlymmassuuduiug
lugnsanuazualansdaildnda
TumadRansanazldfumanszduniduiusodelsefinderlngsunenisagnansvie
nsvhindunewiansadiels  Tnevhluuignvenuiigndadia gnseyuia videansyu awgn
vhanltluniseanansam  vhuanaiBemdvdlusaalnedilngazdnindu Jestulsadiinain
Welsalsafiwatuduiion (ADV) waedeRnitomnsiihdaluans (PPV) Wudansanimauny uiiadu
fostlsafionsorsion (PRRSV)  gnlusrldlumnsugnsvnesvhdumindy  arnmsfinuimedduiven
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wuindehiafiensorfioagnuadiusnlulssmalnedou® wa. 2532 (Oraveerakul et al. 1995)
Tuiligtulssmalneanansousnideliisaneiusylsuuazaneiusondni (Thanawongnuwech et
al. 2004) T w.a. 2538 MEnsdrsenedsuiionsiam elycoprotein I (g) voudeliaeiann
sugnsludseimalnednu 15 vy wudn 98% (597/608 fee1q) vedieg1eanansiinaun
(Wongwatcharadumrong and Platt 1995) Sadufinsiusufiniinisnsanudiu g voudolidaien
Ysuandansiniemusssuwnd (Mengeling et al. 1997) oﬁ’aﬁgumiLﬁhisﬁ’ﬂqﬂﬂuWﬁmmﬁmamﬂm'a
d1u g veadohdaeATadugeddglunsnunuhdadohiaed lulgiuanugnveadelifae
Mutsanalneldanas desndnmsldaiudelfaeftustaunsunaesmfunnihsg linime
wudu ¢ vendelimefedaiiaue edlsfnnudvlifinmsfinuisanugnuendohyaeniivi
nAMudNmaINesuvdUTugsiasne ugnsanluldsewmelneg
Tsafaidomslabhidluanafudnlsavisiifionuddysensnangnadonduslulsena

g Tnevhluidennslahdaluansanunsonnanuldludfivesuansmevdaimsandeldum 10 fu
(Miao et al. 2009) szfunaufivanraionslalifasgsewin 1:32 uar 1:512 Mendnsvhiadu
uarorailsedunoufivengedy 140,960 nelu 19 Yundndadeniihhiadigeenieans
(Jozwik et al. 2009) swmLLaumuammamawﬁiﬂasamwmawuwﬂmL‘Uuﬂﬂmiuaﬂiammuuuaﬂﬂu
aaay Fslivhasdunaannsiviady LLavwmﬂm'iméuuﬁuaﬂsumuLLaumuammaLﬁuaWﬁIﬂaiﬂu
wignsdirnuduiudiu vns duvies wazmaAuinwiaduiilnldud (Oravainen et al.
2005) M3fnwAagnvesmsandonslalia uay Weli¥aied duiustudeliafionsendioa 3ud
anuddneonsAnwifieliaansovhnauitedousnueslseld  wasidlafsaunguesnisiinaaiy
auwaInesEULAUTuguesansatasudansiunsuanslulssmalvels (Tummaruk et al. 2009a)

nsRadalafaiionsorfealuwsianaduiios
Tsaitonsondiodluansilnuddunndenisadngnsiilan ludseweanigaisniidng
Ussiliuaugapdeiiinanidoldafionsendieal iussana 560 dunoaavisiod (Neumann et al,
2005) dehdafiefonsioaiuoiduelita fuwadn oglunsena Arterivirus dnwardifnyuos
arwduvaamsiuiusiAnndelifaionsendien Uszneudie  nmsuidlussesiing  (ate-
term abortion) n1sARBARBURWLA (early farowing) NsMBUINARDALALILTRINNTY wazgn
gnsnaeneenu1geule (weak-born piglets) Yagtuausmnudilavesnalnlunisiinaduaumas
yamsduiusluansfiinanidefionsorfieadslifuiidladaaunnin
rownthilfuiinsuiuiindehafionsorfieamusafnidoiuungn uasnddioould 15
ia%aﬁaﬁmiaammmLLW'ﬁ'ﬂ'ﬁvmEJLLavENﬁ’Jasﬂuﬁawmf] ¥839nan3s (Cheon and Chae, 2001)
LﬁnahiawmimiLaammmmnwﬂmuﬂam soulnda v seuveada dhw Wl ln uazsey
mmaawaqaﬂaﬂimmaLLiﬂﬂaamLLammnm ogslsArlifinanuseslsafiuusdlueiozneluves
gnansiimeusneaen  UstimamevesiseugnsseminsessondlilfiAnannsulsiveade
hfafiorsorfiedlustengvand
Tnehlustsuslansuazgnansannsafindelhiafieniorfioaldvnssesvomnisieios  uelluusl
ansfiindelada onseadindnuansoanluraeines vesnmsduites (Mengeling et al, 1994;
Mengeling et al., 1998) U'ﬁ?dWﬁg@ﬁLﬁmmsﬁjﬂ51”;611aaqﬂqﬂiih%ﬁﬂ%ﬂﬂﬁﬁigﬁiamiﬂ'aiimaﬂL%@



h¥afiendendion 1eylnssumgnuecmigns wazsnenafimnamuniusensinlsaionsensiealurag
FunarnansveInsduvios wintafimnulhsuifiugaiulurisievesszerdusios Awinag Tassouibo
ylnssungnuazsniiaruddpnndenisaseguosmsdusios msndolda wueiide wieusdnuis
¥ia wagdnsuishlulinuiifensilvesiisousadmaliAneufiaunfassuuduiugle
nsfnwiisadestunsuisiuarnisaseguesdelhiafuinandeylnswagnlugnsdsddesain
Tneiiiolsiunuand Olanratmanee et al. (2011) sawuiehiafioniarfiedludeylnswngnues
ansanfigndnfiailesanarudumaimenisiuig WelifafiensorfioaanansavhlmiAnnisae
vauiiaife (apoptosis) Tuaiviza1ee 1wu von dang seuvaes uavseulna usnaniwad
FndeavninuualashafiiaidofionionfiodluiiaafargnindeniliAnnaneluias il
nsAnwInuINRIsuTetleelseaddu (sialoadhesin receptor) Waviwaa CD163 HUNUIMEALHD
maddwadueadolisaiionforsiea Mdeylnswagnuoawignsunilinsasanumadisaosind
(Karniychuk et al., 2011) ﬁﬂﬁ?ﬂU%L?JEUL?JI@QIWNQJ@QW]@E]W\]UGT’]Lmﬂfl‘ﬁlﬁ]%Lﬁ@ﬂ’]iﬂﬂ@h%@ﬂ@f’séauﬁﬂ
Huunasiidolhdafiorfonfioaannsndiusuald wagvilfAsasAnsuninisszuuduiugmun
Tuiign

niiaduiionsorfieadaidvlugnsaniguios

Tseitendonsiea (PRRS) lsaiannsanelmAnlsaluszuumadumelalugngns uaziin
Arwduvaanmsauiugluusians Tsa PRRS Weinidelifalundy Arteriviridae Woffu RNA
hh¥a foumdn uae Saruvannuanevaiugnssugs Welda PRRS grutadu 2 avevuslvgs
loun aneudylsy (EU) waganeiiugeiasni (US) lnsanduamudnuaenisiugnssy dnuaglassadng
wavAmuasalumsnelsafiuansnaiy (Meng, 2000)

mainduedsn PRRS lugmavinssunsnangns daransenuegege A e
Sgunanevintuniteudlatlymn edu PRRS Usvneusie 2 naulvgje Ao Soguidone
(inactivated vaccine) uagIndudeidu (modified-live virus vaccine) Jadumanignuldlunis
munilseislugnans  wovansusius  Yefudomedutnduiiongalildldluusivusdusios
desnlifinansznudessuuduiug Jedudoneneimsliluneauuarluiemeass wagldsu
nsfigatuailiiinansenudoanssanmmansduiuglusans aglshfuszansanlunis
nszfuniduiuresindudemedeutisuayliifivmelunisdestulsalusvezen  lumemssdny
fedudofuvedlsn  PRRS shaneiuselsuavenninm  udundneenuufiedesiulsameszuy
madumglalugnansuazanssu Han15ITenuI fedudodumaritetoriuonistie wavan
GRRFGRTEHIEE wilsianunsatiostunisinideld (Mengeling et al, 2003) luussmedana Martell
et al. (2007) wuivindu PRRS Werduaunsollévisnisdntadudindruie (intramuscular) uag
nsWidhdufians (intradermal) neldgunsaifiusmaindy Tugnansony 4 dasildnalndiAssiu
uaranansnanenstheuazannsaasdsgnansannisdadefiuiuld

aruaendevesnmsldiaiudedu PRRS Svlififeasuiithion uarlunarenismaaesnuin
ansflésutafunanismstheanidolifa (viraemia) wardinisundidelifasonuild ulfasiins
afugfidudulsedefon  Jedudeduriefindnluanisonsn  dsunmssusedldldludn il
¥io1 uarlinifevanensaiilinisfusesiumuuasadeludnilives Tuvasiinishiadudeidu



lugnsdusies  fnmidevansadmudy  Welifaantafuansoundeiusnanuaidrdiananslu
Asafle Inslamzindninduuszana 90 Yuresnisduvios naruaansalumsunssinsnldi vh
Tiinafianuan Ao gnansanunsoraeneenuugnansiifndoli¥a PRRS wazundidiold dewali
nsgvifatudeduiifumnmslunmsunadodanansilifide  wesfulenmalumsnaeiuguenio
hifalifaruguussnndy nsssuiavedlse PRRS Fauanseanlag nmsnudismauiogs uasny
nsmeveignsgety Meednenilundufivihiafudeduaeiusonsng wufu (Mengeling et
al., 1999)

fodudofumetuselsy Jagtuinstuldfulunielsy wasinsldtunniudes T
yhiuans wietlestunsszuinvadlsn PRRS agnlsi deyaiiusddsmnudanndy (safety) 109013
M¥adurinidsdrouirsion doyadmlvgidunmsiifeduaeiusonsn uiluvhiadidnsssun
vadlifavis 2 win viensiniaduiedaduiudediinsssuin Yagtudslifideyamainetmans
Afivane Tngiowiznsvaaedluanmnadonuuurians

Tutsunalve meviviadudedu PRRS fnsléfuinuiund 2 Tud i 2 i Wansvind
panegUuuuan waneaduiinduivhldessiuidefiinisssuieluhiy wasuishfimuingingg
szuavenie PRRS luansduriesiameniudylsuuazaeiugonsni Sdiausiduediebefiazsos
Fnwenuvaenfovesnislitatudedui 2 wlsluiniuans saenaufnuinansenudenandnans
Tunsuae

TutssmAaiu Scortti et al. (2006) Anvinavasnisviitafuidoiduluansaniduiies 90 Yu
$1uau 16 & fldfiweufiueddelsa PRRS Tneutsanseen 1iu 4 ngu nauii 1 Junduauavau
naudt 2 1unguenuauuan dadelhdafifienusuuseiwenldnneaunlulssmeadu ndud 3
1¢5utnu PRRS Warluvia VP-046Bis LLauﬂaIiJ‘ﬁl 4 $$utndudedunin Al-183 gnanguil 2-0
lmumahia PRRS L@Jaamwaﬂm 90 $u dsntuiimsAnmeinismeadingniu wasfuiegs
Feoauazihynaunseitiaaon thilgnaeusnaaeniiiviiedieiuiznelunnsiade wanismnass
wuin ansyanguiionsaeutnaundeniiu nquil 2 Aenmaidesmsuasilliussunn 2-3 Sunds
fadelata adenumussananguiiimningudus lutuil 2 wddade aussanimmaszuy
duiusvesgnsaniliiuiatuvaeduvios liumndsanansund wagiindnansiliviviaduudalisy
nsdndefiv Taewuhgnsitldviindy wuduaugnansensnAsen gnansseuLauINARDRLAY
Snsnsmevesgnansudsaaenganinansnauillifniouasnguivh indureufiateodsiituddny
(Scortti et al,, 2006) pehalsin Tugnsaniidnindu PRRS Woidu fxfimansanuidelifalunszua
FoaUszanm 3-5 fu viimsiadeiuiu Wudsduansamnguitliviniedu uenainidmmany
delhfaldlugnansunesiadnie  nmaeaesddugluansduiosiniluglamasesmuadnlaiiu
10 sadtenda udlunmensdanislushiuans msindeldaluansuisilugs o1aviliAnawlsl
avanevesiduiulugy uasdssionisnisznerentoossiadedd nmviedudedu PRRS
TuansduvioslurhfudadansfiasiinsuseiiuUssdnsam wagarudasadesiold



& W ¢ Ao v oa o ¢ ¢ q <

AUTIANINMIeNITEUN UG luSugnsIvindpduNensasea ey

lsafiersorsiealuansilviinaugadenisseuuduiugluwigns LAYAINANTENUAD
szuumaiumglalugns syuia Ju uar YU ANUTULSWedlsA Wensensiea dadnunususiuas
AaulinuNITEnIeIN1Tle 1 UBILINITIULIY TIISTUVEAUTUG wagssuumaaumela

ANYALYBIANNALMEINSTULAUTLSInUUBY laun wun1sAaenfeufiruniuTy §n9
WNAADAANANE ﬁﬂuauqﬂqﬂiﬁﬂaaﬂﬁmﬂa WU JU ANYLINAADA DOULD LAY VINIILANILTLA
(splay-legged) WuLLUY dHalyl TuIUNITIALINAGEA kavdIugnansuguNanas (Chung et
al, 1997) Tuvhsuiinszuinvedlsa fensensioa udd weansndnaziingssesveansdemewuy
. E y . Y] a a o & a v
1585%° (Chronic loss) nedansnuanudevelugnsau luvueiidsusdiuioravsiianissuialasn
WJuassasa (Stevenson et al., 1993; Kim et al,, 2002)

wIVINTSAARlsAiesostealivatensyuIuns  lnedingussasdivevinlanisvyuioy
vpadphisanansensiealurhsuinuainaue  (stable  herd)  #78819089UINISIUNITIANT
Usenaunle nMInegn5i0u (segregated early weaning) Msldszuudmua-aanviaa (all-in-all-out)
agalsnfinsdanisdngg wantilivszavanudisalunnviisy Wewnuadiiainduedivanuas
v94l5950U uazlaseasneoue Turhsuniy

0o v a & a ad d"d'd & 6 YV dyla"l = v
M3y iagududnisnsuilandvatevirsuliminuauls D INNuLNagliin1sA1SuR
o < L3 @ = v a = 6 L3 dy < Y a U ¥ 1 v

Awdsaluynihsuiny nsdadaduiionsansieawelly  ladnisussdiunaiuuudipaudiain
wighulnavihmveaeslugnseyuianazansyy  Ideemismaaesiidnwdneninvesinguluns
AuANlIALUR TS
QI d‘ 4 0 = = o w a dy < =1 I3 I [y I 4 1
danenssearilats lunisviiaduielduvedsaiionsonsiedluninug laun
Weol$arrdinsanunsaidineglivatsduaviviieaauiuvaieiiou
dgl’ L ! Ao v v A (% ! 1% = .
WaliFaanunsawnsangnsivinieduludiansnianulisusdelsald (naive pigs)
el $aanunsafnidngranenug uasunsiuinield
WeolSaanunsamienhlifngliduiundesiulsald dufistust1agnn
Wel$aanunsaunsiiusnuagyiliiinnisinigelugngnsuaiiiiale (congenital infection)

ARSI o A A

~ Ao vy ' A v oa A & & o ¢ da & I I
finITelaglddeyainainauiunuin Mmsdadaduiiensesiea Nslurhsunfnaeiionsens
¢ A 1a & o ¢ | Ao v v v a

wa wazsunldAnde 1wy 47 whiu luusemeuawinn lukdansnmasduvios wunisaydenis
szuvduiuglagianemsvivinguluine . 4 dUanvigavinevesnisauvies nisaaideniindu
Usenaudig  9UIUgNanIiTINLINAIEAAAAY  IUINGNANTNEIULANAY  GNANTABLINARDALAY
Juiliiiugedu (Dewey et al., 1999)

UszanSuavasnisvininduidaiduiiansonsioa Sausguatenusveshsaluindunie

Y 9
= 1

(vaccine strain) Wutnsuiuidn metugueadoliafionsorsioa danuvanuansroudnags i
anwaizUTINguasn1snelsn  Anuwanasiuveaeiugelsluazewsn  gnanilunsdidudiogns
voamsvhinduitldlinavesads Tuglsuaeiuguesiionsonsiea dalvgfiusnldfimnuadisndaiu
aneus Lelystad fuenldanussmmusosuans uenainillunisinumszesndg dafiniswuainy
unnensvesdeldafiensonsiea nelunguaneiusylsudesuesdnde fmsdnwmuin lunduues
haaeiiugylsusedu Jadufionsorfiea Ainaeilusvansnmsenistestulsail Iinnaeiugi
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IS IS (% | gj k4 A 1 d’i’ v s s Ay
fanuwmiieuiuwintu (Labarque et al, 2004) a1ndayafisunimudn welifaiensensioa Nilsu
Auenanglsuiinnevaveslinafiuipfuingnainglsy  delduiwinilinisveae@ainduiiens
L3 dsj [ 3 1 a 3 d’l = [ L3
asteadailu lumhiuans aum 250 wil luusswenssy vhsulinunisseuiavesiionsensiea unuiu
1 | ¥ Ly 1 1 = A = s s [ o
N1 1Y udd wazdagdunudn 80% vesuilansiinansiaiioniiensensieaduuin vimmaasdlay
1 1 [ ! ! v ! a v A & ! oA o v A
wisuslanseanidu 2 nau nawas 100 f nauwsnlidadadu Wunduaiuny uag ngui 2 vindadu 1
< LY 1 (Y v Aa o a v A
Wuluansaeny 179.4+3.8 Tu wagluudansvdnaen 10 Ju anshdadadunaslidadadu wen
AaBAsNLILTaUAY Uiazndullansiiliinaen nduay 10 YA N13IANTTNBYvINMIlBURUTEDIYA
nsdanaeimsthsluwignivainasniy 2 nqu leadufnwingueinslduundinaen (MMA)
Wiguiguinuiuwinguda wis uazdAnia Tuwlgnsa 2 ngu LWSsuiieudnsinnaontulilignsna
2 Ny Han1sANwIKaAslY 913199 1

M990 1 wan1sduNAguNMLlEgNIaInaen uazaussanInvansduiugluwignsndaualide
Tafuiionsonsieaerdu (fiun: Alexopoulos et al., 2005)

lavinTadu i Ingu HARNVSEDR
NIINFUER (%) 20 10 P=0.053
FRTINY (%) 1 1 NS
Sasfinite (9) 22 11 P<0.05
ININIPADA (%) 78 89 P<0.05
wilansUlevasnasn (%) 15.4 5.6 P<0.05

uamsnaaesansliiiui - aussanmmamsiuiusluslansitundsmainTadudedud
91fendiea Aawshiluignsunssuansenmsthondamsviiady wilunguiviiidu fusignsgndn
favdmauiugiiosndn uasduwldunsndudaiosninlunguitliviiiadu lunzitshsudnaen Tu
ansfivhinfugeduogadaau Tuvuediduaugnansusnaasaisualiiuandnety egdlsfifsiuoy
gnansiFislunguivinindugeninnguiilivihiadu wazduiugngnsmeusnaasauazsiuauiull Tu
nauiviiagumininguilivihiadu  uavaevinesuiugnansnguslunguiivinindugeninngudlsl
Indu 0.7 @1/ATen (Alexopoulos et al., 2005)

nsfnnadsiuandifiunalufuunnesmahindudaduiionferfiedluwians 20
nsfnnadstinu maviinduiaruaendouazdisannistheluthmdinaeslunsansuazannis
aydegnanslé eghalsifnounthiieefinmsfinunuinsdatadulurasine (@ danideunson) d
wade #o wumsmeusnanongaty  uenanidufivauiirindudedufienieniios awnsn
undnszaneluansduviodls uansiaraeadelunmslinuresirdudedu Mmnmsuwasmeden
HpsdesdinsAnuiiufudnaely oghalsAfinisdatafudodu PRRS wdtnaen 10 Su nudlduad
@397t 1) Tewniwesfiftulssneude ssevdufiesuniu (aatlymnisaaennousinus) ns
ndudnanas nsfafivdaatanas Ssdieraenitu mathevessianvdirananas Sruugn

ansmeusnAaanlaziuianas LardIUIUNANTVEIUN LiTUNINTY



= Fa o o @ Yo S S & & g 2 = Y
nsanwilidusiegwesnisuszavanudialunisldinduiionsensieawedy  Anseiu
anenuguentenssuntumisy  FwhswidymlivateUsents  Jauanseenlalaediyindingtn
v Jo = N1 °o 6o v A N & ¢ s A v
Mriawatdsinesluirinnnudusavensviringuiionsersiea Tuvhsudug ludssindlnels
LRIty

nsasanuidelafaiensorfedluideifaszuuduiusvasiogns

Isaflensensioa nnnensidue (RNA) Wi Weolifaiensensieaasauayiiiusuuly
waduualasvaTiUonuasTiiededus omsindluiigns dndngiidutygmivesmnuduman
meszuvduRLg loun uvis Asennouimun AasngnansmELINAGen LALgNANSLINARBATIBDULD
Tugnansnudammanenewngiuugs  uasdnidamannsindedus unsndeu lureans dn
wuiweansasdu 1eens T4 uazarwimdaanas uenaini nshaidela fersendiodlume
ansdwiliamnimintovesioansanas Wy Shsnsedeuiivesinesianas uazs uIueadid
meathiimafisanniu sieansfifaitohiafonferfioaannsaunaidolsaiumeaiitouas il
ansfneannisuaniugle (Prieto et al, 1997; Nilubol et al, 2006) wiuTBsdaiNTHn
deliaRorierdiealaesiumaiidodulldtes Weswmnuiinahdalumidedlifieme ezl
Aansnutield (Prieto and Castro, 2000) Mauwsidalisarumshideanunsoananuidolhialag
75 91591-W915 (Reverse Transcriptase-Polymerase Chain Reaction, RT-PCR) Iaus 4-92 Fu
mwé’wﬁaqﬂﬂﬁ%’wﬁa (Christopher-Hennings et al., 1995) LLasL%@h%’aﬁasﬂuﬁﬂL%ammim‘fﬂﬁ
Aemensanmusnsadimeiiedaludig 4-10 funeudmislésuie (Prieto et al,, 2003)

MmN IRaneFIineweniedennmaiussuuduiuuesiogninui Samedild
nnveansiildudelifafionsendions asnudnumzveneaduuy  ‘multinucleated giant cell
aeluvioasiedd (seminiferous tubule) Sruauinlaglazioaieadinunsdonsanse Tng
‘multinucleated giant cell’ agwusnnluudl 7-9 wddldudelsa Fuvadnquiduivgindu
wadduiusiimauaeadlianysel  Mauiaddnvazlanmnsovdiinmenisaiaiegifanas
1§ wenanilfamunsmeuuu ‘apoptosis’ venadduiuglurieairveailuszesusnvesnisinde
¢e Tngagnuannlugasiudl 7-25 nddldsude uwavanadluiuil 30-60 vdsnweanslésuide (Sur
et al, 1997) dlefnwmsunsnszanesveaielyaluiledonndunylngds in situ hybridization’
pranuitehiafiensorsieauinandadaiuiusourieatiead utetninde (epididymis) waz
Tuwadauiusiiogluviearseqdane (Shin and Molitor, 2002) nsamawuidslidlumadauiug
Hunsnuidel3alulalanaiadu  (cytoplasm) Yauwadnuiilnuedsdd  (spermatocyte  Wax
spermatid) wuldnnlufudl 7-9 wddldsude wazannsanulduudeiud 25 wazmsasianuide
hidludedeseurioadsegiuasiethoadi Wunmuidehdalueadinlasma Tneaenulutag 7-
30 Jundalé3uide (Sur et al, 1997) L‘?}Jah%’aﬁm%miaaiumqLﬁuizwﬁuﬁuﬁ:ﬁﬂwwWﬂﬁdauﬁu
dunans wazdwihevesiotiuge muddy menudelitalutiinadidsturesmetnindous
avd Sarudsdestusmeadinlasafinluidodeuinudy Tnsnuiniedogidmduay
f51nuwadunlasvinaunnnitdudy (Prieto et al, 2003) LA¥AINANSANBINIATITM LT DRSS
w0a Tuileidovesdevataiidsntosdd (accessory sex gland) fneq Tuszuuduiug wuideldals
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ludtougnyunn (prostate gland) sioudaluginda (bulbourethral gland) way uazsouwiuoaLIET
\Aa (vesicular gland) (Prieto et al., 2003)

d' o g dy 1 Aa a dy v s s oA 1 ¢ al « 1 a

dievhnisesnundeneansiinsiaielifaiiensensiea wuilinquaadilallyegivu
sonululBnanndaduadiuiiinuesgd (spermatocytes, spermatids waz multinucleated
. s 1 A a cala a & v ¢ ¢ cala a & X a
giant cells) Tngwadnquililuwadniinsfaielifaiiensensiea wadninisinwematiasisuny
Tuwelanielu 3 Ju wdsldsuelifa wasnuUSnagenanluiuil 7-14 uazanasrunsialiny
waaninsaaweluiun 46 waalasuelasa (Sur et al, 1997)

nuanIvendnsnsanuidehsdlulo@eanmadussuuduiugnegns  wandliiiui
Walifaiionsonsiea  anunsavihliianisfneveawadduniug  saumingueadnlildiwadegdla
Wy Jugadninisingemailazgnidesesnunluiinie vnlndehidaiensensieaaunsodinsie
dunedels  uwenantinisinwelisaiensensiealuriognsssyinliieansiinnizdamesniay
LAZIINANTENUABNTEUIUNTAT NI VRINDENTBNAE

NMInTInuRelfaiensesied  TuvoMLAUSTUUAUNUGANIINNITLNINIZINBVBUTD
hianumadenlududladonie) neehiaazliiuwadidadonsnviiaiualasvng wadniinig
Aneaziinluunsnluiloliosous) vieaswegd antuidehsaionsonsieannwadifindenyivile

] v Y A & (&= U | o/ a & ]

wualasvaazunsnszeludugadindlfesmidugadduiusluvieasiaegd  lnsanalunisunsves
Weolannwadnilsluddnadnildlaense  visaiinnnsunsiwelifalumuterirssenituead
iiwasduiugiianisineutasinismierdiiiinnsmeveseadduiugla (Sur et al, 1997)
Wohisafionsersiea Maseyluwadsyuvduiudasgniueanuiluindels Wwelifanwululwyedu
Welfanigndueenunanmediussuvduiuniimaasyresdelifanionsersea Wesnlinunis
wnsnsznevendelisalunseuaden egnslsnAvsnaveatehsannmanudnegluseiudeudim
(Prieto et al., 2003)

logagy Wisannnisindelidaiionsensiea lunegnsiinasenmunimiiie nviadaanavinl
Ann1sunsnszatevestelisaluduaiiugla Amunsldnunegnslunisuauiug vian1snauasuay
nsuaNisndanmsazaaadinmsaidafaaziiselinsanwelfaiionsorsiealuviegnssie - weansd

Yy g ¥ X “ < o o
asranuwslifaluige waz/vie lunseuaden liadsldlunisuauiug

nsnanewugvaadelafafiondansion

Tngvhldlsafionforfieaneliifaiyvidegnsiiddyy Ao villvildgnsiiguvioadnenu
auwadlunisauries (Olanratmanee et al., 2010) wazAaliAndymiussuumasumelalugnans
wavansiu lsafiisenumaielsendausnlud a.a 1987 lurivewsnunile (Keffaber, 1989) Tsal
oo fleananaidulsafifimuddyreimsusadusuduiug Tulssmafinanansilan uussne
nefiseaunisindeliiafienendioa (PRRSV) lugaansafausnlul A 1995 (Oraveerakul et
al, 1995) warnmsAnydeundsaninsanmanunisindeliafiensendiea Tuussmealneldiou
T A.A. 1989 (Damrongwatanapokin et al., 1996) Hagturhfugnsanilunlulsunalnefndelva
flonseniiea uar lsmitensonsiea nelviAnnsgyidvansanudlesannardumaimanisauiugidu
5’1(5]’11(51114‘] (Tummaruk and Tantilertcharoen, 2007; 2008) (miwﬁ 2)
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M19197 2 auRnisalvedlsafndennssyuvAUTuIInTIInUlugnaINgnAniaiasInaAudumAY
yen1sduugluysewelng (1u1: Tummaruk and Tantilertcharoen 2008)

mmamaﬁmﬁq 311U PRRSV ADV PPV’ Brucellosis
Wk 16 13(81%)°  8(50%)° 7 (a4%) 0
T Sudn 85 65 (76%) 10 (12%) 64 (79%) 0
NEfT 26 21(81%)° 16 (62%) 12 (46%) 0
wuaslva 39 23(59%)°  13(33%) 31 (89%) 0
e 166 122 (73%) 47 (28%) 114 (72%) 0

1 o A s 2 1ay o =5 o
ﬁ]'lmufjﬂia’l’muﬂmmai >4096; hmsllai@ 3 07; 311111?]@%@ 47

dehifaRoerfioadudehiavundn  Difotueed  uasliaworfifueasiden  wun
Tuana 15.4 kb Welifaudndedluana Arteriviidae uasluanestugnssuUsznaude 9 open
reading frame (ORF) Tyl ORF1a uaz ORF1b Anuiu 75% vesanewugnisuveshyaun Tuduil
Usznaudelusiiu 2 wdaitdd Ao la uaz 1b dwvedlUsiundesdniiussneusis non-
structural protein (NSP) 13 %fla dadmadesiunsulsiuazaseiusveshia Weldafiendens
walunivowsnniieuasglsufimnuunnaaiuludnvazvosasansiduesgiednnu  (sequence
diversity) fstfusndnalnmaiugnasuuazarmanninlunisuansoantento Welifafiensorsioa
Jagnudadu 2 ndulvgq Ao fugnssuglsy uasugnssuein Teaesiusvendelifafionsons
w0a fnuimileutuyssann 60% Tuseduud (genomic sequence) nelunguitufiferiuidolaia
florsensied AlmNuaenaegINNUAEITY wasnuALEAnATulAgds 20%

s 6P5 \HulusiuiiddyBnadisvendelriafiondendiea sguuboriuead wandoinh
ﬁﬁﬂﬁiumsﬂizﬁumia%ﬂLLauauaﬁGiaL%alﬁa (virus neutralizing antibody) wagidulusAuna
ATVANYAEINN TLUSRU GP5 wag NSP2 famumainviateunn wagnsviuiiidsldiduiivey
widn Welhsafiensorsiealulsumalnedinsmsusnifowazyinnisinudnuasnisitugnssuliud
waznuishiaiugnasalunduaiuinuazylsy (Amonsin et al, 2009) Tngladsdnsnismevous)
anslurhdugnsiindnansdemsilulssmalneaivhuaglivihiadulestulsefionsendioa any
wUsUTIUTENING 1.7%-5.4% sl

Tugasdull e 2006 Simsnsranumsssuiavedlsainidolugnsfifienusuusslunisiolsngs

wntuniAnavesUsemadu (L et al, 2007) lsaibinbiiAneiniswiug fe gnsfildgeunn (>41°0)
[ = - o w a < A > Sy ) S 9 va
Juszeziauu 3 Weems avhuazlunudsududuaady salliinmsszuindgnsieglinalaes
Iegnesinsa wagnszaeegnTasignisuau) luusnaldndifes dnsinstae 50-100% wazdns
a dy ! (% U dydl ! ! A IS

MIMEnTusENIe. 20-100% nTimismessaviiiengunnlunduvedsamasisenuluansly

= = s Ao & = & v A A %
waniviedy whuniinisssuiavedsaiiuasiinanevesgnsanansasenide hiaiensensealaain
NANNSE waAINNNIRTIENYrLLIluNveLde hifanuddianuuanaindelisannenenlaain
oue Tuusewedu (Li et al., 2007)
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6 - [V ortality rate —o— Culling rate - 80

- 70
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2 ° 160 g
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=2 - 20 °

1 - 10
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herds

g'ﬂﬁ 1 99315018 (mortality rate) LAZSRTINSARTS (culling rate) LaﬁaﬁiaﬂmaaLLﬂqﬂi”LuWW%u
ansfifnitolhafonsendiea sewin O aa. 2007-2009 Mnnsdrmnlurhiuansswau 7 vhdy T
Usewelve vhdu A B uez C viirduieliy uasvhiufivdolineviinduie duselsafionsens
Lod (ﬁm: Olanratmanee et al,, 2011)

Zhou wawAmy (2008) vhmsnmadnuazvendelifafionserfiea S1um 56 We @n
nsdlfnuifinsszuialuneauuuasyhmsasuanandimailusvendelsafenfonsioa fuenld
Tyl Tnonsihdudiuresetmsnasauasimzusnide Iiud ven ln #u uazdoumides nndw
gnuftusnanansiithsann 14 Swdaludssmadu Fudeandodesag gnuunuasamiu uenons
Bue wneidohia wanAvld Welhdafiendensioagnuende’s RT-PCR wasihmandndiuenldly
prndnuzvesnIneriluvubud  wezamedeunsnmeiusventefienorsiealanalusiu
NSP2  wazBudunalnemsthidelhiafiuenlddaliiuanseyuiaiivaendieiionsianisuanseinis
nndtnuesgns wWisuisudvernisiwluanslunaauniul a.a. 2006

ludseinadu Mssvuiavedlsafionsensioamenusiva Tl aa 2006 viliansussana 2
&ush Al waznunnsae 400,000 1 ludiusnidenlsaiio “Ismldasluans” (pig high fever

syndrome) 1osnemsfinsrany leud fldgs 41°C dqnidensenamuuazluy 3u eemns
lo fmfAnunfivesssuumadumela uasvieads luansmarilnsalimulsrefinndans efindans
wensiu uarlseuatiutnifisuas Wolhafiensorsieaitudovindeninenls
Felhtafiondonsoa uenlddowa 15320 bp fswauidedlelnddunindeldaionsons
adeiiug VR2332 (aeiugewsni) 92 Windlelvd waslinnuennitaieiugiusy 12 dedle
Ind mawSeuifisuduanetugiay wuirdimsameluvesianalelndlu 2 dw Tagdwi 1 mely
$1uau 3 Thadlelnd uazdnd 2 meludiuau 87 Thadlelnd msviemeluvesiandlolnddanals
Annsuavglvensaezdludiuiu 30 63 o 29 faeglusdunis NSP2 (Zhou et al., 2008) 210
delifafionsonsiearis 56 o Auenlémumsnameluvesnsaesilulusumiaforiundeutunn
M wareguTInmLLY NSP2 willouiu uazannisnageuauvideudiuuuaeilindlalndnuind
mnswileufugedls  94.7-100%  luvaizidmnumilouduaeiusensnaeiugiifineuenlaly
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ouldnunilaifios 65.7-93.2% winiu dnwazvosmnsangandinuulusiy NSP2 AiRendestueni
suussffimnusudalunnamsuiiuenld dnvazveslsiu GP5 Aflnuuususugannidleiisuii
deliaRoriensioameniugaeiuiousniund  uenanifmsanudnunsresnisnaneiuslned
msdsuudasesnsaesiluane dtudunganivlunshumisasdug  fedendety e
Tniteuuzhlihdnunsroimaiouulasuy - 6Ps  Tusfudlenafdosiuausuusmedsn
(Allende et al,, 2000) Wol$afionsorfieafiusnlglvitgnussadnalulassadesaeiuglsad
p15015tedlmilunguuasaneiugoisng wandlauuanasiuannneaualsiusdresdn vazng
Tsiuuihia  veiihiafienionioaiissuinlulssmeduinmanaeiuduasddousuuuuluma
szUInInegeenty

a ay o !

WealiSanonionfieaialvaifuenlannUsemaduil e lUviansiluiigifuiuselsaiiens

Y 9

p15i0d 81y 60 Fu S1uan 5 ¢ TaelHiFerumaayn wudaelu 1 Yuansasilldae 40-41°C uas
AsgeagaunsEtignanse gnansuansernisidesmauazuousniunm 3 fundsinde lutuil 5
way 6 fviunsduduvdsududundasionzaun Tiies wavdiee  Tuydudiiluiud 10
ansfifaidoisumeiudtuil 7 aufiviuil 21 wdsinde quﬂinﬂﬁaﬁlﬁ%’uL%@h%’awumiqﬂﬁﬁmaﬂ
weuRveRluTu 8 widade uay S/P ratio getufeszdy 2.0 nelunan 10 fu ansfimevhms
nsmetowmelununssnavveslen nudensenlunssimzens uasnudenooniirouinnies
UShauald anvaengang1divemunsnufiivemigeaulen (interstitial pneumonia) wazidl
maduvesnguaddindenunvialuluiiedesivad wuseslsadnvae perivascular cuffing Tu
aues wunsdeueavadluszuugiduiufivoutindes fhw uagle Weldafiendensioagnuenls
Mnidennandiafovesdniiitne  wandethidelhiafuenldfnnsagdnsmsvomnineilunumi
wiloufufuidelifafiensersioaiidaiialy 1009% (Zhou et al, 2008)

TneUnfdelsafienionsioafiszunelurag 20 BfehusviliAnnsuivluuians uaznisme
Fedgmssuumaiumelalugnsiusazgnans  widmsnismelasislunuludndiuiiligennin
snsnndmmmanevesanslulssmaiuiinuldluefidudfiaann  Tasmafanisnaneiuguenie
Tuadsiluasiusnrnmsmevesansituduafusn  Tnednuvasnmedinemudnuusyduding
Hudnuaed Tasunfagnuludehdafiensorfieameiusylsanniendng uwifimuluaneiug
Fudstimnulnddafuameiudowinunnindng usndsnaeiueninUnd  dnvaenig
fugnssudug Ao nisvameluvsdumedusiiu NSP2 wasdhemanatiauaiRulssenises
Weolifadavdeuly ud NSP2 amfmadestunrusuuseield Adthinsu  wenaindawunis
Wasuwawes GP5 Fadulustiuiiiendostunisadiueuivennsmsiudelda (neutralizing
antibodies) gLy

feduillfogluthtuiidnvasvoshiafunmnnlfafissueluind - fadulssansamly
msesiulsndannann  msvamelivedusiuiifedosiu GP5  e1eaxilnafisszuunsandnis
wanUasumesszuugiiduiluiadndlddhonienahlndolsafinaeiugiinuausalunis
mauninnsruuniduiurewiadniunty uenanilunisfinwues Zhou uasame (2008) dawudn
Tdehia 8 We an 56 dhegn Tuenld Tdnvasmmieudelhafionsensiedluaduaeiug
au3n uans onalildhafinenuguusuinmaunsnssaeludidn futu Wel¥afiensens
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wannansiuguaznelsafifinnusunsannlulszmaduidsidusesdneidoiiufudioninaln
YaanInelsAuazanvznIsiugnIsueaglinuauliegaiivsydnsameely
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unil 3
ABANlun133Y

dounvinddeuassugns

N53deAL iU SRR Iumerans unaensel unanendy ngenny legluseninenis
Aliunside Tnsiiudedns Beanhsy uaniudeyainrisuansionyuiisauvaass §1uiu 20
wsu Wsuansfildlunisfinudiuau 20 vhin Wunisugnsweudiuguunn 300-4,000 wil WasH
naaesinsantuiinnsdamsansanmauny wazilssuunistuiinteyanielusunsuneuiimes
Puuansivinmsfngianualidsingy 50,000 67 Wudvesgnsnamdsnun@nwidugnsiuswea
WAUALITXEBINLTYS

n133anI1snITu

ansamgmindjadefiimiings 922:1.1 Alansu (eng 164.2+1.7 $u) wasgndadisous)
fugitonaiugidindnda 1303520 Alansu (91g 2189+2.7 $u) ansanluggnsangnides
swidlupen 615 dsorenlneiifiufivedn 1.52 mmaums dilidulisialagldgui ewns
druuszneundn Ao 9mlne 61 wazUan SWUsAumenu 16-18% wdswudildle 3,000-3,400 Ala
unaoirenlandu wagilladu 0.85-1.00%) WAulszanu 3 Alanfusetuded laemhluansanay
suinduilestudelifaunuasindion Wolhsaeindans Weldaed wandomililiialuans
Tugaseng 22 - 30 dUn9i wazrevhimhiadutiosfuideliafionsorsiea lselnssayndniauinsio
Tuans lsalulananawn wazlsa Actinobacillosis pleuropheumoniae ei’auimyjquﬂwshumﬁgﬂﬁm
i lullunsngnansarmaunuuy 4 SUnsidesasduuians 1 freansam 6-10 &1 was
wiimaasuwsiansnnddanm %é’QQWﬂﬂWiﬂqﬂqﬂiawaLLé’aLLajqﬂimdﬂﬁ%QﬂﬁﬂaaﬂmﬂQﬂ TUsunsy
nsmanansanayidlegnsanmaunueny  22-28  dusidieliignsanleunisnsdundinny
sysurRInulanIvENuy  Mntumeunisnanansanariliansanlidudaiuidelifavannvane
yinfhudoueglugs (du Welifafiensorfioameniuglurhiy uandoleumelslifa) douhduss
waiiug ToevtiluudnansanmaunuagldSunanauiiony 32 dUnsituly uaztmiindegnaes 130
Alanuiininfudnsoud 2 vieunnin manauiugldnsnaniouynvisy

nsiiudagaGen

yhmsnuynsdfiineanuedsafaidohiafionerfiea  fvadutifeuwasnisl
1h%a anwhsugnsdwau 5 whsu (A B C D uay E) lneudeyadoundssenined we. 2547 faU
W.A. 2550 NENT 7,030 A1 (Wegns 764 M, gnsan 3,364 ¢, usldns 1,613 #7 gnseyuiaeny 4-
9 FUa¥i 646 1 uazansyuey 10-26 dUawi 643 ) TneTlunsesamsdfiinededelhdad

o A

p15015teavvimniaulugnsaTIawny war 1-2 Aswiedluansnquaus MInsIanIEsIingse
Welifanwatudisunsiatas 1 assluansvnngy n1sesaniielisaiionsonsieauasnisngiam
Wshudu ¢ veadehiaivgivinfeunsialaeiesujuidnsiduuesgululssmealnedilng

(e Iurhsy B) n593ingdniunnemans asnsaiumingiae
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Tunsnwuuuiiudeyadiady shnsifuiegadondiuau 200 fees (@nsan 40 ¢
sovsy) TnetfuinannuaeaidendyesanIanIMALNLEUAMA (engids 244.7+5.8 Fu) Turiana
Weariu degadengniiunnainans 3 nqulaud ansneuman (50 ) answaanan (50 #9) wazans
Favosszaenans (68.8+1.4 ) (100 &) luduaarhedetadon ofoasdusitug

Foyansdiinelugnsanidiymmanisauiug \Auananansanfignaslsssindn
T 166 ¢ ﬁaasmaﬂLﬁuuuﬁwLL%@’Lummuu‘meaﬁwLLauﬁﬂdaﬁmUﬁﬁ’amsmﬂu 24 %’ﬂuwa‘”ﬁ
mimm 5U€]1JEW]Lﬂmﬂ‘\]’]ﬂLLGlayW’]iiJU'ﬁyﬂE]‘U(mEJL‘UE]'ﬁﬂﬂ'iﬂ’l’J Tuifn 'guwmmm Yunay Yudniia
ihwiindudiodniis wezvmmalunisdniis enginauafausnuazengfigndndisgninand i nsn
nsiAulaedesetu (ADG) mummmmmﬁagﬂmmm‘lm Smnaiulnaderoty (niusiet) -
(hwiindadiodndie - 1.5 /o1giladaiia) x 1,000 (Tummaruk et al. 2009b) Sastmsiiulandsde
Fugnenaufieldlunsganugymauamvesgnsanilutsiimduaiagivln wepalumsdniis
windu 4 nguldun wiv lddude naud waslifsiandsfinuninntesnaen deyavmsnieinie
wanslilunisnuadarion (Tummaruk et al. 2009a) ludaufiaosuardrugaiing fegredsuvimn

gnInTenivhetugnslsndnd andnunneans IansaiurInedy

N13ATIINTTUINEN
fhegadengniislifgamgivefielmdesudsudnendfuluiulifigang 20 aam
wadsaiielilumnsansdsuivedioly nsmmamueuivedreidelhiafiensorsiealurhdudiy
Tney (eniiunhdu B) Tyaneaeuduiagy HerdChek” PRRSV antibody test kit 2XR (IDEXX
Laboratories, Inc.,, USA) Tngld38nsnsianugiievesyannaey Flnedaay 1dud degrsnuaud
Juuinuazavasneaeuniouiuiieds mdnaiuves serum sample/positive control (S/P) zgn
s ddadan S/P st 0.4 el dedlifveufuedredolhiafiensosion @u) usdn
dndu S/P wnndwidenihiu 4 wuneds fedadunindeidohdafiensorsiea Turhsu £ s
nsramuouiveRredeliaRonsorfiedlutasusnvesnmsnyildaemadeudnfagy HIPRA PRRSV
antibody test kit (HIPRA Laboratories, Inc., Spain) feg19azgnulanaiduuindifian percentage
relative index 11nNN31 20 NMIITIIVILBURUDRARETUsAUA gl vautelifafivatvtitoyluyngs

o o @ ® o
Iwmmaaummgﬂ HerdChek ~ Anti-PRV gpl test kit (IDEXX Laboratories, Inc., USA) Taela
TBNIATIWNUALDVDIYANATDU

[
A

nMsasravueuivensaensaaldis Haemagslutination inhibition (HI) 3aveaeu
Tnedany léun 1hadu 02 fadanslufislivlgamgl 56 ssmwadeauny 30 Wil uasnautuans
WYIUARY 25% Kaolin 0.6 fladansluaisavans phosphate buffer solution (PBS) fiasaegnalid
gaungiiviesuny 20 wit i lutuuaskantudindonuamyasinlumsarats PBS A
it 50% Ui 0.1 fiadans anduilifigungiviesdeunu 1 4alus fiadvhazangadluman
waznantufogadsu 50 lulasans degsfignidenaduddu (Feans 1:2 luynede S1uau 12
Aty (1:4 fs 1:4,096) gniduastumanlaglililastivnviavargdomiontufogisaunui
Wuuinuagau iy hemagglutination unit voudemslalada 8 unit Usunas 25 lalasansuazidin
Feoaunswaaypzint  0.6% adunndesudifidlifigungiviesuiy 6090wt vidoaunsits
dunmfumannegney  seduneuiveiredemslihfaiitiosndt 1:8 wnefdlifimafiutuves
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sefuneuiived sefuueuiverradenslilanous 1116 f 1:512 mnefeimafinluveasd
LeuRvERluIEiUNaNY  wavssdunoufueRTannndY 1512 wanedsduoufiuediogluszdugs
(Oravainen et al, 2005) fwansraduvindeewisialia seduuouiuerazgniniu 2 neu
loun seius (<1:512) wagseiuge (>1:512) MInsIImedsiineiludiuiiaesuazdiuanineye
nsAnwnialagviesUuinsiediu  (mieduanslsndnd  eusdmunvemans  ansal
WINENEY NN Ussmelne)

nsmsRuauRveRralialadaianansies

nsrakeufvesalifalsafiensesioa lneldyavedeu HerdChek PRRS Virus Antibody
Test Kit 2XR (IDEXX Laboratories, Inc.) Tngfidumeulpsasy il \Fonnsietnediulu plate U
shape (diluting plate) 5138919 40 11 Tngldvindeans 195 pl desogedsu 5 ul lddsumun
wInkazau lu strip viauag 100 pl lnglisaauiaans @m%%"ﬂu diluting plate Talu strip coat plate
vauaz 100 pl Inedsundshegudeddlunquiindoudewoufisuvendelafiensensioa (PRRS)
1 vauuaz normal host cell (NHO) 1 vigu w&sanniiu incubate 30 w1l figaungiivies Ladaudn
w3su Washing solution Inet3o919a7n stock as 10 wih &9 Strip 4 ass 9 az 300 pl 1d
Conjugate vguag 100 pl %A Anti - Porcine : HRPO Conjugate incubate 30 W9l ﬁqmﬁqﬁﬁm
wdINTuENe Strip 4 afe 9 av 300 pl waald Substrate wquar 100 pl ¥l TMB Substrate
incubate 15 uit Migamgiivies udild Stop solution yauaz 100 pl a1 OD fBLA3Ds ELISA
READER #imnuudiuuas 650 wilufiwed vinsulana Tnemien serum sample/ positive control
(S/P) 91ngn3 (OD F3ufe8ndingIavia PRRS-0D 5usogsdsnsiangy NHO/OD ndeveadsu
AIUANUINYIGY PRRS-OD L0Asvesdsumuauuinvau NHO) S/P fifidnifesndn 0.4 vanefisiees
tilifuoufvefdeiolhdafionsorsiea P AfdunnnimFeniidu 0.4 mnefshedieiud
weufvefdedeliiafiononsien

namsaLalafaiionsersieadeisuylusalaiad
manmadehiafioniendieadeisbuylusalmaivhnuduneumsfnmdeuniindiivily

iloideuenlasiinisiudsuilatunsdiu (Laohasittikul et al. 2004) TnedunuAofiognsazgnilslily
Wit ntuhlusaduumn ¢ luaseundnilunsunwivalasiadeudie 3-aminopropyl-
triethoxysilane thaladduiiellavarensiilusenlulvauwas rehydrate Tunoanesesiisziuai
dudusineg Hudiu nmsdnwedadldinedin polymer-based non-avidin-biotin Ineddaeiy
UfAsesewinueuinuuasieufiveniagldiewles 0.1% trypsin 7 37 ssmiwaifea wiu 30 unil
&19e  phosphate buffered solution (PBS) w&adfudsnmsvieuvesieulesl  endogenous
peroxidase Imﬂmiﬁjmalaﬁaﬂu 0.3% hydrogen peroxide (H,0,) lu absolute methanol wu 30
wiitfigamgiivies anduthaladtuideludulu 1% bovine serum albumin 7 37 saruwaiTea
Wi 30w wanhluinufisendu  primary monoclonal antibody SDOW17  (Rural
Technologies, Inc., USA) #iidevsludnsiaiu 1:1,000 ﬁqm%gﬁ 4 peAwaLgeadnuAy (12-15
Filue)  wdawndealasly PBS udiFwen dextran MISURU peroxidase molecules waz goat
secondary antibody (Dako REAL™ Envision™/HRP, Rabbit/Mouse®, Dako, Denmark) asuudlan
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wdhldeudl 37 ssmieaifea wu 45 wit TutumeuaevineshlhiAnd @Edhaa) neld 0.05%
3,3’~diaminobenzidine tetrahydrochloride (0.01 M Tris-HCl 7 pH 7.6) WU 4-15 U alaﬁ%u
LﬁanﬂLLﬂJugauﬁaaﬁ Mayer’s hematoxylin fatheenaniuile wdhlulngenszantaalasiie
ihludesgmelindosgansseiziouas  Juilomuguiiiuauiigudertueniulild  primary
antibody  tuidlsvenuazseiiwdesidndelifafionsorfieagninaldidumauauiiduun
dladduioasgnuanainduuindiiwaduin Gedinnalulslamaad, suil 1) egredos 1 wad

nsasaasEaugiifuiudelsafionsensioandinisiaiaduiionsonsieauiineidy

[ £
[y 1 =1

MAdgdutTulu s niaesungeAALdRseuiueIeY AUgNIWITIuIY 1,200 M
MnEsgnsluvssmalnedasimsndngnsanmaunuvesiiesuazlingldiunisininduiiensonsiea
wneu  vhnmafudeyavesnisuwidugnsudufeunnsiay  uasnuifidofionsendioaansiiug
suinludfivesansunsiuislagldningenin  RT-PCR  vimsaaiadufionsorfioauuy MLV
(Ingelvac® PRRSTM MLV, Boehringer-Ingelheim, Vetmedica Inc., St.Josept, Missouri, USA) Tu
ansanuazansuIuaL 2 1Ha weu 3 dUaniuaznszduend 14 dUavi uas 3 Wou aniurh
nafusegadeningnsamvaunuuazansananIusiineies (36 dree1e) 1 Yureunisiniadu
(&@Un9iT 0) wardUasidl 2 5 9 12 18 wdimsdatadu wiufvisuionsamidelialagliis RT-
PCR wazinsziusuiivensolsafionsensioalngld3s ELISA (HerdChek® PRRS virus antibody
test kit 2XR, IDEXX Laboratories, Inc., USA) 9niuisuifisudefisudvosdsuiifnidovesns
anuaransue  wasSeuiflsuanuuaninsvesaadeuessnadind e auasdfumunui
TnauIn (S/P)

nsnudayauazn1sinseing

Tuns39eTn 1 awnsadadanrisuanslunisfinuld 8 wasu Teeidursuanswousiug
YA 900-4,000 usl I wIudeyansHaNugnaviun 192,765 Yaa NUNENIINIUY 67,537 67
lngmslisgideyaiUssiunuinvhsumailfaigeliiaiionsorsieauuailininit 5 U whiui 1-3
= o v o o s ¢ & g 1 o o A W s A A v o
fimsvihinguiiersensieawerdu witisuuuunsvitipduiiuansieiu Tagvsud 1 3ataguynsumn
3 o vhsud 2 vihuuulisawdles wazvisun 3 viipdwamzlugnsanimauny Tuvaenan 5 vsy
galiingrhinduiiensensiea

NNSATIEINSADA

MFATILANEDR klUSWASH Statistical Analysis System (SAS) version 9.0 (SAS Inst.
Inc., Cary, NC., USA) feyaifausinaninausifudiadeSEM uazdoyaidsqanimiausiiuan
$ovay (Wosiwwsd) lunsfnwusn wWedwudansiluuindeidelifafiensonsioa Wshudau of vos
delhfafivatuduiioy wesewislilhda (weufiveinnndy 1512) gnArainmsieseienud
(91379 1 x k contingency) AdnaugninuUIsUEUsEnINisy (5 W) T (2547-2550) uae
NANBIYVDIANT (BUUIA YU ANTANI UlgNs wavweans) MmeTs logistic regression lagly GENMOD
procedure waalusunsy SAS TumsAnwiiiaes ansanmaunugnianguidu 3 ngu (I§un Aeungn
ndspan wartanatwInIsdien)  Wisuisudeswuivesansfifunindedelfafionsorsies
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Tusfud o ventohiafuvaivinien wandondhhiasswindulngldmamaaousdn Chi-
squares msfinyIdIugAThe ansangninnduanumanaresnagndnia Wisuifisuiedieusiansi
Juundedehiafieniension Wskiudu ¢ veadehiafvaiatifiey uandomslalialagldng
yadouwin Chi-squares nMslaesitoyaraifiosdldurengdogndaiia (fu) dnindailegndniia
(Alan3u) Shsnmsaiapivlneds (hurety) orgdeonaunsausn (u) wagdnnunisanld G
vosneitlagifios) 1938 general linear model anvmmsdaiisgniluldidusauusiilunisiesei
N9EDR ATUIUAT least-squares means LaztUssuiisulagly Tukey-Kramer adjustment P<0.05
nueiltludAgyNIans
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Ui 4
NAN1599¢

AUTIANINNINITRUNUS

aunsadndenwsugnaiiieiusuuuulunsfinunliudr 8 wsu fdnnudeyanisnauiug
favun 192,765 oxa nualansdiuau 67,537 d lnemsieszidoyailounuinvhsmmaniin
@e PRRSV 1nudalalinngt 5 U namsinswisnsinmsuislursuanmadng Logistic regression
models Wuin sasnsuvislaeiadeiniu 1.9% Taenunnsusia 2.4% 0.7% 2.2% 1.2% 2.8% 0.5%
13% Wwag 2.6% Turhdudl 1-8 mudiu TneiedenusnamIuigaiigaluansan (2.4%) wag M

figelunsiansvioadt 1 (1.8%) uag 2-5 (1.9%)

anugnuaadalafafensanfleauasivatotuiionlunifugns

Mndeyanismsdisassiuieuivefselsalidavesi funuimnuiimsfndeliafiens
p1sieannd 4 9 Tnefedisudansiluuindadohafiendension 79.3% (4,492/5,.664 #)
Wesiwudansfidunindediohiafonserfieamstussmineduasnnsuegsideddy Wosiwudans
fifunandeidolhiafonsendiealdun 64.8% 74.8% 83.8% way 87.7% Tl 2547 2548 2509 wag
2550 sy arwmnuendehiafiensorfieaifinduosaiveddynndauel 2507 s 2550
(P<0.001) Waswusdansiduuinsaitelifafionsorsioaldn 81.7% 67.9% 60.6% 80.9% was
79.3% lurhsu A C D uaz E mudidu widu A D uae E fiediwusansiluuindadelisaions
o75loagandvhiy B (P<0.001) uaz C (P<0.001) mmnveadsliiafiensenfiedlifnnuuanss
fuoghailfuddyssienisy A D uaz E (P>005) enuynvesidohiafieniendioaluansyu
(84.1%) gN3a17 (82.6%) Wiigns (82.0%) uavneans (79.4%) geninlugnseyuia (48.4%; P<0.001;
37971 3)

Weswudansiduuindadehiafvadotiflevmnnmidy Wud 53% (70/1,332 #)
Weswudansfiduuindedohiafvatodifedldun 17.8% 5.9% 0.8% 0.0% waz 2.2% Tuwiy
A B9 E mud iy (P<0.001) Arunvesidehdafivaiiutifiodluniin A gandwhiu B (P<0.001)
yhda C (P=0.001) WS D (P<0.001) uax W5y E (P<0.001) w1y B faumnueadeliafiuady
Tuflengandvniu C (P=0.052) whdu D (P<0.001) uagnsu E (P=0.016) muenvondelidadiy
givtnedluwigns (11.9%) vedns (4.6%) uazgnsauuia (3.2%) gandnlugnsand (0.0%) uazdns
1 (0.9%; P<0.001; m3aft 1) anugnueaidoliafivatuiuoslunnmnsudiauusndnsssaingd
armnueatohiafvatotiiien 1Hud 3.8% 3.0% 8.5% waz 2.3% lul 2547 s 2550 muddy
(P<0.001) arumnvendelafafivatotifloalud 2509 gandilull 2547 (P=0.008) T 2548
(P=0.005) uagl 2550 (P=0.009)

anuynvauvaliFananfansiod Nuguvdniien wazwislalada Tugnsanmaunu
lnglndgansangnuaniugasawsniiloany 242.7+2.5 Tu (Wde 212-348 Tu) 8n51n5Laule
Ao TuRALSNANDINANTUIATIINWINAY 588.6+5.9 nSusiedu (Wdy 485.6-434.4 nTusiaiu)
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Tnesu 87.5% (175/200) vesgnsanilueuivennodelifafionsendiea fdadiu S/P vesgnsan
fifuundedelifafionferdioauusiudous 0.428 1 3.673 Wedwusvesgnsamiiiuuindede
hiafionferfleanounazndangn 84.0% uag 92.0% amddu (P=0.218) Wedlwudansaniiiu
vindeidelrfafiensorsioa éun 85% 95% 100% 55% waz 100% lushiu A B C D uay E
paddu ansamiisariosdiandnain S/p uusiudaud 0.03 B 3.7 uay 87% Wunandeidoliad
915e1s5ted

weuRveRsaldelfaRuatutifiauwuld 4.0% 9nansaniiavan (8/200) Bnansanafiiu
uindedelifafivgiutnion 2 Tu 8 Wuuindusdeunan Turnsfivdefuuinudsegn (@
¥i09) aglsfinnu gnsamiiiunandedelifafivataduiiounuldiangiu A winy

ansanmaunuLazansadiesiuenuuundeenslihfafiseduleuiven
>1:128 AT 99.0% Tueudvedeglustdugs (>1:512) uay 97.0% lupufueiioglu
SEAUEN (21:4,096)

] 3 % & =1 v a | & o o s & i -
M3 3 Wesiwudgnsiiluuinsewshifaiivatutiuiien waswelifaiiensensiealunguansi
safuluhsuansaeamnssululssmalvesenined 2547-2550

Woeswudgnsiduuan

NGNS

el fafwgtuiniios HelsaReriension
anseuua 3.2 (5/158)" 48.4 (235/486)°
ansu 0.9 (3/341)° 84.1 (254/302)°
ansan 0 (0/178)° 82.6 (2,616/3,168)°
ulgns 11.9 (52/436) 82.0 (955/1<164)°
woans 4.6 (10/219)° 79.4 (432/544)°
v 5.3 (70/1,332) 79.3 (4,492/5,664)

A & & o A & ° A
ATkandtusdududnuugnsMduuIn/uingnsnng

,b, U U dl 1 U U o [ = o U U I a v o o

. G]'J’e]ﬂ‘b‘iVlG]’NﬂUIULLW@Sﬂ@@@JﬂLLﬁ@ﬂﬂ\‘iiJﬂ'NllLLWﬂWWQﬂU@EﬂQNUUﬁW 3 (P<0.05)

anugnuaaialafaiionsersien Rugtutiufien waswislaladalugnsaniigndaiis

Tneiaie qnsamgndniisiiony 313.143.6 Ju (211-504 $u) fiwiings 143.7:1.8 Alanu
(920 @s 2055 Alandu) Jeyansudnuaranmansdnisussgnsannduignuandlilunsed 4
Snnaasydulnndevemnianiususniinaufieiniie 461.357.0 nfudetu (Raud 197.0-689.0
n3usintu) enguleldsunisnauadouan 265.5:3.6 Su (Raust 204-307 Fu) Sruauladian 15.6:0.4 Ty
sas (faust 2-25 Tu)

Funuandodisuivomnsaniidunindedohiafionsofiea Wohiafvaiutfes
wazdoniililh¥auandlilunsed 5 adndiu /P vesgnsaniiluundedehiafionendioauys
fudaust 0.41 B 2.43 ai’ﬂmuqﬂianﬁLﬁumﬂm'aL%ah%’aﬁm%aﬁwmaaqﬂsanﬁgﬂﬁmﬁﬂLﬁaqmﬂ
muaslva shninansanfigndafisannislaiiudn (P<0.05) giffnsaivondelifafivatudiiieyly
ansanfigndniadiesanuiuaskaninganiansanfigndniisonmslidudauasruesiva
(P<0.05; M3l 5) srdunoufverradenilaldalussdugaulugnsamitgndniaiesaniidsd
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[ 1%

vasnYeInaeninUnAannningudu (P<0.05; ms1eil 5) seduneuRuedreiemlaldauysiu
Haud 1:32 A 1:32,768 @nsann 86.0% fsesunouRvenratensaada >1:512 uenaniiu 72%
vosnsaniissiuneuvenraenslalita »1:4,096 mﬂqﬂianﬁgﬂﬁ’mﬁyﬂﬁ%wm 75.5% 313
Suatuioliaognaden 2 win 18.9% Inmsduiatiuielias 3 odn way 45.9% finsdudany
delhaiendorieauazionslalada (a5 6)

=

A1319% 4 angiilagnaniis (Tu) WmtindudeAnis (Alansy) snsinsAulawaeseiuainusniing

anARTIe (ADG; nfusiatu) orgulenaunsansn (Fu) uagdrwinlinanlugnsanimuaimgnisgnanig

pgllonay  waulan

auensdafe  Swau e thwiinda  ADG Y
AIILLIN 21
WA 16 3123476 1532452 489.5+20.9° 260.248.0° 16.2+0.9°
(252-367)  (166-193)  (375-673)  (204-302)  (10-21)
Tl Budn 85 308.9+4.9° 139.4+2.5 4558+10.8 - 16.1+0.7°
(211-504)  (95-198)  (197-689) (5-25)
NELT 26 301.6+11.6° 160.0+4.0° 470.9+17.5° 264.5+65 152+1.0°
(274-479)  (117-205)  (283-661)  (224-347)  (2-22)
wuaalva 39 303.5¢6.0° 138.6+3.2° 4555+11.3 269.9+4.8" 15.0+0.7°
(240-405)  (92-173)  (342-625)  (227-323)  (4-20)
e 166 313.1+3.6  143.7+1.8 461.3x7.0  2655+3.6 15.620.4

(211-504) (92-205) (197-689) (204-347)  (2-25)

Arluadufetiwesdeya
a,b SR A [ 1 [ '3 = 1 [y 1 a v o w
mdnwinmsiululsapeduivinefaunnaeiueg1aideddsy (P<0.05)

(%
v a

A157199 5 Srunusazilesiwudvesgnsanfigniniiauasiduuinsaigelifaiionsensiea welisaied
wazansiahisa

aumaNAANg U delhfafionsonsion  Wohdmed  Wowislilhda®
Wi 16 13 (819%)™ 8 (50%)" 12 (75%)°

i fudn 85 65 (76%)" 10 (12%)° 70 (85%)™
NELIT 26 21 (819%)" 16 (62%)° 21 (81%)°
wuadlva 39 23 (59%)° 13 (33%)" 34 (97%)
e 166 122 (73%) a7 (28%) 137 (86%)°

a o Aa 1Y a &
MUIUANTANINUTEAULDUAUDA >1:512
b, ,d LY { U 1 U (3 = ! U 1 v o o
‘ fonusiasiululsazAoauAvnNeDILanA A ueE T d Aty (P<0.05)

o
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(%
(%

A15199 6 SrunuuazilesiwudvesgnIaniignAniisiiduuinsedelifaiionsensiea Welidafiv
gt iena ¢l uaswenslalsa (n=159)

Wondlalhsa’ Wolhffiensonsiea \delidaen U Woesiwud
au au au 5 3.1

au UM au 11 6.9

au UM Tl 6 3.8

Tl au au 23 14.5

7N au UIN 11 6.9

Tl UM au 73 45.9

Tl UM Yol 30 18.9

3
=~ U

* gnsaniifiueufivenseiugs >1:512

Y

(% ay

seiugfiduiudalsafionfonsioandenisiainduiiansorfeaiinidaiiiu
nnsveaeslinuinfinisundidoseninedunvid 2-8 wdansandadu (ms1eit 7) Aeunis

Fnfedunuindiansiildienisinfiondensiea 11.1% (4/36) wazamaunde 6.1% nglu 18 dUami

wdidatadu (P=0.401) dastdiu S/P iiwTwdniesdi 2 dUnwindinisinirdulazanatogned

v o

HodAgi 18 dUainasnisaningu (ms199 7)

] Y | i A i = A 3 % No Ay v
M3N 7 dwsid S/P (AfuzAraInAReuNIRTIIUREY) Wesiwudvesdsunlinauinlugns
anuargnswiuaznisnulidaiensensioandinisdaindu

FUnidl dnTdIU S/P %dsuilnaUINn RT-PCR

0 1.61+0.19ab 88.89a Negative
2 1.88+0.16a 94.443 Negative
5 1.47+0.16b 86.11a Negative
9 1.32+0.15b 88.8%a Negative
12 1.46+0.17b 85.2%9a Negative
18 1.23+0.07b 93.94a Negative
All 1.50+0.06 89.57 Negative

v o

a,b unnesegited1Agy (P<0.05)

NAKBALAZEMANTSAAT

foyanandnvasansanignadddasiuandumnedl 8 lnswedsansangndaiisiions
303.1453.0 fu uazthuiings 149.0+20.8 Alandu ansannguigmindgeiiony 218.9+53.1 fu
uazgnAndiedl 84.4+57.1 Funevdnindgs angnsanatianun 52 f (520%) l8sunsseauiug was
szppnamasnumadudandusnimauiusindy 2082172 u WsUsiudeusd 0 1 63 )
aumgnsfafisesansanliud e TAsdandsdiaunfaindeseaon wis waw uwaglsivios
(319 8) Tneiadie orguasansanilegndniiadu 273.8 298.0 311.3 3429 uay 368.9 fu uas
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v !
[ [ [

iy 73.0 67.6 683 111.4 uaz 142.8 Sulugnsandigndn
Audlosnlududs wazlidsrandmnunfAaintasnasn witd nausl wazlivias anudiau

o v

TEELIAAUAGNTAIYNULT 9D

Y

v '
U a IS v 6

M1319% 8 JoyanananvesgnIaIALNUgnAniulosndymnieseuuiuiug

9

W15 3003 U ALady+SD e
oeilagndniie (u) 100 303.3+53.0 209-489
shwiingudiogndaia (Flansw) 96 149.0+20.8 104.5-205.5
o1guleidgs () 98 218.9+53.1 94-365
oudlodudandiusn (u) 69 229.3+30.5 156-322
odlonaundiun (fw) 52 256.8+24.4 211-322
Sasnssydulnmdedetu (n3u/5w) 96 496.2+78.2 245.6-674.5
Fuiilalvinandn (3u) 98 84.4+57.1 0-250

£ l
v Aa v A

gnsn1sasLiulanfenusiiinfinie; Junldlinandavunefasvegandngdiednis

nsmsanuidielaiafiansonsied
wadiluundeidelhiafionforfioatadueadinlasvhaiifadimalulelanaraduiioy

vinntudedefrilidoyvemimagniulugnwuluiodeungn 33% vesgnsam (33/100
§) (Ut 2) Mmanmanuidehiafeonserfealudedoungnuosansaniudsiummisufous 14.3%
uila 80% (P=0.018) \iela¥afiensendieagnuulu 24.5% wesgnsanitiniaduidsliafiensensioa
yiadodumeiudglsy uay 23.1% vesgnsanivhiadudehiafionsorfeasindeitumenius
AN (P=0.941) mammanuideli¥afienerfiodludeBoungnuesansaniiunanmisuillivi
$adu (17/3¢ ¢h, 50%) ganirlugnsiiunanihiuiviiinduiionsensieameiugelsy (13/53 ¢,
24.5%, P=0.023) uazanewugawsni (3/13 f, 23.1%, P=0.105)

wavasagiliognAniie auwan1aRaie waznsuaNsiansaTINUdelafaRensansies

Tneads  gnsamimudeliiafieniorfiodluiefoungngndndisiiony  307.2¢54.1 u
(Wsusausaus 240 fa 439 $u) lurmsfiansanilldfidohiafonserfiealudeidoungngniniied
97 301.3+52.8 Yu (WUsUsIURaUs 209 Fa 489 $u) (P=0.605) TaerurnmuTuitlilinanidn (non-
productive day) wesgnsamilunguiidiu 92.0+59.6 $u WUsUTIudaus 0 F 225 $u) uagnuingns
anildanisasyivlnedesoiudy 488.1+80.6 nfwu  giRmsaivesmnuidelisafionsens
waluiloifoungnuesansananidu 29.6% 39.4% way 40.9% luansaniigndnfisiieny 6-8 ey
9-10 Wou uaz 11-16 Weusmud1du (P=0.698) \Welrfafienensioagnnulu 33.3% 28.6% 27.3%
41.2% way 333% veuileiboungnuesansaniigndnfiatesnliidudn vusdva wis wawe
wazlifiosmudndu (P=0.929) (13197l 9) msmmranuideliaionsorsiedluiedoungnuesdns
anlifienuuandnaiuegaiifodfyseninansanddlingldfunsnansiug (35.4%) uavansan
fiasgnuamiuginraugndniis (30.8%) (P=0.622)
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U 2 msuanseenvedaudlnusieehiTaiensanfiedluibeylnsaungnuesgnsaninignanis
Wesnmnlgmnenisduiug (@) nquaiuanuin (Helgevsn) (b) nduamuAuay (c-d) Weaylns
ungnansakaninIsusnguentehifaiensensiea gnasdiuanueadnaneliia

M 9 InukazesiwudveansanNduiusiunInukeuRlauveaieliaiionsofedly
\allaungnlaeisauyludalaniiuazseduiaudivensaidalisaie1sesioanuainnisaniia

SNERYN- S ai’wm:;alﬂimaﬁlﬂuuzﬂim Fruuansaniiduuin
“ Toduuludalawail 1A8N157579 ELISA

laiJudn 42 14 (33.3%) 29 (80.6%)a
nuodlva 21 6 (28.6%) 14 (73.7%)a

W9 11 3 (27.3%) 8 (80%)a
NEf2T 17 7 (41.2%) 10 (58.8%)a
laivioq 9 3 (33.3%) 0 (0%)a

571 100 33 (33.3%) 61 (73.5%)

[y

o o ! U o 13 = a 1 U 1 a @ o
fonusanenulupeauArIsDlANLANANA LR TTYE Ay (P<0.05)

o

HAYaITEAULAUAUBARANIIATIANUTRLITAN T 5Lod
INANTANMARNY 100 ¢ 83 freegesugniunldlunsfinwasell ngnsanivianun 61
1 210 83 M (73.5%) WWuuinsian1smnsianne ELISA wWeswwdgnsaniiduuingsdign (29/36
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80.6%) WUI‘IAEjﬂiEi’]’J‘ﬁIQﬂﬁﬂ‘ﬁﬂmﬂm’ﬂﬂLﬂuﬁﬂ LUai‘wuﬁqmanﬁLﬁumﬂﬁgﬂﬁmﬁuﬁaqmﬂﬁ@m
yuadlvia uvis naus waglaivios T4un 73.7% 80.0% 58.8% uag 0.0% AMudIRy (A1597 9) 91N
ansandwu 61 miiduuindenisnsiams ELISA gnsany 22 f (36.1%) Wuuinsen1snie
madugludalaedl  anansanduiu 22 fifiduaudenisnsiams ELISA ansan 5 ¢ (22.7%)
Huuandemansrameduyludaloedl  nansanivmefiduvindenisnsameiludalaed
81.5% (22/27 #) \Huuansomsnsrams ELISA (meail 10) ielafafiensendieagnuuluiloidonn
anfAnfiu 28.2% 31.0% 47.1% uaz 333% vesansamiifszdunoufveiraideliiafionsonsioad
0.00-0.39 0.40-0.99 1.00-1.49 waz 1.50-2.92 mua9u (P=0.577)

maefl 10 Foyansnanvesgnsaniigndnfiatiesointymmassuuduiugiidiniusfuedioud
ansanfiduuindensngIama ELISA uazsanisnsiameduyludalaad

Aady + SD Wosiwudans
HANISATIINI . i o o e aniduuines
o oo - WU 9gllegnAniig Junlale ADG
duylugalaadl TN - L ANTHTIIN
Y (W) Nanan (1) (NSU/U)
ELISA
uln 33 307.2+54.1a 92.0+59.6a 488.1+80.6a 81.5a
au 67 301.3+52.8a 80.8+56.0a 500.4+77.2a 69.6a

monwinnulursduineillauLanasiuegeltedfy  (P<0.05); dunluliinandnvuieds
SrgrNIRaEARTIS; ADG 8R5IMTAsaAUlaafgseTuALAnDAne
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unil 5
unasuuaziansal

ANuYnvadlsAnaisansiod neglvdnien waznaslaldalugns
msfnwadailalideyaiiiiuseiunouivennolsafiatemsszuuduiusussansiiddnly
Ussnalnglagitufiansannauny R]’]ﬂ%@%EW]WQ%%M%%ﬂﬁiuﬂﬂiaﬁ'EJﬁWU’i’lEjﬂ3?1'1?1/191LLVIuEi’JuIWg'
Isunmsduiatuidiolaionsensiea (849%) Womslahia (97%) uasiteli¥afivatatifion (%)
reugndaddeuiviug  uenainduinnnin 75.5% wvesgnsanigndndisdinduiaieliaediedes
2 wiin wanfiou 20% vesgnsamnguiliinisduiadolsansus 3 9ln andeyalugnsamiignd
ﬁﬂﬂﬂ%ﬁﬂ@ﬂiawaﬂdmﬁﬁaﬂqLﬁawamﬁuéﬂ%’jm,l,iﬂﬁauﬁwi’h (2655 $u) wazddnnmaaigdulande
sofuroutnas (4613 n$u/u) ﬁﬂiﬁ’n%mﬂiuﬁﬂﬁﬂ’]WIUﬂ’ﬁLﬁ]iiULG]UIGW]I:LI@i’m%ﬂﬁﬂiﬁ’]’mna’]ﬂ
Senauiugadausndronaitymmeaunin wasdelinmsdutaiuanmoiniafifeudauasanuiu
figalusefiaiqdula  nsAnwives Tummaruk uazaasz (2009b) wugnsamauuieglun
anmenmasoutuaningloyiusiengussina 200 fu  Sedndransanluglsvuazeuing
Useanal 2 &Un 9 (Karlbomn 1982; Patterson et al. 2010) uanaIntussnuiignsaningnsInig
L%%zg@"uimLaﬁlaﬁiai’uﬁ%L%ﬂgj"i’sLﬁ]’%iy,ﬁuiﬁaﬂ’i'1?1ﬂianﬁﬁé’mﬂmm%mLauimlaiﬁ (Tummaruk et
al. 2009b) FoyawaniusdhauamuasgnsamoInIsinaresruuAURUuarUsEAVE A MMM

v

duiug

ansanluynvhiuiidnuluedsifiseduuouiverredonslildalussdugs ufiiasdnimi
fedutlostudonslaldlunnn fuudseiuueuivenigduseduiinsanuildinandunaman
meviiadu Wuiinmutuiidenshihiaiilfasnsnsveseuslenazssouluansanuazus
ansfisaries  ueufvedseidenslalifasunsansranulfifiand 5 fundsndudadudel¥aid
Finwazasagliunmaisd (Mengeling et al. 2000; Jozwik et al. 2009) lsawislaladadulse
Uszardulurhsuansaidlug) (Oravainen et al. 2005) wudenfunsAnyluadsiliiusdilsamsls
hmdulsauszddulurhduansynr faudihandn uenniuNsAnwAsainiadinansan
naunusinagiimsduiatudensbhidlugaueg  iudgs  Teevluansannsaunsidonsl
hifaldlugasUszanu 2 daninendmsdudade warluronansiiuasdinisaseguasdootnsion
4 ey (Mengeling et al. 2000) iflesanafidufudioveniignsanlfiuinainus (passive
immunity) sieidenislilafaanmasiiengUszanm 22 &Uawi (Too and Love 1985) ansanienadl
nsdudadeliadusitiaiueanlsn dlasdrsnninduristouldsutatunslihiandiusn an
foierseiivsdhgnsandnlvalumsinuduiiaesduadsilfissdunouivenrodeniladagey
udsausiieunanlsn uenantudsdinenunuanunUsUnumatugnssuveatomslahaly
NSANYITTEENAMAIENITANYY (Zimmermann et al. 2006; Jozwik et al. 2009; Miao et al. 2009)
dowrilihfarnmaauslulssmmsesiuiiiugnssuuandsananetusdunuuuazaneius Tadu
(Zimmermann et al 2006) M3lwswimsiugnssuvendeniililhfatsiinegnados 2 anewugi
sumstududamuanunsolumaduseufaulfunnsneiu auusndamisitugnssuvestewisls
Lifailseduuouiuenreidonilhiagdugnsamuazuignsuiinagldsutatundifin Jozwik
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et al. 2009; Miao et al. 2009) MNsANEElsmUTBUMINLUTIRUMsTUgNIsIveaTamsl
hidlueds egslsAnuansamngldidursuifuslumsuanadenduslulssmalngsintid
wanUseneluglsy dmueuudsusumsiugnssuveadenislihilurhsansludsamalnetnae
wuld uennduinszuugiduiuseemslilidluansanuasuiansdsliimunienanugmms
spuuBuius Wy wandn waswis 16 doyaluvssmAlneainmsfinwdeunthisiesisus
gnnsenlunseanvesgnsadszAuAeudegs (3.1%) (Tummaruk et al. 2010) #3duuzyrinmsi
nsmuauienslihialasmeihiadugnsanvauny 2 adadeunauiug wazvintafusinyne 4-6
o Tuwians uenintudsmsihszYadomlalaesadeiilasdngne

Tunsfnwasell  ansanmawnuluynihsuinsduiaieldaiiensersieansney  sening

[
a =

wazndseanlsn vlunnsuiviiuarlivinadulneldmafiugstuvomeufvenlugsudufled Faua
msfnwesuandiidiuin  ansarmaunuduundsddylunisiudel¥afiendonfioadngous
tus agslafionu nsamvamesEduweuRved @ndiu S/P) o1adiliduiusdimlunsusuennis
asagoadoliafionsorsedludodeviolunssuaienvosans  (Thanawongnuwech  and
Suradhat 2010; Olanratmanee et al. 2011) Olanratmanee WazAng (2011) wansliiduindelhda
wldludodeungnuosgnsanisiifisedunouivengmien  nsfnwiluadsiinumuuandisues
seiunoufiveRreitehiafionsorsieassniwhiy  ddwmesansanidsuiuavdadelsaiens
prfiedlurhdy D gendiluvhdudu FsoraRnneuudsunumsiugnssveadelifafiensons
wa sewhady wenanifurhiy £ Sdimairiadudehiaioniensioarinidodude esn
msaueuivenredelifafionsensieaiinnuinatesetannfumiunlsusumeaiugnssuua
grdunsnoziluvendelafafionsorfion (Kim et al 2009) fwuameszduuouivaronadill
demarensmnanidehiafionsorfeathudouegluniin  wiedhlsfnufdafimansiasedy
weuAverradelaRenfersiedluansanilushiuanslulsemalvedlalldvhinduidehdafiensens
avianeaiataugnsamazgnastudanjaudiug Tudwsiiuduiss Jedudehiafionsorfoavinie
Fugnianldifuansanmaunuiiomuuidoliafionendiea (Cho and Dee 2006) agslsfiou
nsliindudelifafionsorfioavindelumssedaTadesngdduiutruametusdunnsaiud
Judonnidesiuey warnsunsveadeliaanansilésutadufinuldunlutisdunsiueng viams
MIATU (Alexopoulos et al. 2005; Scortti et al. 2006; Kim et al. 2009; Thanawongnuwech and
Suradhat 2010)  uenantuluuensdl nshndesiuvesdohiafionsorfioauandenslalata
uay/vieie hiafivatudiiendienaiatuldluansanmauny  SxsililsaRaaududounas
ihlgnisandssAvsnimnemsiuiuslugnsanld wnedohiafoferfieaduienelsainanis
MIUYDITTUUNANI YD 19N TR (Thanawongnuwech and Suradhat 2010) dlelaiuuand
Olanratmanee uagAg (2011) wuiueuiurentohiafionorfieaeglumadussuvduiugues
gnaammaunlavanaiieu nnndeny 11 wiew) IuﬂimummmsmLaaumiwamwuﬁmmiﬂmaq
ansaneenly  deyafinuannisiteedsiusthaunmuesansanimaunuiussifuddny s
Frilsfsnoudndulaviinisnauiusanslundausn

Tumsfnwaded Wisu C uag D fgifnisaivesdeliafiwatutuionsviodiuay o
s B uar £ Wuuindedehafvatuiufien ethslsiawlidfinniansaniidunindede
hiafwgivtuisudunlufunaeatasdiiinmsdnm Tuhdn A Ssesmumniidhgnsandiy
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nndedehfafivaiatnides  Fenafnnngnsanmaunugnraanislurhiufiduundedolsa
fvgutiion fafulusunsunistidadelhdafvatudufedlunnsudnsldsumsiuses win
arunueatohiafvatotifiovasdn  uiidmunnudewesdehddly 3 an 5 vhduld
uenniudiliineiinsfnuiinnanudehiafvgiudiienlugnsaniigndafiandeu  nsfnw
pdsihifunsruafusninudohafvatuiuionlugnsarmaunuiigndniis Tunsfinwndiu
anvhevesmsinuadsinuimiugnuesansaniiuuindedehiafvaiutifiouroutiegs 3
v hmsinidonusssumiveadehiafvathiuieluansanoiaiinasonudumaiminis
Auitus wavenathlugnisdndisansann Yymmsssuuduiusiiieadestunsindelhdafvaiati
o Toun uwisuavnangn (Mengeling et al. 1997) sgnslsinnulunsinwaded L%@l’;%’aﬁwqﬁfmﬁﬂ
FeudsgnnulugnsamiigndafiaiiesanlidudaussifsiavianntesnasnfinUnfindae

Tnwagy ansanmaunudnlngfimsduiadelfafionsendioa (8a%) Wewslalada (97%)
wazdelfafivatuduiion (4%) deugnideusiug Wowslhlhimdulsausedfuluynindud
Anw LLazfjﬂ’ﬁﬂ']’JVIfﬂLmuﬁﬂﬁmﬁaL%QW’lﬁ’ﬂ’ﬁﬂg?ﬂLLGI'GUI’NLLiﬂﬁﬁ’lLGfJJWQQ ansarvaunudunmasdy
Tunsidehfafionsorfeadngdauiiug - arumnvendelifafivaivtifiumuluansaniigndn
fadlasandagmmeszuvduiuginnnitluansanfiguamd  mansedugiduiuvesgnsarmauny
sauelifafionsorsion Wewslihia wesidieh¥afvatatifion Swwfunsfdadehiafvaiiati
Weandulssiuddgiimnhluldfumsuanslulssnelne

nsmsanuLeLiauvaadalfafionfonsiedluiloieoungnussgnsana
n9ieafstiandiifumannanuieuiiurentohiafionorfiealuieidoungnuesans
anﬁgﬂﬁmﬁuﬁmmaﬁm%wwaﬂmﬁmmmmﬂiswﬁuﬁuﬁ: namsAnwUsiiansarmaunuiuiiade
dodlunsihidelhdafiensorfioadhgieusiiususinaziimsiiaduvionisaanlsaansanudafin
uenntunmnIuidehiafiorierfiealudaionngnuesansamaunildifanaadongiign
fodafindy  uandehiafonionfioaamnsonnanulfulugnsanieginnnd 11 deu Tu
Useimnelne gnsandaulvgasgnrauiugsyningeny 8-9 s (Tummaruk et al. 2007) 1159979
nudelifafionsorfiedluidodeungnuusiunumidy fus 143% quis 80.0% Feedlailu
meaudignsandununniignuasiuflurnsifueufiaurendelfafionsor fieansegluitaibo
QN é’qfuﬂizﬁw%mwmqnwamémaqqmanﬂfjmfawamaﬂéf
wadiiidelhiafieniorfioagnuuluiulidoyvemiamgniuly  Feannsnouneldleg
arudusieiiihnsindelfafieniorfoadunsindelunaissuy dmudelialilunssuadon
AINdENsNSEELAEnsIinsauvente lhdaluvansetens  (Thanawongnuwech et al.
1997) anmsinymedugliudalaeinuineufiauveadeliiafienforsieagnasianuld 56-100%
Tuten 8-36% luiala 40-43% lusiesninudos 38-100% Tunoudia 8-50% Tulsia 4-50% Tudhu
25-60% Tudld waz 20-75% lusfu (Larochelle and Magar 1997; Laohasittikul et al. 2004) fatfu
3dsiudanlafiansansanuuoufiauveadohiafiensoniion 33.0% wveudeboungnuesdns
anfigndndis  osnmsindeliiafieniorfioadmalvifnnanszatsveadelifakumanseua
Fon uavdoltadiansansnanuldluwadidadonsmedaualasialunansy ofoe ludede
UAYNYBIGNTAT uleasrhanulflunnduvesnimagnivluluynssszvensseumadudn
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(Teamsuwan et al. 2010) wenAINBUSMUIIREaYoY 73.5% vasansaniigndndisinidelayad
o1fensiealnegliannisnevausmedsu

fnsfnwiinuindeliaienforfieasunsagnasandldednaios 42 funddldsuidolasa
Tulenuazneudalnyisduyludalaniiuardudgleuslawdu (Sur et al. 1996) aghles 59 Jundl
I#suidolasaluauedlniauiglauslaiedu (Shin and Molitor 2002) uagegstios 15 Tundslisu
delhfalulen #u sdewiwndesinten fhu veuda nszgninediun wasiilalasisauyludalned
(Laohasittikul et al. 2004) TuaTeemassuvduiug Welhafionfersioagnananulayisauigley
Slawdulusnlashaludodofeiuresdumessning 7-30 Sunddldsudoh’a uarlueatsesd
Tnsenzwadadoiinlalsiuaraofinfaunde 25 funddldsudohsa (Sur et al 1997)
uenntudehiafonsorfieadgmmuludumy vieiivesd deugnvann uazdewalugindail 7
fundsldsuidohia uadludumenasviafiuoaiediation 59 fundsldsuidelasa (Shin and Molitor
2002) Tumsfinwassilsrernafiuiusuresnmsindelaioniensiodlugnsanmaunliannsg
seldl wihasnduteifinishisdudehiafionsoseariatoduwssinsiingnansan nsdnnis
dnvluafeunsnudndithansardnginiy ansamdnlvggndaisiiiey 3 Weu wnds
tdels  Seedlddelhtafionsorfioraunsnogluiefonngnuesansaniifndelduunas
o vioondinsfinitiedniude lueansnsiaidohiafonsenfiearilminnsunaidolsaiu
meigelduumanesiou (Christopher-Hennings et al. 1995)

Tunsfinunadel Weliafionsorfieanuldly 6.0% veuilodoungnuosansanilifueus
veRraudeldafionsersiea fnerumuindeliiafieriorfieauninszneluszuumadumelauay
spuuiwidesasaninely 12 Tunddldfudelifa (Halbur et al 1996) uagludy $1ldan
waznszgninafiunnelu 5 fu vddldsuidolasa (Laohasittikul et al. 2004) uouRuadroidolisad
a’lia’lil,aﬂﬂﬂm’i’Jﬁ]WUlﬂaﬁl’NL’i’m 7-18 fundamsindelagliynnsduia ELISA lnesziiuuouf
vahgeanil 30-50 Yundimsfnde uarliaunsonmanulddnd 4-6 Weundimsinde (Benfield
et al. 1999) fstuTsoransanuueuiiaureadolidldlurnsiisiiaunsonmanuueuivenls
miﬁﬂmﬁaiﬂlﬁdﬂLLauaLﬁ]ummL%@lﬁ%’ﬂﬁ@ﬂ%@ﬂ%LaaaWMWiamiaawulmwﬁaL?J"amqﬂ 33.0% veq
ansanfigndpiiaiesandymeanudumamisssuuduiug  Wedwudgnsaniidedoungniido
l’aiawmimit,aalmLLmﬂmqﬂuiumNWﬂﬁm1/1nﬂ%uqﬂsanmai’ﬂ%uL%ala%’aﬁm%miamﬁmLs?jya
Huanetusglsuazaneiugensn wiuunlihansanildlivifafuariivediwudfananuie
hifafiorsorfiedluiadeungnldgeniansanivhindy gifinsaivesgnsaniifidoliafionsens
waluiloifoungnuusiusevinerhiudaus 14.3% f 80.0%

(% 14

STAUNAY

3

uralsaNafanfloandinisandadunansaseaviinaidu

¥
v A

nuidetnandbiiuinnisdniaduiionserseasiiadodu  Wiivansislsluansaniwazans
winnaviosliduannguoinsunsiiessningie 2-18 dUaindinisdaindu  wazoralunisan

> D

° =l ] a & a s & a =~ s & 1 o P & 1Y)
Puansilwensiaeiiensensiealugansifnlsaiionsersiea egrelsinmunisunsiveveshisa
fo15e5l0asenINNdUA N 0-2 ndINIANTATY LazausTanInYessEuLAURUgluansaILazEns
wNAITIIINSANwlusuAnsely

31



Gl

n339eluasslaguledn

ansanmaunudulngiinsdudaelifaiiensensioa (84%) wenslahida (97%) uay
el $afiwgivdniey (4%) newgnundausiug
& v v < o a ¢ o o o &
Weonnshhsadinalulsausedduluynihiundny  wazgnsanmawnuduiagonisha
Tafanusivrausniitiidg
ansarmeaunuduunasddglunisindelifaiionsensieaingnsusiiug
Anuynveaiehifaivgivinisunuluansangnaniiadesandymmiesyuvduiug
wnninlugnsandINguama
nsnseRugiAuiuvesansaaunuiaelifaiionsorsiod waswonihilifa swuiu
o o & U a v Y A [ < o o A o 5y s
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m3dairduiionsonsioavdawedu Taduansviags (mass vaccination) Tugnsaniuas
gnsunaeslinunisunsdioludie 2-18 dUavindsdnindu waztiwaniiuIuansi
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& v S & & & A = o &
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Abstract The objective of the present study was to
determine the prevalence of porcine reproductive and
respiratory syndrome virus (PRRSV) antigen-positive uter-
ine tissue in gilts culled due to reproductive disturbance in
relation to age at culling, reasons for culling, herds, and
PRRSV vaccination. Uterine tissues of 100 gilts from six
swine herds in Thailand were collected. The immunohisto-
chemistry was performed to detect the PRRSV antigen
using a polymer-based non-avidin—biotin technique.
PRRSV was detected in the cytoplasm of the macrophages
in the subepithelial connective tissue layers of the endome-
trium in 33.0% of the culled gilts. The detection of PRRSV
antigen varied among the herds from 14.3% to 80.0% (P=
0.018). The detection of PRRSV in the uterine tissues at
different ages was not statistically different (29.6%, 39.4%,
and 40.9% in gilts culled at 6-8, 9-10, and 11-16 months
of age, respectively, P=0.698), similar to the reasons for
culling (P=0.929). PRRSV antigen was found in 24.5% of
the gilts vaccinated against the EU-strain-modified-live
PRRSV vaccine and in 23.1% of the gilts vaccinated
against the US-strain-modified-live PRRSV (P=0.941).
The level of antibody titers against PRRSV had no impact
on PRRSV antigen detection in the uterine tissues.
Similarly, the detection of PRRSV antigen did not differ
between the virgin gilts (35.4%) and the gilts mated before
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culling (30.8%) (P=0.622). It can be concluded that
PRRSV remains in the uterine tissue of the infected gilts
for several months even though vaccinations and acclima-
tization have been carried out.

Keywords Pig-PRRSV detection - Reproductive failure -
Uterus - Immunohistochemistry

Introduction

Porcine reproductive and respiratory syndrome (PRRS) is
caused by the PRRS virus (PRRSV), a member of
Arterivirus, family Arteriviridae (Amonsin et al. 2009).
The disease was discovered in the USA in 1987 (Keffaber
1989). PRRSV was first identified in Lelystad, the
Netherlands, in 1990 (Wensvoort et al. 1991). In 1992,
PRRSV was classified by genetic, antigenic, and patho-
genic differences into two strains, i.e., American (US) and
European (EU) strains (Meng 2000). In Thailand, PRRSV
infection in swine herds has been reported since 1995 and
has become one of the most common diseases causing
reproductive failure in gilts and sows (Oraveerakul et al.
1995). A retrospective study based on serological testing
indicates that the antibody against PRRSV is detected for
the first time in Thailand in early 1989 (Damrongwatana-
pokin et al. 1996). Both EU and US strains have been
reported in Thailand (Thanawongnuwech et al. 2004).
Presently, PRRSV has been found in most major pig-
producing areas throughout the world (Benfield et al.
1999; Carlsson et al. 2009). The infection of PRRSV in
gilts and sows is characterized by late-term abortion,
mummified fetuses, stillborn piglets, and low-viability
piglets at birth (Mengeling et al. 1996; Chung et al. 1997).
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Under field conditions, the mode of transmission of
PRRSV consists of direct contact, needle share for
vaccination/medical injection, insects, and artificial in-
semination (Cho and Dee 2006; Pringprao et al. 2006).
The control and prevention of PRRSV in swine commer-
cial herds include intensive acclimatization, management
of replacement gilts, monitoring the prevalence of infec-
tion by serological profiling, and vaccination with PRRS
modified-live virus (MLV) vaccine and/or killed vaccines
(Cho and Dee 2006). The vaccination of gilts and
pregnant sows against PRRSV has been practiced in
Thailand for over a decade. However, no comprehensive
study has been carried out on whether the use of PRRS
vaccination and/or different types of management pro-
grams is able to effectively control the transmission of the
virus from the infected animals to the seronegative
pregnant gilts/sows.

It has been suggested that the replacement gilts are a major
source of introducing new strains of PRRSV into the herd. In
practice, an intensive acclimatization of the replacement gilts
with culled sows or infected nursery pigs is commonly
practiced in most swine-breeding herds in Thailand. However,
a high variability of the antibody titer against PRRSV of the
gilts is observed both within and among herds (Tummaruk
and Tantilertcharoen 2007). This problem causes difficulties
for the farmer to mate the gilts. In our previous study, we
have found that 73% (122/166) of the replacement gilts in
Thailand culled due to reproductive disturbances were
infected with PRRSV. A high proportion of PRRSV-
seropositive gilts were found in the gilts culled due to
abortion (81%) and repeat breeding (81%) (Tummaruk and
Tantilertcharoen 2008).

In general, PRRSV primarily infects pulmonary
alveolar macrophages during acute infection (Sur et al.
1997). It is well-established that the alveolar macrophages
as well as macrophages from other tissues are the primary
cell type that sustains the in vivo replication of the virus
(Thanawongnuwech et al. 2000). Using immunohisto-
chemical (IHC) evaluation of formalin-fixed tissues, we
found that 66% and 100% of the lung tissue of piglets
infected with either US or EU strain of Thai PRRSV,
respectively, were observed (Laohasittikul et al. 2004). An
earlier study based on PRRSV antigen detection by the
IHC technique has demonstrated that 75.0%, 50.0%,
37.5%, 37.5%, 37.5%, and 25.0% of PRRSV was found
in liver, spleen, tonsil, turbinate bone, pulmonary lymph
node, and ileum, respectively, of the experimentally
infected piglets (Laohasittikul et al. 2004). In addition,
PRRSV antigen is found in microglia-like cells and
mononuclear cells in the brain sections by IHC associated
with neurovascular lesions (Thanawongnuwech et al.
1997). Using in situ hybridization (ISH), we found that
PRRSV is also detected in the epithelial germ cells of the
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seminiferous tubules, primarily spermatids and spermato-
cytes and macrophages of the testis (Sur et al. 1997; Shin
and Molitor 2002). However, to our knowledge, the
presence of PRRSV in the uterine tissues of the gilts has
not been demonstrated. Thus, the objective of this study is
to determine the prevalence of PRRSV antigen in the
uterine tissues of the gilts culled due to reproductive
disturbances associated with age at culling, culling reason,
herds, and PRRSV vaccination in selected swine commer-
cial herds in Thailand.

Materials and methods
Animals and samples

One hundred uterine tissues were obtained from gilts culled
due to reproductive disturbance from six swine herds (A, B, C,
D, E, and F) in Thailand. Blood samples were collected from
the jugular vein prior to culling. After the swine were
slaughtered, the ovary and uterus were collected, placed on
ice, and transported to the laboratory within 24 h. Tissue
samples were collected from the uterus of the gilts, fixed in
10% neutral buffered formalin and embedded in paraffin
blocks. Historical data for all culled gilts were also recorded,
including the herd and gilt identity and breed. Also, the date of
birth, entry into the herd, first observed estrus, insemination,
and culling, as well as body weight at culling and reason for
culling, were recorded. Ages at entry, at first observed estrus,
at first insemination, and at culling were calculated. The
average daily gain (ADG) from birth to culling was calculated:
ADG (g/day)=(body weight at culling—1.5/age at culling)x
1,000. Non-productive days (NPD) of the culled gilts were
defined as the interval from entry into the herd to culling.

General management and vaccination

The herds in the present study are breeding herds located in
the northeastern (A and B), middle (C), western (E), and
eastern (D and F) parts of Thailand. The sows-on-
production numbers were 900-3,500 sows per herd. Herds
A and B produced replacement gilts within the herd using
their own grandparent stock, while herds C, D, E, and F
bought the replacement gilts from other breeders. The gilts
in all herds were housed in a conventional open-housing
system facilitated with a water sprinkler and fan for
reducing heat stress. The health status of the herds was
monitored routinely by the herd veterinarians. In general,
the recommended gilt vaccination program consisted of
foot-and-mouth disease, classical swine fever, Aujeszky’s
disease, and porcine parvovirus at between 22 and 30 weeks
of age. Some herds were also given some extra vaccines
against PRRSV, atrophic rhinitis, Mycoplasma hyopneumo-
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niae, and Actinobacillus pleuropneumoniae. In herds B, E,
and F, the replacement gilts were not vaccinated with
PRRSV vaccine, while in herds A and D, they were
vaccinated using the EU strain PRRS MLV vaccine
(AMERVAC®, Laboratorios Hipra, Girona, Spain). Herd
C, the replacement gilts, was vaccinated using the US strain
PRRS MLV vaccine (Ingelvac® PRRS™ MLV,
Boehringer-Ingelheim Vetmedica Inc., St. Joseph, MO,
USA). The gilts were vaccinated against PRRSV twice
during 22-30 weeks of age before being sent to the
breeding house. Gilts were kept in each pen with a group
size of 6-15 gilts per pen (depending on the herd) with a
density of 1.5-2.0 m” per gilt. In general, the herds were
recommended to breed the replacement gilts at about
32 weeks of age onwards with a body weight of at least
130 kg at the second or later observed estrus. The mating
technique for all herds was performed by artificial
insemination.

Immunohistochemistry

Immunohistochemistry was carried out according to previ-
ous protocol in the lung tissue with some modification
(Laohasittikul et al. 2004). Briefly, the samples were
embedded in paraffin blocks, cut in 4-um-thick sections, and
placed on 3-aminopropyl-triethoxysilane-coated slides. The
sections were deparaffinized in xylene and rehydrated in
graded alcohol. A polymer-based non-avidin—biotin technique
was applied in the present study. Briefly, the antigen retrieval
technique was used in order to enhance the reaction between
antigen and antibody by enzymatic treatment using 0.1%
trypsin at 37°C for 30 min. After washing in phosphate-
buffered saline (PBS), endogenous peroxidase activity was
inhibited by immersing the sections in 0.3% hydrogen
peroxide (H,O,) in absolute methanol for 30 min at room
temperature. The sections were then blocked with 1% bovine
serum albumin at 37°C for 30 min and incubated overnight
(12-15 h) at 4°C with primary monoclonal antibody
SDOW17 (Rural Technologies, Inc., USA) diluted 1:1,000.
After washing in PBS, a dextran coupled with peroxidase
molecules and goat secondary antibody (Dako REAL™
Envision™/HRP, Rabbit/Mouse®, Dako, Denmark) was
applied on the sections and incubated at 37°C for 45 min.
In the final step, the color of the bound enzyme (brown color)
was obtained using 0.05% 3,3'-diaminobenzidine tetrahydro-
chloride (0.01 M Tris—HCI, pH 7.6) for 4-15 min. All
sections were counterstained with Mayer’s hematoxylin,
dehydrated, and mounted for investigation under a light
microscope. Negative control procedures included an omis-
sion of primary antibody. Known PRRSV-infected lung and
lymph node tissues served as positive controls. The sections
were interpreted as positive if they contained at least one
positive cell (brown intracytoplasmic staining, Fig. 1).

Serological test

The blood samples were allowed to clot at room temper-
ature, and the sera were obtained and were kept at —20°C
for analyzing the antibody titers against PRRSV. The
antibody against PRRSV was determined using a commer-
cial enzyme-linked immunosorbent assay test kit (ELISA,
HerdChek® PRRS virus antibody test kit 2XR, IDEXX
Laboratories, Inc., USA). The protocol followed the kit’s
instructions. The serum sample/positive control (S/P) was
calculated. The S/P ratio below 0.4 indicated that the
sample had no antibody to PRRSV (negative), while the S/
P ratio >0.4 indicated that the sample had antibody to
PRRSV (positive).

Statistical analyses

Statistical analyses were performed using Statistical Anal-
ysis System (SAS) version 9.0 (SAS Institute Inc., Cary,
NC, USA). Descriptive statistics (means, standard devia-
tion, and range) and frequency tables were conducted for all
reproductive parameters. The percentage of positive tissue
was compared between groups of age at culling (6-8, 9—10,
and 11-16 months), reason for culling (anestrus, vaginal
discharge, repeat breeding, abortion, and not being preg-
nant), type of MLV vaccine against PRRSV (US and EU
strain), and the detection of antibody titers against PRRSV
by using ELISA (0.00-0.39, 0.40-0.99, 1.00-1.49, and
1.50-2.92) using rxk contingency table and Fishers exact
test. Logistic regression was performed to analyze the
multiple effects of age at culling and the use of PRRSV
vaccine on the incidence of PRRSV detection in the uterine
tissues of the gilts. The analysis was carried out using the
GLIMMIX macro of SAS. The statistical model included
the effect of age at culling and PRRSV vaccination as
independent variables. Least-square means of the /logit scale
were obtained and were compared by using the least
significant different test. A value of P<0.05 was considered
to be statistically significant.

Results
Reproductive data and culling reason

Reproductive data of the slaughtered gilts are presented in
Table 1. On average, the gilts were culled at 303.3+
53.0 days of age and a body weight of 149.0+20.8 kg.
They entered the herds at 218.94+53.1 days of age and were
culled at 84.4+57.1 days after entering the herd. Of all the
gilts, 52 gilts (52.0%) had been mated, and the interval
from the first observed estrus to mating was 20.8+17.2 days
(range 0 to 63 days). The reasons for culling of the gilts
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Fig. 1 Expression of PRRSV antigen in the uterine tissue of gilts: a positive control (lung tissue); b negative control; ¢, d uterine tissue from gilts
culled due to reproductive disturbance which expressed PRRSV antigen. Black arrows indicate positive staining cell

included anestrus, abnormal vaginal discharge, abortion,
repeat breeding, and not being pregnant (Table 2). On
average, the age at culling was 273.8, 298.0, 311.3, 342.9,
and 368.9 days, and the interval from entry to culling was
73.0, 67.6, 68.3, 111.4, and 142.8 days for gilts culled due
to anestrus, abnormal vaginal discharge, abortion, repeat
breeding, and not being pregnant, respectively.

Detection of PRRSV

The PRRSV-positive cells characterized by brown
intracytoplasmic-stained macrophages in the subepithelial

connective tissue layer of the endometrium were detected in
the uterine tissue in 33% of gilts (33/100 gilts) (Fig. 1). The
detection of PRRSV in the uterine tissue of the gilts varied
among the herds from 14.3% to 80.0% (P=0.018). PRRSV
was found in 24.5% of the gilts vaccinated against EU
strain PRRS MLV vaccine and in 23.1% of the gilts
vaccinated against US strain PRRS MLV vaccine (P=
0.941). The detection of PRRSV in the uterine tissue of the
gilts collected from non-vaccinated herds (17/34 gilts,
50.0%) was higher than the herds whose gilts were
vaccinated against EU (13/53 gilts, 24.5%, P=0.023) and
US (3/13 gilts, 23.1%, P=0.105) strains of PRRSV.

Table 1 Descriptive statistics
for reproductive data of the

replacement gilts culled due to
reproductive failure

ADG average daily gain from
birth to culling, NPD non-
productive day (the interval from

Parameters Number of gilts Mean + SD Range

Age at culling (day) 100 303.3+53.0 209489
Body weight at culling (kg) 96 149.0+20.8 104.5-205.5
Age at entry (day) 98 218.9+53.1 94-365
Age at first estrus (day) 69 229.3+£30.5 156-322
Age at first mating (day) 52 256.8424.4 211-322
ADG (g/day) 96 496.2+78.2 245.6-674.5
NPD (day) 98 84.4+57.1 0-250

entry into the herd to culling)
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Table 2 Number and percentage of gilts in relation to the presence of PRRSV antigen in the uterine tissue by IHC and the antibody titer against

PRRSV by culling reason

Culling reason Number of gilts

Number of IHC positive gilts

Number of ELISA-positive gilts

Anestrus 42
Abnormal vaginal discharge 21
Abortion 11
Repeat breeding 17
Not being pregnant 9
Total 100

14 (33.3%) 29 (80.6%)a

6 (28.6%) 14 (73.7%)a
3 (27.3%) 8 (80.0%)a
7 (41.2%) 10 (58.8%)a
3 (33.3%) 0 (0%)a

33 (33.0%) 61 (73.5%)

Different letters within columns differ significantly (P<0.05)

Influence of age at culling, reasons for culling, and mating

On average, gilts that had PRRSV in the uterine tissue were
culled at 307.2+54.1 days of age (range 240 to 439 days),
while those that had no PRRSV in the uterine tissue were
culled at 301.3+52.8 days of age (range 209 to 489 days)
(P=0.605). NPD of these gilts was 92.0+£59.6 (range 0 to
225 days), and ADG was 488.1+£80.6 g/day. The incidence
of PRRSV manifestation in the uterine tissues of the gilts
was 29.6%, 39.4%, and 40.9% in the gilts culled at 6-8, 9—
10, and 11-16 months of age, respectively (P=0.698).
PRRSV was found in 33.3%, 28.6%, 27.3%, 41.2%, and
33.3% of the uterine tissues of the gilts culled due to
anestrus, abnormal vaginal discharge, abortion, repeat
breeding, and not being pregnant, respectively (P=0.929)
(Table 2). The detection of PRRSV in the uterine tissue of
the gilts did not differ significantly between the virgin gilts
(35.4%) and the gilts that were mated before culling
(30.8%) (P=0.622).

Influence of antibody titer against PRRSV

Of the 100 replacement gilts, 83 serum samples were
included in the present study. Of all the gilts, 61 of 83 gilts
(73.5%) were positive to ELISA. The highest percentage of
positive gilts (29/36 gilts, 80.6%) was observed in gilts
culled due to anestrus. The percentage of positive gilts
culled for abnormal vaginal discharge, abortion, repeat

breeding, and not being pregnant, was 73.7%, 80.0%,
58.8%, and 0.0%, respectively (Table 2). Of the 61 gilts
that were positive to ELISA, 22 gilts (36.1%) were positive
to THC. Of the 22 gilts that were negative to ELISA, five
gilts (22.7%) were positive to IHC. According to all gilts
that were positive to IHC, 81.5% (22/27 gilts) were positive
to ELISA (Table 3). PRRSV was detected in the uterine
tissue in 28.2%, 31.0%, 47.1%, and 33.3% of the gilts with
antibody titers against PRRSV at 0.00-0.39, 0.40-0.99,
1.00-1.49, and 1.50-2.92, respectively (P=0.577).

Discussion

The presence of PRRSV antigen in the uterine tissues of the
gilts culled due to reproductive failure was demonstrated.
Apparently, the findings indicated that the replacement gilts
remained at risk of introducing PRRSYV into the breeding herd
even though vaccinations and acclimatization have been
carried out. Furthermore, the detection of PRRSV in the
uterine tissue of the replacement gilts did not decrease when
age at culling increased; PRRSV could be found even in the
gilts older than 11 months of age. In Thailand, most of the gilts
were usually mated between 8 and 9 months of age
(Tummaruk et al. 2007). The detection of PRRSV in the
uterine tissue varied considerably among the herds, from
14.3% to 80.0%. This indicated that, under field conditions,
numerous gilts might be mated when the PRRSV antigen

Table 3 Reproductive data of gilts culled due to reproductive disturbances in relation to percentage of ELISA-positive gilts to the results of IHC

test

Results of IHC Number of gilts Mean + SD Percentage of ELISA-positive gilts
Age at culling (day) NPD (day) ADG (kg/day)

Positive 33 307.2+54.1a 92.0+59.6a 488.1+80.6a 81.5a

Negative 67 301.3+52.8a 80.8+56.0a 500.4+77.2a 69.6a

Different letters within columns differ significantly (P<0.05)

NPD non-productive day (the interval from entry into the herd to culling), ADG average daily gain from birth to culling
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remained in their uterine tissue. Therefore, the reproductive
performance of these gilts might be compromised.

Cells containing PRRSV are found in the subepithelial
layer of the endometrium. This could be explained by the fact
that PRRSV infection is a multisystemic disease characterized
by viremia and, subsequently, viral distribution and replica-
tion in multiple organs (Thanawongnuwech et al. 1997).
Using IHC, PRRSV antigen has been detected at 56-100%
in the lungs, 8-36% in the heart, 40-43% in the lymph node,
38-100% in the tonsil, 8-54% in the thymus, 4-50% in the
spleen, 25-60% in the intestine, and 20-75% in the liver
(Larochelle and Magar 1997; Laohasittikul et al. 2004).
Therefore, it is not surprising to detect the PRRSV antigen in
33.0% of the uterine tissues of the culled gilts since the
infection of PRRSV results in the distribution of the virus via
the blood system, and the virus is also detected in the
macrophages of many organs. In the uterine tissue of the
gilts, some macrophages have been observed in all tissue
layers of the endometrium at all stages of the estrous cycle
(Teamsuwan et al. 2010). Moreover, it is found that at least
73.5% of the culled gilts are infected with PRRSV as
demonstrated by the serological response.

It has been demonstrated that PRRSV can be detected
for at least 42 days post-infection in the lungs and in the
tonsil by using THC and ISH (Sur et al. 1996), at least
59 days post-infection in the brain stem by using ISH (Shin
and Molitor 2002) and at least 15 days post-infection in the
lung, liver, pulmonary lymph node, spleen, tonsil, turbinate
bone, and heart by using IHC (Laohasittikul et al. 2004). In
the reproductive organs, PRRSV can be detected by using
ISH in the macrophages in the interstitium of the testis
during 7-30 days post-infection and in the seminiferous
tubules primarily in spermatocytes and round spermatids up
to 25 days post-infection (Sur et al. 1997). Moreover,
PRRSV has been found in the testis, epididymis, prostate
gland, and bulbourethral gland at 7 days post-infection and
in testis and epididymis at least 59 days post-infection (Shin
and Molitor 2002). In this study, the exact timing of
PRRSYV infection in the replacement gilts is not known, but
it is likely to be the period during PRRS MLV vaccination
and acclimatization. These management practices are
usually performed within a month after the gilts enter the
herds. Most of these gilts are culled nearly 3 months after
entering the herds. This indicates that PRRSV may remain
in the uterine tissue of the infected gilts for several months,
or re-infection might have occurred. In the boar, PRRSV
infection causes viral shedding in semen for several months
(Christopher-Hennings et al. 1995).

In this study, PRRSV is found in 6.0% of the uterine
tissues of the gilts having no antibody titer against PRRSV.
It has been demonstrated that PRRSV is widespread in the
respiratory and lymphoid system of the pig by 1-2 days
post-infection (Halbur et al. 1996) and in liver, ileum,
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kidney, and turbinate bone by 5 days post-infection
(Laohasittikul et al. 2004). PRRSV antibodies can be
detected early at 7-14 days post-infection using commercial
ELISA; peak titers are seen by 30-50 days post-infection
and undetectable titers by 4-6 months after infection
(Benfield et al. 1999). Thus, the antigen of the virus can
be detected while the antibody was undetected.

It can be concluded that PRRSV antigen is detected in
the uterine tissues in 33.0% of the gilts culled due to
reproductive failure. The percentage of the gilts’ uterine
tissues containing PRRSV did not differ between herds
with the gilts vaccinated with the EU strain and the US
strain MLV PRRS vaccines but tended to be lower than the
non-vaccinated gilts. The incidence of the gilts having
uterine tissues containing PRRSV antigen varied among the
herds from 14.3% to 80.0%.
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Abstract The present study investigated the seropreva-
lence of porcine reproductive and respiratory syndrome
virus, Aujeszky’s disease virus (ADV), and porcine
parvovirus (PPV) in replacement gilts from selected five
swine herds in Thailand. The study consisted of three parts.
First, a retrospective data analysis on the seroprevalence of
porcine reproductive and respiratory syndrome virus
(PRRSV) and ADV glycoprotein 1 (gl) in gilts, sows,
boars, nursery, and fattening pigs in five herds (n=7,030).
Second, a cross-sectional study on seroprevalence of
PRRSV, ADV, and PPV (n=200) in replacement gilts.
Last, the seroprevalence of PRRSV, ADV, and PPV in gilts
culled due to reproductive failure (n=166). Across the
herds, the seroprevalence of PRRSV and ADV was 79.3%
and 5.3%, respectively. The cross-sectional study revealed
that 87.5%, 4.0%, and 99.0% of the replacement gilts were
infected with PRRSV, ADV, and PPV, respectively. In the
gilts culled due to reproductive failure, the seroprevalence
of PRRSV, ADV, and PPV was 73.5%, 28.3%, and 86.0%,
respectively. Of these culled gilts, 75.5% had been infected
with at least two viruses and 18.9% had been infected with
all three viruses. It could be concluded that most of the
replacement gilts were exposed to PRRSV (84%), PPV
(97%), and ADV (4%) before entering the breeding house.
PPV was an enzootic disease among the selected herds. The
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prevalence of ADV was higher in gilts culled due to
reproductive disturbance than in the healthy gilts.

Keywords Pig - Reproduction - Health - Disease -
Acclimatization

Introduction

In practice, the replacement gilts have to be immunized
against a number of pathogens via either acclimatization or
vaccination before entering the herd. Generally, weaned
sows selected for culling, nursery pigs, or fattening pigs are
used for acclimatization. In most commercial herds in
Thailand, replacement gilts are routinely vaccinated against
Aujeszky's disease virus (ADV) and porcine parvovirus
(PPV). But porcine reproductive and respiratory syndrome
virus (PRRSV) vaccine is applied only in some herds. The
viral pathogens causing a large impact to the swine industry
in Thailand during the last decade include classical swine
fever virus (CSFV), foot-and-mouth disease virus (FMDV),
porcine circovirus type 2 (PCV-2), PRRSV, ADV, and PPV.
Furthermore, the last three pathogens contribute to repro-
ductive disorders in gilts and sows (Maldonado et al. 2005).
Nowadays, co-infection of these pathogens is commonly
observed in the modern swine industry (Lopez-Soria et al.
2010). The co-infection in pigs may cause complicated
clinical signs, such as porcine respiratory disease complex
and post-weaning multisystemic wasting syndrome
(Opriessnig et al. 2007). Although the influence of these
complex diseases is well established in nursery and
fattening pigs, information related to their influences on
reproductive problems in gilts and sows are limited.
Based on serological examination, PRRSV has been first
detected in Thailand in early 1989 (Oraveerakul et al.
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1995). Nowadays, both European (EU) and North American
strains are isolated in Thailand (Thanawongnuwech et
al. 2004). In 1995, a serological survey on glycoprotein I
(gl) of ADV from 15 swine herds in Thailand indicated
that 98% (597/608 samples) of the pig samples are
positive (Wongwatcharadumrong and Platt 1995). It is
known that the gl of ADV indicates natural infection
(Mengeling et al. 1997). Therefore, monitoring of ADV-
gl-positive pigs in the herd is an important key for ADV
elimination program. At the present time, the prevalence
of ADV in Thailand has declined because ADV vaccine is
extensively used, together with the surveillance of ADV-gl
is routinely performed. However, the prevalence of ADV
causing different types of reproductive failure in gilts has
never been investigated in Thailand. In general, PPV
antigen can be detected in the sow's serum after infection
up to 10 days (Miao et al. 2009). PPV antibody titer varies
between 1:32 and 1:512 after vaccination. However, it
may reach 1:40,960 within 19 days after challenging with
field-strained PPV (Jozwik et al. 2009). A high level of
PPV antibody titer is commonly observed in both gilts and
sows under field conditions. This is unlikely to be the
result of PPV vaccination. Instead, it is associated with
herd size, parity number, and reused of storage open vials
vaccine (Oravainen et al. 2005). A study on the seropre-
valence of high PPV antibody titer in replacement gilts in
association with PRRSV and ADV may be important for
investigation to understand the causes of reproductive
failure in gilts raised in Thai swine herds (Tummaruk et al.
2009a). The objective of the present study was to
investigate the seroprevalence of viruses causing repro-
ductive disorders (PRRSV, ADV, and PPV) from different
groups of pigs in commercial swine herds in Thailand with
special emphasis on replacement gilts and gilts culled due
to reproductive failures.

Materials and methods
Animals and blood samples

In the first part, herd monitoring data were collected from
five commercial swine herds (A, B, C, D, and E) in
Thailand between 2004 and 2007. The data totally included
7,030 pigs [764 boars, 3,364 gilts, 1,613 sows, 646 nursery
pigs (4-9 weeks of age) and 643 fatteners (1026 weeks of
age)]. In general, the serological survey on PRRSV was
done on a monthly basis in replacement gilts, and once or
twice a year in the others. The serological survey for ADV
was performed once a year in all pig groups. Both PRRSV
and ADV-gl protein were examined in standardized
laboratories in Thailand [most (except herd E) were done
at the Faculty of Veterinary Science, Chulalongkorn
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University]. In the laboratories, PRRSV antibody was
determined using HerdChek® PRRSV antibody test kit
2XR (IDEXX Laboratories, Inc., USA), while ADV-gl
protein was examined using HerdChek® Anti-PRV gpl test
kit (IDEXX Laboratories, Inc., USA). In herd E, PRRSV
antibody was monitored using HIPRA PRRSV antibody test
kit (HIPRA Laboratories, Inc., Spain; see below). In the
second part, 200 blood samples (40 gilts per herd) were
randomly collected from the jugular vein of healthy
replacement gilts (244.7+5.8 days of age) at the same
period (April to May 2005). The blood samples were
collected from three groups of gilts, i.e., before acclimati-
zation (n=>50), after acclimatization (n=50) and mid-period
of gestation (68.8+1.4 days, means+SEM) (n=100). In the
last part, blood samples, genital organs, and reproductive
data were collected from 166 slaughtered gilts from May
2005 to October 2008. The samples were kept on ice in the
closed containers and transported to the laboratory within
24 h after culling. Data including gilt's identity, birth date,
herd entry date, insemination date, culling date, body
weight at culling, and reason for culling were collected
from each herd. Age at first insemination and age at culling
were calculated. Average daily gain (ADG) from birth to
culling was calculated: ADG (grams per day)=(BW at
culling—1.5/age at culling)x 1,000 (Tummaruk et al.
2009b). The ADG was calculated to partially determine
the health status of the gilts during their growing period.
Culling reasons were classified into four groups, i.c.,
abortion, anestrus, repeated breeding, and abnormal vaginal
discharge. Data relevant to gross morphological findings
were presented in our previous study (Tummaruk et al.
2009a). In the second and the last parts, all serum samples
were analyzed at the Veterinary Diagnostic Laboratory,
Faculty of Veterinary Science, Chulalongkorn University
(see below).

Herd management

In the present study, the number of sows on production was
3,200, 1,700, 2,700, 3,500, and 900 sows in herd A, B, C,
D, and E, respectively. The gilts entered the herd at a body
weight of 92.2+1.1 kg (164.2+1.7 days of age) and they
were sent to the breeding house at a body weight of 130.3+
2.0 kg (218.9+2.7 days of age). In the gilt pools, the gilts
were kept in a pen with a group size of 6 to 15 gilts/pen
with space allowance of 1.5 to 2 m?%/gilt. Water was ad
libitum provided from water nipples. The feed (a corn—
soybean—fish base, 16-18% CP, 3,000-3,400 kcal’kg ME,
0.85-1.00% lysine) was provided about 3 kg/day/head. In
general, the gilts were vaccinated against FMDYV, CSFV,
ADYV, and PPV between 22 and 30 weeks of age. Apart
from these, vaccination in herd E also included PRRSV,
atrophic rhinitis, mycoplasmosis, and Actinobacillosis
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pleuropneumoniae. In most cases, the weaned sows
selected for culling were taken to acclimatize the replace-
ment gilts for about 4 weeks with a ratio of one sow per six
to ten gilts; and were rotated on a weekly basis. After
acclimatization, these sows were removed from the herds.
The acclimatization program was applied in the replace-
ment gilts at 22-28 weeks of age in order to naturally
immunize the gilts via the weaned sows. Using this
acclimatization process, the replacement gilts were exposed
to many types of viral antigens circulating within the herds
(e.g., field-strained PRRSV and enterovirus) before sending
to the breeding houses. In general, it was recommended to
breed the replacement gilts at 32 weeks of age onwards
with a body weight of at least 130 kg at the second or later
observed estrus. The mating technique for all herds was
performed by artificial insemination.

Serological analyses

The blood samples were left at room temperature to clot, then
the sera were obtained and kept at —20°C for further
serological analyses. Antibody against PRRSV in most herds
(except herd E) was determined using HerdChek® PRRSV
antibody test kit 2XR (IDEXX Laboratories, Inc., USA). The
analysis was performed according to the manufacturer's
instructions. Briefly, positive and negative controls were
carried in the same plate as the sample. The serum sample/
positive control (S/P) ratio was calculated. The S/P ratio
below 0.4 indicated that the sample had no PRRSV antibody
(negative), while S/P ratio >0.4 indicated that the sample was
positive to PRRSV. In herd E, in the first part of the study,
PRRSV antibody was examined using HIPRA PRRSV
antibody test kit (HIPRA Laboratories, Inc., Spain). The
cut-off value of the positive samples was set at >20
percentage relative index. Antibody against ADV-gI protein
in all herds was determined using HerdChek® Anti-PRV gpl
test kit (IDEXX Laboratories, Inc., USA). The procedures
followed the kit's instructions. The antibody against PPV
was determined by means of haemagglutination inhibition
(HI) test. Briefly, 0.2 ml of serum was incubated at 56°C for
30 min and mixed with 0.6 ml of 25% Kaolin suspension in
phosphate buffer solution (PBS). The samples were left at
room temperature for 20 min, were centrifuged and were
mixed with 0.1 ml of 50% guinea pig red blood cells in PBS,
then were left at room temperature for 1 h. Diluents were
added into microplate and mixed with 50 pl of serum
samples. Serial dilutions (the samples were diluted for 1:2
each time) were carried out on the microplate using a
multichannel micropipette for 12 dilutions (1:4 to 1:4,096).
Positive and negative controls were also included in all
plates. A 25 ul of PPV 8 hemagglutination unit was added to
all channels with 0.6% guinea pig red blood cells and was
left at room temperature for 60-90 min or until the

precipitation was observed. A PPV antibody titer of <1:8
indicated no seroconversion, 1:16 to 1:512 indicated inter-
mediate seroconversion and >1:512 indicated high level
antibody (Oravainen et al. 2005). Since all the samples tested
for PPV were positive, the antibody titer was divided into
two groups, i.e., low (<1:512) and high (>1:512). All
serological examinations, in the second and last parts of the
study, were carried out in the same laboratory (Veterinary
Diagnostic Laboratory, Faculty of Veterinary Science,
Chulalongkorn University, Bangkok, Thailand).

Statistical analyses

The statistical analysis was performed using SAS Version
9.0 (SAS Inst. Inc., Cary, NC., USA.). Continuous data
were presented as means+=SEM and categorical data were
expressed as percentage. In the first study, the percentage of
pigs which were seropositive to PRRSV, ADV-gI protein,
and PPV (titer >1:512) were obtained by using frequency
analysis (7xk contingency table). The proportional data
were compared among herds (five herds), years (2004—
2007), and age groups of pigs (nursery, fattener, gilt, sow,
and boar) by logistic regression using GENMOD procedure
of SAS. In the second study, the replacement gilts were
classified into three groups (i.e., before acclimatization,
after acclimatization, and mid-period of gestation). The
percentage of pigs which were seropositive to PRRSV,
ADV-gl protein, and PPV were compared among groups by
Chi-squares test. In the last study, the gilts were classified
according to the reasons for culling. The percentage of pigs
which were seropositive to PRRSV, ADV-gI protein, and
PPV were compared by Chi-squares test. Continuous data
including age at culling (days), body weight at culling
(kilogram), ADG (grams per day), age at first mating (day)
and number of ovulation (number of corpora lutea) were
analyzed by using general linear model procedure. Reasons
for culling were included in the statistical models as an
independent variable. Least-squares means were obtained
from the statistical models and were compared using
Tukey—Kramer adjustment. Values of P<0.05 were consid-
ered statistically significant.

Results
Herds monitoring data

Herds monitoring data revealed that all herds had been
infected with PRRSV for more than four years. The overall
percentage of PRRSV-positive pigs was 79.3% (4,492/
5,664 pigs). The percentage of PRRSV-positive pigs
differed significantly among years and herds. The percent-
age of PRRSV-seropositive pigs was 64.8%, 74.8%, 83.8%,

@ Springer



Trop Anim Health Prod

and 87.7% in 2004, 2005, 2006, and 2007, respectively.
The prevalence of PRRSV was significantly increased year
after year from 2004 to 2007 (P<0.001). The percentage of
PRRSV-seropositive pigs was 81.7%, 67.9%, 60.6%,
80.9%, and 79.3% in herds A, B, C, D, and E, respectively.
Herd A, D, and E had a higher percentage of PRRSV-
positive pigs than herd B (P<0.001) and C (P<0.001). The
prevalence of PRRSV was not significantly different among
herds A, D, and E (P>0.05). The prevalence of PRRSV
was higher in fatteners (84.1%), gilts (82.6%), sows
(82.0%), and boars (79.4%) than in nursery pigs (48.4%;
P<0.001; Table 1).

The percentage of ADV-seropositive pigs from all herds
was 5.3% (70/1,332 pigs). The percentage of ADV-
seropositive pigs was 17.8%, 5.9%, 0.8%, 0.0%, and 2.2%
in herds A to E, respectively (P<0.001). Herd A had a higher
prevalence of ADV than herd B (P<0.001), C (P=0.001), D
(P<0.001), and E (P<0.001). Herd B had a higher
prevalence of ADV than herd C (P=0.052), D (P<0.001),
and E (P=0.016). The prevalence of ADV was higher in
sows (11.9%), boars (4.6%), and nursery pigs (3.2%) than in
gilts (0.0%) and fatteners (0.9%; P<0.001; Table 1). Across
the herds, the prevalence of ADV also varied among years.
The prevalence of ADV was 3.8%, 3.4%, 8.5%, and 2.3%
from 2004 to 2007, respectively (P<0.001). The prevalence
of ADV in 2006 was higher than in 2004 (P=0.008), 2005
(P=0.005), and 2007 (P=0.009).

Replacement gilts

On average, the gilts were first mated at 242.7+2.5 days of
age (range 212-348 days); the ADG from birth to first
mating was 588.6+5.9 g/day (range 485.6—434.4 g/day).
Across the herds, 87.5% (175/200) of the gilts had antibody
titer against PRRSV. The S/P ratio of the PRRSV-

Table 1 Percentage of pigs which were seropositive to Aujeszky's
disease virus (ADV) and porcine reproductive and respiratory
syndrome (PRRSV) in different groups of pigs in commercial herds
in Thailand during 2004-2007

Group of pigs Percentage of seropositive pigs

ADV PRRSV
Nursery 3.2 (5/158)® 48.4 (235/486)°
Fattener 0.9 (3/341)° 84.1 (254/302)°
Gilt 0 (0/178)° 82.6 (2,616/3,168)°
Sow 11.9 (52/436)° 82.0 (955/1,164)°
Boar 4.6 (10/219)* 79.4 (432/544)°
All 5.3 (70/1,332) 79.3 (4,492/5,664)

The parenthesized figures are the number of tested positive/number of
the tested sample

ab< Different letters within column differed significantly (P<0.05)
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seropositive gilts varied from 0.428 to 3.673. The percent-
age of PRRSV-seropositive gilts before and after acclima-
tization were 84.0% and 92.0%, respectively (P=0.218).
The percentage of PRRSV-seropositive gilts was 85%,
95%, 100%, 55%, and 100% in herds A, B, C, D, and E,
respectively. In the pregnant gilts, the S/P ratio of PRRSV
varied from 0.03 to 3.7; 87.0% of them were PRRSV
seropositive.

The antibody titer against ADV was found 4.0% from all
gilts (8/200). Of the ADV-seropositive gilts, two out of eight
were observed before acclimatization, while the rest was
observed after acclimatization (during pregnancy). However,
the ADV-positive gilts were found only in herd A.

All of the replacement and pregnant gilts were PPV
seropositive with a titer of >1:128. Of these gilts, 99.0%
had high PPV antibody titer (>1:512) and 97.0% had very
high PPV titer (>1:4,096).

Culled gilts

The gilts were culled at 313.1+3.6 days of age (range 211—
504 days) at a body weight of 143.7+1.8 kg (range 92.0—
205.5 kg). Reproductive data and reasons for culling of them
are presented in Table 2. The ADG of the gilts from birth to
culling was 461.3+7.0 g/day (range 197.0-689.0 g/day). The
age at first mating was 265.54+3.6 days (range 204—
347 days). The number of ovulations was 15.6+0.4 ova
per gilt (range 2-25 ova).

Number and percentage of the gilts that were positive to
PRRSV, ADV, and PPV are presented in Table 3. The S/P
ratio of PRRSV-seropositive gilts ranged from 0.41 to 2.43.
The number of PRRSV-seropositive gilts was lower in
those culled due to abnormal vaginal discharge than those
culled from anestrus (P<0.05). The incidence of ADV was
higher in the gilts culled due to abortion and repeated
breeding than those culled due to anestrus and abnormal
vaginal discharge (P<0.05) (Table 3). High PPV titer was
found in the gilts culled due to abnormal vaginal discharge
more than the others (P<0.05; Table 3). PPV antibody titer
ranged from 1:32 to 1:32,768. It was found that 86.0% of
the gilts had PPV antibody titer of >1:512. Besides, 72% of
them had PPV antibody titer of >1:4,096. Of all the culled
gilts, 75.5% of them were exposed to at least two viruses,
18.9% of them were exposed to all the three viruses and
45.9% of them were exposed to both PRRSV and PPV
(Table 4).

Discussion
The present study provided information concerning with

antibody titers against the selected reproductive diseases in
the pigs raised in Thailand with special emphasis on
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Table 2 Age at culling (days), body weight at culling (kilogram), average daily gain from birth to culling (ADG; grams per day), age at first
mating (AFM; days) and number of ovulation in gilts by culling reasons

Culling reason N Age at culling Body weight ADG AFM Ovulation
Abortion 16 312.3+7.6% 1532452 489.5+20.9* 260.2+8.0° 16.2+0.9%
(252-367) (116-193) (375-673) (204-302) (10-21)
Anestrus 85 308.9+4.9° 139.4+2.5° 455.8+10.8° - 16.10.7°
(211-504) (95-198) (197-689) (5-25)
Repeated breeding 26 341.6+11.6* 160.0+4.0° 470.9+17.5* 264.5+6.5" 15.2+1.0%
(274-479) (117-205) (283-661) (224-347) (2-22)
Abnormal vaginal discharge 39 303.5+6.0° 138.6+3.2° 455.5+11.3% 269.9+4.8% 15.0+0.7¢
(240-405) (92-173) (342-625) (227-323) (4-20)
Total 166 313.1+3.6 143.7+1.8 461.3+£7.0 265.5+3.6 15.6+0.4
(211-504) (92-205) (197-689) (204-347) (2-25)

Numbers in parenthesis are range of the data

b Different superscripts within column differed significantly (P<0.05)

replacement gilts. It was found that most of the replacement
gilts were exposed to PRRSV (84%), PPV (97%), and
ADV (4%) before entering the breeding houses. Further-
more, up to 75.5% of the culled gilts were exposed to at
least two viruses, and almost 20% of them were exposed to
all the three selected viruses. The data in the culled gilts
indicated that they had a relatively delayed age at first
mating (265.5 days) and low ADG (461.3 gram/day). The
gilts with a poor growth performance, as well as those with
a delayed age at first mating might have health problems
and/or had exposed to extremely hot and humid climates
during their growing periods. Tummaruk et al. (2009b)
demonstrated that the replacement gilts reared under
tropical climate attained puberty at approximately 200 days
of age, which is about 2 weeks later than those in Europe
and North America (Karlbom 1982; Patterson et al. 2010).
Furthermore, it has been demonstrated that the gilts with a
superior ADG attained puberty earlier than those with
inferior ADG (Tummaruk et al. 2009b). These data

Table 3 Number and percentage of porcine reproductive and
respiratory syndrome virus (PRRSV), Aujeszky's disease virus
(ADV), and porcine parvovirus (PPV) seropositive culled gilts

indicated that the health status of the gilts might, partially,
influence their reproductive functions and subsequent
reproductive performance.

The gilts in all herds, in this study, had a high PPV
antibody titer. Although PPV vaccination was applied in
every herd, such high a level of the antibody titer is
unlikely to be the result of the vaccination. It is well
established that PPV caused embryonic and fetal mortality
in pregnant gilts and sows. The antibody against PPV could
be detected as early as 5 days after live-virus exposure and
could be persistent for years (Mengeling et al. 2000; Jozwik
et al. 2009). PPV has been recognized as an enzootic
disease in most swine herds (Oravainen et al. 2005).
Likewise, the present results indicated that PPV was an
enzootic disease in all of the selected herds. Furthermore,
the present study indicated that replacement gilts were
commonly exposed to PPV rather early in their lives. It has
been shown that the pigs transmitted PPV for about 2 weeks
after an exposure, and the pen in which they were kept
remained infectious for at least 4 months (Mengeling et al.

Table 4 Number and percentage of porcine reproductive and respiratory
syndrome virus (PRRSV), Aujeszky's disease virus (ADV) gl and

Culling reason N PRRSV ADV PPV? porcine parvovirus (PPV)-seropositive culled gilts (n=159)
Abortion 16 13 81%)™ 8 (50%)* 12 (75%)° PPV* PRRSV ADV Number Percentage
0/\b o/\d 0/\bc
Anestrus 8 65 (76%) b 10 (12%) 70 (85 A))b Negative Negative Negative 5 3.1
. 0/ \bc 0/\C [
Repeated breeding 26 21 (81%) 16 (62%) 21 (81%) Negative Positive Negative 1 6.9
1 0/\C 0/\C 0/\C
Al(;?stéll‘lrzraglevagmal 39 23 (59%) 13 (33%) 34 07%) Negative Positive Positive 6 3.8
Total 166 122 (73%) 47 (28%) 137 (86%)° Positive Negative Negative 23 14.5
Positive Negative Positive 11 6.9
* Number of gilts with titer >1:512 Positive Positive Negative 73 459
bed Different superscripts within column differed significantly Positive Positive Positive 30 18.9

(P<0.05)

¢ Seven missing values

# Gilts are defined as high antibody titer (positive) when the titer >1:512

@ Springer
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2000). Since passive immunity against PPV declined
around 22 weeks of age (Too and Love 1985), the gilts
might be exposed to the virus during the beginning of the
acclimatization period, in most cases, before the first PPV
vaccination. This indicated by the fact that, in the second
part of the present study, most of the gilts already had high
PPV antibody titer before acclimatization. In addition, the
genetic variation of PPV was reported in many recent
studies (Zimmermann et al. 2006; J6zwik et al. 2009; Miao
et al. 2009). The PPV field isolate in Germany was
genetically different from the reference and vaccine strain
(Zimmermann et al. 2006). The phylogenetic analyses of
PPV indicated that at least two genotypes have been
defined; their antigenicity was also different. The genetic
variation of PPV caused a high titer against PPV in gilts
and sows although vaccination had been performed (Jozwik
et al. 2009; Miao et al. 2009). To our knowledge, genetic
variation on PPV has never been reported in Asia.
However, most of the pigs utilized as the parentstock in
Thai swine industry were regularly imported from European
countries. Therefore, the genetic diversity of PPV in Thai
swine herds might have occurred. In addition, if the immunity
against PPV of gilts and sows could not be properly
developed, reproductive failures, e.g., repeated breeding and
abortion, could occur. Recent data in Thailand indicated that
the percentage of mummified fetus in the gilts' litter was
relatively high (3.1%) compared to what was reported in the
literature (Tummaruk et al. 2010). We suggest that PPV
should be properly controlled by vaccinating the replacement
gilts twice before mating, and every 4-6 months in sows.
Furthermore, careful herd monitoring on PPV should be
performed regularly.

In the present study, the replacement gilts in all herds were
exposed to PRRSV before, during, and after acclimatization
as indicated by the seroconversion both in non-vaccinated and
vaccinated herds. This signified that the replacement gilts
were an important source of introducing PRRSV into the
breeding herds. However, only antibody titer (S/P ratio) might
not be a good indicator for the existence of PRRSV in tissues
or blood circulation of the pigs (Thanawongnuwech and
Suradhat 2010; Olanratmanee et al. 2011). Olanratmanee et
al. (2011) demonstrated that the virus could be found in the
uterine tissue of the gilts with either high or low antibody
titer. In the present study PRRSV antibody titer differed
considerably among the herds. The proportion of PRRSV-
seronegative gilts in herd D was higher than the others. The
reason might be due to genetic variation of PRRSV among
the herds. Furthermore, PRRS modified live-virus vaccine
has also been performed in herd E. Since the antibody
formation of PRRSV was greatly affected by genetic
variation and amino acid sequence of PRRSV (Kim et al.
2009); therefore, only antibody titers may not be enough to
examine the PRRSV circulation within the herds. Neverthe-
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less, the antibody titer of PRRSV, in many PRRSV non-
vaccinating herds in Thailand, was intensively examined in
replacement gilts for several times prior to being introduced
to the breeding houses. In some breeding herds, PRRS
modified live-virus vaccine was used in the replacement gilts
to control PRRSV (Cho and Dee 2006). However, the use of
PRRS modified live-virus vaccine should be carefully
considered due to cross-protection among different strains
of PRRSV still is controversial; the shedding of virus from
vaccinated pigs was commonly observed during the first few
weeks after vaccination (Alexopoulos et al. 2005; Scortti et
al. 2006; Kim et al. 2009; Thanawongnuwech and Suradhat
2010). Furthermore, in some cases, co-infection of PRRSV
and PPV and/or ADV might possibly occur in the replace-
ment gilts. This may cause a more complicated situation and
lead to inferior subsequent reproductive performance in the
gilts, because PRRSV has been regarded as an immune-
suppressive pathogen (Thanawongnuwech and Suradhat
2010). Recently, Olanratmanee et al. (2011) demonstrated
that the PRRSV antigen could remain in the female
reproductive tract of the replacement gilts for several months
(up to 11 months of age). In this case, the postponement of
first mating in gilts should be considered. These findings
indicated that the health status of the replacement gilts was
an important issue which should be considered before first
mating decision.

In the present study, herd C and D could have either
negative or low incidence of ADV, while herd B and E
obviously were ADV positive. However, no ADV-positive
gilt was introduced into the herds during the study period.
In herd A, the introduction of ADV-positive gilts was still
observed. This might be due to the fact that the replacement
gilts were produced within the ADV-positive herd. There-
fore, the elimination program for ADV in this herd should
be revised. Although the prevalence of ADV was relatively
low, the circulation of the virus was still observed in three
out of five herds. In addition, to our knowledge, ADV has
never been found separately in the culled gilts in earlier
studies. The present study has been the first report on the
presence of ADV in the culled replacement gilts. In the last
part of the present study, it was found that the prevalence of
ADV-seropositive gilts was relatively high. This indicated
that natural infection with ADV among gilts may partially
result in reproductive failures and may lead to culling of the
gilts. The reproductive disturbance that has previously
connected with ADV infection included abortion and
repeated breeding (Mengeling et al. 1997). However, in
the present study, ADV was also found in the gilts culled
due to anestrus and abnormal vaginal discharge.

In conclusion, most of the replacement gilts were
exposed to PRRSV (84%), PPV (97%), and ADV (4%)
before entering the breeding house. PPV was an enzootic
disease in all of the selected herds; the replacement gilts
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were commonly exposed to PPV rather early in their lives.
Replacement gilts were an important source of introducing
PRRSYV into the breeding herds. The prevalence of ADV
was higher in gilts culled due to reproductive disturbance
than in healthy gilts. Immunization of replacement gilts
against PRRSV and PPV, along with the elimination of
ADYV was the important issue which should be addressed in
the swine breeding herds in Thailand.
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Introduction

Porcine reproductive and respiratory syndrome (PRRS)
is caused by an envelope, single-stranded positive-sense RNA
virus known as PRRS virus (PRRSV) (1). The disease was
observed first time in the United States of America (USA) since
the late 1980s (2) and was found in Europe since 1990 (3). In
Thailand, PRRSV sero-positive pig has been observed as early
as 1989 (4). In 1995, the seroprevalence of PRRS was, on
average, 64% with a variation among the herds from 20% to
90% (5). In general, PRRSV is classified according to their
genotype as North American (US) and European (EU) strains
(1, 4). In Thailand, both US and EU strains have been isolated
(4). PRRSV causes many signs of reproductive failure in gilts
and sow, such as infertility, abortion, death of sows and pre-
weaning mortality (1, 6). Under field conditions, the infected sows
develop a protective immunity and usually produce normal
litters after rebreeding although the virus still circulate within the
herds (7). The duration of the protective immunity is in fact
unknown, but at least 604 days post infections have been
proposed (7). Larger et al. (8) demonstrated that homologous
PRRSV protective immunity was produced within 90 days post
exposure and the virus-specific antibody was detected for at
least 110 days post exposure in adult pig. Up to date, intensive
acclimatization and/or vaccination in replacement gilts are
commonly practiced in most breeding herds. However, high
variability of the antibody titer against PRRS of the gilts is still
observed both within and between herds. The objective of the
present study was to retrospectively investigate the seroprevalence
of PRRS antibody in pigs in 5 commercial herds in Thailand
during 2004-2007. Furthermore, the seroprevalence of PRRSV
between herds that vaccinated the gilts and sows with modified
live virus (MLV) vaccine and those that performed intensive
acclimatization in replacement gilts were compared.

Materials and Methods

Animals and data: The study was conducted in 5 commercial
swine herds (A, B, C, D and E) in Thailand during January
2004 to December 2007. A total of 5,664 blood samples from
544 boars, 1,164 sows, 3,168 replacement gilts, 486 nursery
pigs and 302 fattener pigs were collected and determined for
PRRSV-specific antibody titer.

Herd location, management and vaccination: The herds in the
present study are located in the eastern (A, E), middle (B),
western (C) and northeastern (D) of Thailand between latitude
13° and 17°N and between longitude 100° and 104°E. All herds
included in the present study were breeding herd and the sows on

production numbering about 900-3,500 sows/herd. Two herds
(A and D) produced the replacement gilts within the herds,
while 3 herds (B, C, E) bought the replacement gilts from other
breeders. In general, the gilts entered the gilt pools at about
22-24 wk of age at 80-100 kg body weight (BW). Water was
provided to ad lib from water nipples. The feed were provided
twice a day (about 3 kg/day). The gilts were kept in a pen with a
group size of between 6-15 gilts/pen with a space allowance
of 1.5-2.0 m2/gilt and pregnant gilts and sows were kept in
individual stall. Lactating sows were kept in individual pens. In
most cases, the herds breed the replacement at =32 week of age
with a BW of =130 kg at the second or later observed oestrus.
Boar contact and estrous detection was applied to the gilts
between 24-35 wk of age. The health of the herds was controlled
by the herd veterinarian. In all herds, removal sows were taken
to acclimatize the gilts for about 4 weeks period with a ratio of
1 sow per 6-10 gilts. The acclimatized sows were rotated weekly.
Before breeding, the gilts were vaccinated against Foot-and-
mouth disease (FMD), Swine fever (SF), Aujeszky’s disease
(AD) and Porcine Parvo virus (PPV) vaccine during 22-30 week
of age. In herd B, the gilts, sows and nursery pigs were also vac-
cinated against US-strain of MLV vaccine (Ingelvac® PRRS™
MLYV, Boehringer-Ingelheim Vetmedica Inc., Missouri, USA), and
in herd C and E, the EU-strain of MLV vaccine (AMERVAC®,
Lab. Hipra, Spain) were used.

Serological test: Antibody of PRRS virus was tested by using
HerdCheck PRRS virus antibody test kit 2XR® (IDEXX
Lab., Inc., USA) (herd A, B, C and D). Briefly, the positive and
negative control was also carried in the same plate as the
sample. 100 pul of serum samples was added to the testing plated
that coated with PRRS antigen and to the normal host cell (NHC)
and incubated at room temperature for 30 min. Anti-Porcine:
HRPO conjugate was added into the plate 100 wl for each
sample and incubated. 100 1l of TMB substrate was added and
incubated and then 100 ul of stop solution was added. OD was
measured using ELISA reader at 650 nm. The serum sample/
positive control (S/P) was calculated. The S/P ratio below
0.4 indicated that the sample had no antibody of PRRSV
(negative), while S/P ratio = 0.4 indicated that the sample had
antibody of PRRSV (positive).

Statistical analyses: The statistical analyzed was performed
using SAS (SAS version 9.0, Cary NC, USA.). Frequency
analysis was conducted using PROC FREQ of SAS. The
proportional data were analyzed using Chi-squared test. p<0.05
were regarded to be statistical significance.
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Results and Discussion

Of all 5,664 tested samples, 4,492 pigs (79.3%) had
antibody titer against PRRSV. The proportion of PRRS positive
pigs were 79.4%, 82.0%, 82.6%, 84.1% and 48.4% in boars,
sows, gilts, fattener and nursery pigs, respectively (Figure 1). The
proportion of PRRS positive pigs were 81.7%, 67.9%, 60.6%,
80.9% and 79.3% in herds A, B, C, D and E, respectively
(p<0.001). The S/P ratios were 1.5%1.1 (range 0-4.5), 1.3£1.2
(range 0-4.9), 1.0£0.9 (range 0-3.7), 1.4£0.9 (range 0-4.3) in herds
A, B, C and D, respectively. Across the herds, the proportion of
PRRS negative pigs varied among years from 36.6% in 2004 to
25.6%, 15.7% and 11.3% in 2005, 2006 and 2007, respectively
(p<0.001). The proportion of PRRS positive boars varied
among years from 69.2% in 2004 to 80.0%, 74.1% and 83.3% in
2005, 2006 and 2007, respectively (p=0.03). In the fattener, the
proportion of PRRS positive pigs varied from 82.3% to 89.1%
among years (p=0.7). The proportion of PRRS positive gilts
were 62.1%, 78.6%, 91.5% and 94.4% in 2004, 2005, 2006 and
2007, respectively (p<0.001). The proportion of PRRS positive
nursery pigs were 58.2%, 40.8%, 46.5% and 55.0% in 2004,
2005, 2006 and 2007, respectively (p=0.03). Proportion of PRRS
positive pigs from 2004 to 2007 in the MLV PRRSV-
vaccinated and non-vaccinated herds are demonstrated in
Figure 2. Comparing between the PRRSV vaccinated and non-
vaccinated herds, the proportion of PRRS positive pig was
demonstrated in Figure 2. A higher proportion of PRRS-specific
antibodies fattener pig was observed in the PRRSV-non-
vaccinated herds than the PRRSV-vaccinated herds (p<0.05)
(Fig. 3).

The present study provided descriptive data on the
prevalence of PRRSV infection in 5 swine commercial herds in
Thailand. The data indicated that the proportion of pigs infected
with PRRS differed among herds, years and groups of pigs. The
infection was found to be highest in the fattener (84.1%) and
lowest in the nursery pigs (48.3%). High proportion of PRRS
positive pigs were also observed in replacement gilts (82.6%)
and sows (82.0%). Surprisingly, a relatively high prevalence of
PRRS was found in the boars (79.4%). These indicate that the
PRRSYV circulation and re-infection remain relatively high either
in vaccinated or in non-vaccinated herds. Boars, sows and
replacement gilts seem to be the important reservoir of the virus.
Interestingly, the exposure of PRRSV in the fattener pigs tended
to be lower the vaccinated than the non-vaccinated herds.
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Fig. 1 Percentage of PRRS positive pigs by groups

Fig. 2 Proportion of PRRS positive pigs in PRRSV vaccinated
and non vaccinated herds

Fig. 3 Proportion of PRRS positive pigs in PRRSV vaccinated
and non-vaccinated herds by groups; “p<0.05
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Introduction

Porcine reproductive and respiratory syndrome
(PRRS) is caused by PRRS virus (PRRSV), a member of
Arterivirus, family Arteriviridae (1). In general, the
infection of PRRS in gilts and sows is characterized by
late term abortion, mummified fetuses, stillborn piglets and
low viability piglets at birth (2-4). The antibody titers
against PRRSYV infection are detected by 7-14 days after
the animals are infected and remain for several months
before declining (5). Under farm condition, intensive
acclimatization and/or vaccination in replacement gilts are
commonly practiced in most breeding herds. However, high
variability of the antibody titer against PRRSV of the gilts
is observed both within and between herds. This problem
causes difficulties for the farmer to make decision to mate
the gilts. Additional knowledge concerning the antibody
titer of PRRS in the replacement gilts in different herds
is needed to be investigated. It has been suggested that
replacement management of gilts is a major source of
introducing new strains of PRRSV into the herd. Our
previous study has found that 73% (122/166) of the
replacement gilts culled due to reproductive disturbance
had been infected with PRRSV. In addition, a higher
proportion of seropositive gilts was particularly found in
those that were culled due to abortion (81%) and repeat
breeding (81%) (6). It is well established that alveolar
macrophages as well as macrophages from other tissues
are the primary cell type sustaining the in vivo replication
of the viruses (7). Using Immunohistochemistry (IHC) for
evaluating formalin-fixed tissues, it was found that 66%
and 100% of the lung tissue of piglets infected with US
and EU stains of PRRS have been observed, respectively
(7). An earlier study has demonstrated that 75.0%, 50.0%,
37.5%, 37.5%, 37.5% and 25.0% of IHC positive cells
was observed in liver, spleen, tonsil, turbinate bone,
pulmonary lymph node and ileum of the infected piglets,
respectively (7). To our knowledge, the expression of
PRRSYV in the uterine tissue of gilts has not been dem
onstrated. The objective of the present study was to
determine the incidence of PRRSV in the uterine tissue
of gilts in relation to the level of antibody titers.

Materials and Methods

Uterine tissues from 50 replacement gilts were
collected from three commercial swine herds (A, B and
C) in Thailand. All of the gilts were culled due to
reproductive disturbance. The culling reasons included
anestrus (n=29), vaginal discharge (n=10), repeat
breeding (n=5), abortion (n=5) and not being pregnant
(n=1). Historical data for all gilts was collected. All herds
included in the present study were breeding herds and the
sows on production were between 900-3,500 sows/herd.
Herd A produced replacement gilts within the herd using
their own grand parent (GP) stock, while herds B and C
bought the replacement gilts from other breeders. The gilts
in all herds were housed in a conventional open housing
system facilitated with a water sprinkler and fan. The health
of the herds was monitored by the herd veterinarian. In
general, the veterinarian gave the recommendation to
vaccinate the gilts against foot-and-mouth disease,
classical swine fever, Aujeszkyis disease and porcine
parvovirus (PPV) at between 22-30 weeks of age. In
addition, herd B vaccinated the replacement gilts using
US-strain modified-live virus (MLV) vaccine (Ingelvac®
PRRS™ MLV, Boehringer-Ingelheim Vetmedica Inc., St.
Josept, Missouri, USA), while herd A and C vaccinated
the gilts using EU-strain MLV vaccine (AMERVAC®, Lab.
Hipra, Girona, Spain). Blood samples were collected
from jugular vein of the gilts prior to culling. Serum were
obtained and kept at -20°C for analyzing antibody titer of
PRRSV. After slaughter, the ovary and uterus were
collected, placed on ice and transported to the laboratory
within 24 h of culling. Tissue samples were collected
from the uterus of the gilts, fixed in 10% neutral buffered
formalin for at least 24 h and embedded in paraffin
blocks. Immunohistochemistry (IHC) was performed on
the uterine tissues of the gilts using the protocol of the
lung tissue with some modification (7). A polymer-based
non-avidin-biotin technique was applied in the present
study. Primary monoclonal antibody SDOW 17 (Rural
Tech., Inc., USA) diluted 1:1000 was used. Negative
control procedures included omission of primary antibody.
Known PRRSV-positive lung and lymph node tissues
served as positive controls. The sections were interpreted
as positive if contained at least 1 positive cell (brown
intracytoplasmic staining, Fig. 1). PRRSV antibody was
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determined using a commercial enzyme-linked
immunosorbent assay test kit (ELISA, HerdChek® PRRS
virus antibody test kit 2XR, IDEXX Lab., Inc., USA).
The protocol followed the kit’s instructions. The serum
sample/positive control (S/P) was calculated. The S/P
ratio below 0.4 indicated that the sample had no PRRSV
antibody (negative), while S/P ratio = 0.4 indicated that
the sample had PRRSV antibody (positive). Statistical
analyses were performed using SAS (SAS, 2002). The
percentage of positive tissue was compared with the
detection of antibody titers against PRRSV by using
ELISA (positive and negative) using Fisheris exact
test. p<0.05 was considered as statistically significant.

Results and Discussion

PRRSV antigens were detected in the cytoplasm
of macrophage-like cells in the sub-epithelial connective
tissue layers of the endometrium in 28% (14/50) of the
gilts. The PRRSV positive cells were observed in the
cytoplasm of the macrophages in the endometrium
(Figure 1). Of all the gilts, 77.6% (38/49 gilts) were
positive to the ELISA test (Table 1). Of the seropositive
gilts, 28.9% (11/38) had PRRSV antigen in the uterine
tissues, while 18.2% (2/11) of the seronegative gilts had
PRRSYV antigen in the uterine tissues (p=0.70). Compared
to the seronegative gilts, seropositive gilts had a 1.83
(95% confidence interval=0.34-9.89) higher odds for
detecting PRRSV antigen in the uterine tissue. Among
the seropositive gilts, high level of antibody titer (S/P ratio
=1.2) was found in 47.4% of the gilts. The incidence of
IHC-PRRSV positive staining cells was found in 33.3%
of the high antibody titer gilts and in 25.0% of low
antibody titer gilts (p=0.72).

The present study demonstrated the present of
PRRSYV in the uterine tissue of gilts. The site of positive
cells was at the subepithelial layer of endometrium. PRRSV
infection is a multisystemic disease which is characterized
by viremia and subsequent virus distribution and
replication in multiple organs (8). In the present study, it
was found that gilts that had PRRSV antigen in the uterine
tissue were culled at 287 days of age. Most of these gilts
have been sent into the breeding herd and might shed the
virus to the susceptible pigs in the herd. In the present
study, the percentage of gilts culled due to reproductive
disturbance that were detected the antibody against
PRRSV was in agreement with the earlier study (6). It was
not surprise to see both seropositive and seronegative gilts
had PRRSV antigen presented in the uterine tissue of the
culled gilts since PRRSV antibody titer cannot determine
the persistent infection. Although the proportion of THC-
PRRS positive gilts tended to be higher in the gilts that
had a high level of S/P ratio, a certain amount of the
IHC-PRRSV positive uterine tissue were also observed
in the gilts with low S/P ratio and even in the PRRSV
seronegative gilts. This imply that the use of antibody
titer as a criteria to introduce replacement gilts into the
breeding house may not be good enough and remain a risk
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Table 1 the number of gilts that were positive to IHC
test in relation to the results of ELISA test

IHC + IHC - Total
ELISA + 11 27 38
ELISA - 2 9 11
Total 13 36 49

Fig. 1 Demonstration of PRRSV antigen in (a) the
positive control (lung tissue), (b) the negative control
and (c-d) the uterine tissue of gilts

of introducing IHC-PRRS positive gilts into the herds.
It has been demonstrated that the duration of protective
immunity against homologous strain of PRRSV may
persist for at least 604 days post experimental exposure
to the field PRRSV, while the duration of detectable
PRRSV-specific antibodies that develop in sows
following natural infection is thought to be as short as 4-8
months (9). These findings suggested that replacement
gilts must be allowed to expose homologous strain of
PRRSYV before entering the breeding herds.
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Abstract

PRRSV was discovered in USA since 1987 and currently, veterinarians control PRRSV in swine breeding
herds via several types of strategies including acclimatization, housing management, monitoring and
vaccination. The present study investigated abortion rate in gilts and sows in 8 selected PRRSV sero-
positive swine herds in Thailand. Reproductive data of 192,765 mating records from 67,537 gilts and
sows were collected during 2007-2009 from 8 swine herds (A, B, C, D, E, F, G and H) in Thailand. All
herds had been infected with PRRSV for over 5 years. PRRSV vaccination was applied regularly (every 3
months) in herd A, irregularly in herd B, and only in replacement gilts in herd C, while the rest were not
vaccinated. Abortion rate were compared among the herds using logistic regression. The statistical
models included parity, mating month, mating year, herds and interaction between parity and herds. On
average, abortion rate was 1.9%, which were varied among herds (2.4%, 0.7%, 2.2%, 1.2%, 2.8%,
0.5%, 1.3% and 2.6% in herds A to H, respectively (P=0.048)). Abortion rate was 2.3%, 1.8%, 1.9%
and 2.0% in gilts and sows parity 1, 2-5 and >6, respectively (P<0.01). The results indicated that the
impact of PRRSV on abortion rate among swine commercial herds in Thailand were relatively low. This
implies that pregnancy failure in pig caused by PRRSV during the past 3 years in these herds could be
effectively controlled by several types of management strategies including either vaccination or non-
vaccination strategies.
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Introduction

In general, the infection of porcine reproductive and
respiratory syndrome virus (PRRSV) in gilts and sows
cause reproductive signs including of abortion,
mummified fetuses, stillborn piglets, low viability
piglets at birth, infertility and an increase of sow
mortality rate [2, 5, 8]. In practice, PRRSV in
breeding herds is controlled by several types of
strategies  including  acclimatization,  housing
management, monitoring and vaccination [1]. Under
field conditions, most (73%) of the replacement gilts
are infected with PRRSV [7] and PRRSV antigen in
the uterine tissue has been found in 33% of the gilts
culled due to reproductive disturbances [6]. In USA,
the annual sow mortality account for 5.7% of the
breeding females, where 42% of sows are culled
annually [3]. The aim of the present study was to
investigate the mortality of gilts and sows in selected
PRRSV sero-positive herds in Thailand.

Materials and methods

Data from 26,435 culled gilts and sows were collected
from 7 swine herds (A, B, C, D, E, F and G) in
Thailand during 2007-2009. All herds had been
infected with PRRSV for over 5 years. PRRSV
vaccination was applied regularly (every 3 months) in
herd A, irregularly in herd B, and in replacement gilts
in herd C, while the remaining herds were not
vaccinated the gilts and sows against PRRSV. Sow
mortality rate and culling rate were analyzed by using
frequency analysis and logistic regression.

Results

On average, culling rate and mortality rate for the
breeding females were 48.5% and 3.4%, respectively.
The mortality rate and culling rate for breeding
females varied between 1.7-5.4% and 35.9-68.5%
among herds (Fig. 1). Mortality of gilts and sows in
the selected herds accounted for 6.8% (n=1,789) of the
removal sows. Of the removal females (n=26,435),
9,539 females (36%) were removed at parity <2. Of
these females, 879 females were found dead (9.2%).
Of all the dead females, 49% died at parity number <2.
The percentage of sow mortality by parity was
demonstrated in Fig. 2.

Discussion

The results indicated that the mortality of gilts and
sows in PRRSV sero-positive herds in Thailand are
varied in both PRRSV vaccinated (A-C) and non-
vaccinated (D-G) herds. However, the mortality rate
of gilts and sows based on the number of sows on

Proceedings of the 5" Asian Pig Veterinary Society Congress
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production was in acceptable level. It has been
demonstrated that at least three litters are required from
sows before a positive cash flow could be obtained [4]. In
the present study, a relatively high mortality was found in
young sows (parity number <2). This might reduce the
overall herd reproductive performances due to the decrease
of sow’s longevity. It has been reported that the occurrence
of sow mortality in PRRSV positive herds varied between
1-4% and is, in most case, associated with respiratory sings

[8].
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Introduction

Porcine reproductive and respiratory syndrome virus (PRRSV)
can be detected in the lymphoid tissue of pig up to 8-9 months
post infection (1). During this period, the virus can be replicated
continuously at a low level and transmitted to susceptible
animals via direct contact. In the PRRSV endemic herds, the
present of PRRSV subpopulations (susceptible pigs) may lead

to reoccurrence of the disease in the herds. Herd closure, gilts
acclimatization and mass exposure have been recommended to
eliminate the subpopulations (2). The use of vaccination to im-
munize the pigs has been evaluated, in most cases, at individual
level. However, only few studies on the immune response of
PRRSV in the infected herd have been evaluated. Earlier study
has demonstrated that vaccination of the entire herd (mass
vaccination) could reduce persistence and duration of shedding
even though the wild type of virus was not eliminated from the
pigs (3). However, the successful results are varied among the
herds and a limited information on the immune response of
PRRS modified live virus (MLV) vaccine is available in pregnant
gilts and sows. The present study aims to evaluate the humoral
immune response of gilts/sows after mass vaccination of PRRS
MLV vaccine in a PRRSV infected herd in Thailand.

Materials and Methods

The present study was conducted between May and September,
2009 in a 1,200-sow inventory swine herd in Thailand, which pro-
duced their own replacement gilts. The herd has never been vac-
cinated the gilts and sows with PRRSV vaccine. An occurrence of
abortion in sows was observed in January 2009 and an American
strain of PRRSV was detected in serum of aborted sows using
reverse transcription polymerase chain reaction (RT-PCR). Gilts/
sows were vaccinated against PRRS MLV vaccine (Ingelvac®
PRRSTM MLV, Boehringer-Ingelheim, Vetmedica Inc., St. Josept,
Missouri, USA) 2 doses 3 weeks apart and booster at 14 week
and 3 months. Blood samples were collected from replace-

ment gilts and pregnant gilt/sow (36 samples) one day prior

tc first vaccination (week 0) and subsequently at 2, 5,9, 12 and
18 weeks after vaccinations in the same animals. The sera were
obtained for viral detection using RT-PCR technique (pooled
serum) and analyzing antibodies against PRRSV using ELISA
(HerdChek® PRRS virus antibody test kit 2XR, IDEXX Laboratories,
Inc., USA). The percentage of sero-positive gilt/sow was com-
pared using logistic regression. The differences of means of the
serum sample/positive control (S/P) ratio were compared using
pair t-test. P<0.05 was considered as statistically significant.
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Results and Discussion

It was found that no viral shedding was detected during 2 to

18 weeks post vaccination (Table 1). Before vaccination, 11.1%
(4/36) PRRSV susceptible pigs were observed. The percentage of
PRRSV subpopulation was reduced to 6.1% within 18 week post
vaccination (P=0.401). The S/P ratio was slightly increased two
weeks post vaccination and significantly decreased at 5 weeks
post vaccination (Table 1).

Table 1. The S/P ratio (means+S.E.M.), the percentage of sero-positive
gilts and sows and the viral detection by weeks post vaccination

2 1.88+0.16" 94.44°* Negative
5 1.47+0.16" 86.11° Negative
9 1.32+0.15° 88.89° Negative
12 1.46+0.17° 85.29° Negative
18 1.23+0.07° 93.94° Negative
All 1.50+0.06 89.57 Negative

ab different letters differ significantly (P<0.05)

The present study demonstrated that mass vaccination of PRRSV
MLV in pregnant gilts and sows did not cause viral shedding
during 2-18 weeks post vaccination and might possibly mini-
mize the number of PRRS subpopulations in the PRRSV infected
herds. However, the shedding of PRRSV during 0-2 weeks post
vaccination and reproductive performance of pregnant gilts/
sows should be evaluated further.
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Introduction and objectives

PRRSV infection cause a number of
reproductive failures in gilts and sows
including abortion, high mummified
fetuses, stillborn and weak-born piglets,
and increase sow mortality rate [1-3]. The
reoccurrence of PRRS in the sow herds
mostly depends on the number of
subpopulation pigs in the herds especially
replacement gilts and old sows. To
minimize the subpopulations, herd closure,
gilts acclimatization and/or vaccination
have been recommended [4]. Earlier
studies have shown that the PRRSV
modified-live virus (MLV) vaccination can
reduce the duration of the viral shedding,
although the virus still persist in the pigs
[4-6]. However, under filed conditions, the
duration of the viral shedding after
vaccination varied among herds. The
present study investigates the evidence of
PRRSYV detection in the serum of gilts and
sows after PRRS MLV vaccination under
field conditions.

Materials and methods

The present study was conducted in a
2,700 sows on production swine herd in
Thailand. The gilts and sows were
vaccinated against PRRS MLV vaccine
(Ingelvac PRRS™ MLV, Boehringer-
Ingelheim Vetmedica Inc., St. Josept,
Missouri, USA) at Day 0. Blood samples
were collected from the jugular vein of
gilts and sows at Day 0, 2, 4, 11, 13 and 15
after vaccination (n=6 per group). The
serum were obtained and pooled in each
group for PRRSV detection by reverse
transcription-polymerase chain reaction.
The strain of PRRSV was also identified.
The percentages of positive sample were

compared between first (Day 0, 2 and 4)
and second weeks (Day 11, 13 and 15)
after vaccination by Fisher’s exact test.

Results

PRRSV was detected in all groups (6/6) of
the pig during the first week of vaccination
(Day 0, 2, 4 after vaccination). In the
second week of vaccination, PRRSV was
detected in only 33% (2/6) of the pig (Day
13) (P=0.06). The strain of all the PRRSV
isolates was identified as NA strain.

Discussion

The present study demonstrated that the
PRRSV MLV vaccination may caused
viral shedding in both gilts and sows in the
first week of vaccination (100%) and this
proportion is reduced during the second
week of vaccination (33%). This result is
in agreement with an earlier study [4] and
supports our previous study that viremia
may not be observed in gilts and sows
during 2-18 weeks post vaccination [6].
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Introduction and objective

The infection of porcine reproductive and respiratory syndrome virus (PRRSV) in gilts and
sows cause reproductive failure including abortion, high mummified fetuses, high stillborn piglets,
low viability piglets at birth, infertility and an increase of sow mortality rate [1]. The present study
aims to evaluate the litter traits i.e., the number of piglets total born per litter (TB), the number of
piglets born alive per litter (BA), the percentage of stillbirth piglets per litter (SB) and the percentage
of mummified fetuses per litter (MM) of sows after PRRS modified-lived virus (MLV) vaccination in
a PRRSV-positive herd in Thailand.

Methods

The study was conducted in a 1,200-sow inventory PRRSV positive swine commercial herd
during 2007-2010. Mass vaccination was done for the first time in May 2009 twice 3 weeks apart in
all pigs and repeated every 3 months. Data of 6,793 litters from 2,468 sows were included. General
linear models (GLM) of SAS were used. P<0.05 was considered as statistically significant.

Results

The litter traits of sows before PRRSV outbreak (July 2007-June 2008), during outbreak (July
2008-June 2009), which were characterized by high abortion in gilts and sows and respiratory signs in
nursery pigs, and after mass vaccination (July 2009-June 2010) were shown in Figure 1. After PRRSV
vaccination, TB of sows parity<2 was returned to normal, whereas TB of sow parity>2 were still lower
than the period before outbreak (P<0.001).
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Conclusion

Our study demonstrated that PRRS MLV vaccination resulted in an improvement of some
reproductive performance, i.e., SB and MM [2]. However, the vaccination may cause some
unfavourable outcome, such as, low litter size at birth [3]. Furthermore, the young sows had more
response to the PRRS MLV vaccination than the older sows.
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Introduction and Objective

The infection of porcine reproductive and respiratory syndrome virus (PRRSV) in gilts and
sows cause reproductive signs including of abortion, high mummified fetuses, high stillborn piglets,
low viability piglets at birth, infertility and an increase of sow mortality rate [1]. The present study
aims to evaluate return rate (RR), abortion rate (AR) and farrowing rate (FR) of gilts and sows after
mass vaccination of PRRS modified lived virus vaccine in a PRRSV-positive herd in Thailand.

Methods

The study was conducted in a 1,200-sow inventory swine commercial herd during 2007-2010.
Mass vaccination was done for the first time in May 2009 twice 3 weeks apart in all pigs and
repeated every 3 months. Data of 6,793 litters from 2,468 sows were included. Generalized linear-
mixed models (GLIMMIX) of SAS were used. P<0.05 was considered as statistically significant.

Results

On average, return rate (RR), abortion rate (AR) and farrowing rate (FR) before mass
vaccination (July 2007-June 2008) were 5.2%, 1.7% and 90.7%. During the PRRSV outbreak (July
2008-June 2009) RR and AR were increased to 9.1% (P<0.001) and 5.4% (P<0.001), resp., and FR
was decreased to 82.5% (P<0.001). After vaccination (July 2009-June 2010), AR was decreased to
1.1% (P<0.001), while RR (11.0%, P=0.24) and FR (84.3%, P=0.08) were not differed significantly
compared to the outbreak period. After vaccination, RR was higher (P<0.001) and FR (P<0.001)
was lower than the control period (July 2007-June 2008), while AR was returned to normal.

Conclusion

Our study demonstrated that PRRS MLV vaccination might result in an improvement of some
reproductive performance, i.e., AR [2, 3]. However, the vaccination may cause some unfavourable
outcome, such as, low litter size at birth [2].
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Introduction

Porcine reproductive and respiratory
syndrome (PRRS) is caused by the PRRS
virus (PRRSV). It is well established that
macrophages are the primary cell type
sustaining the in vivo replication of the
viruses (1). Immunohistochemically (IHC),
the PRRSV antigen is observed in several
tissues of the infected piglets, e.g., lung,
liver, spleen, tonsil, pulmonary lymph node
and ileum (2). Replacement gilts are a major
source of introducing new strains of PRRSV
into the herd. Our previous study found
that 73% of them were infected with PRRSV
before entering the herd (3). Furthermore,
PRRSV antigen is observed in the uterine
tissue in 33% of the replacement gilts culled
due to reproductive disturbance (4). The
objective of the present study was to
determine the incidence of PRRSV antigen
positive ovarian tissue in gilts culled due to
reproductive disturbance.

Materials and Methods
Ovarian tissues from 100 replacement gilts
culled due to reproductive disturbance
were collected from 2 commercial swine
herds in Thailand. After slaughter, the
ovarian tissues were collected, fixed in 10%
neutral buffered formalin, embedded in
paraffin blocks and cut into 4-pm-thick
sections. IHC, a polymer-based non-avidin-
biotin technique, was applied to all ovarian
tissues for PRRSV detection according to
our previous protocol in the uterine tissue
(4). Primary monoclonal antibody SDOW17
(Rural technologies, Inc., USA) diluted to
1:1000 was used. Negative control
procedures included omission of primary
antibody. Known PRRSV-positive lung
tissues were served as positive controls.

The sections would be interpreted as
positive if they contained at least 1 positive
cell (brown intracytoplasmic staining, Fig
1). Statistical analyses were performed
using SAS (SAS, 2002). The percentage of
positive tissue was compared with the
reasons for culling using the Chi-square
test. P<0.05 was considered statistically
significant.

Results and Discussion

PRRSV antigens were detected in the
ovarian medulla (Fig 1) of 70% of the culled
gilts. The percentage of positive tissue in
different culling reasons is shown in Table
1. No significance of the percentage of
positive tissue was found among culling
reason groups (p=0.496).

Table 1 The percentage of gilts with PRRSV
antigen positive ovarian tissue by
culling reasons

% THC
. Number o
Culling reason . positive
of gilts .
gilts
Anestrus 50 78.0
Vaginal
discharge 17 64.7
Abortion 10 60.0
Repeated
breeding ? 66.7
Miscellanies 14 57.1
Total 100 70.0
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Fig 1. PRRSV antigen in (a) positive control
(lung tissue), (b) negative control
and (c-d) ovarian tissues
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Introduction

Common infectious agents causing
reproductive failures in pig include
porcine reproductive and respiratory
syndrome virus (PRRSV), Aujeszky’s
disease virus (ADV), porcine Parvo-virus
(PPV), Enterovirus (PEV), classical swine
fever virus (CSFV), encephalomyocarditis
virus (EMCV) and porcine circo virus type
2 (PCV-2) (1, 2). These viruses are able to
infect the fetuses through placenta and
result in fetal mortality (3). Maldonado et
al. (2) found 9% of PRRSV and 1% of
PRRSV combined with PCV2 positive
samples from 100 clinical cases of aborted
fetuses and stillborn piglet in Spain, while
ADV and PPV were not detected in any
tissue samples. This indicates that, under
field conditions, PRRSV remains the most
common virus in aborted fetuses or
premature birth. It was suggested that this
evidence could be a result of either PRRSV
modified live virus vaccination commonly
practiced in the pig industry and/or that
PRRSV had becomes one of an enzootic
disease in the commercial swine herds.
PRRSV is classified into 2 genotypes, i.e.
European (EU) and North American (NA)
genotypes (4). PRRSV develops and
replicates in macrophage in lung and
other visceral organs including uterus of
gilts (5). Common reproductive clinical
symptoms of PRRSV in the sows include
abortion, premature birth, stillborn piglet,
weakborn piglet and high pre-weaning
mortality rate in suckling piglets due to
secondary infection. The purposes of the
present study were to determine the

prevalence of porcine reproductive and
respiratory syndrome virus (PRRSV) in
boars and sows in swine commercial
herds in Thailand during 2005-2010.

Materials and Methods

A total of 355 samples (27 tissues, 132
serum and 196 semen samples) from 213
boars and 142 sows submitted for PRRSV
detection at the veterinary diagnostic
laboratory, Chulalongkorn University was
included in the analyses. PRRSV was
detected using RT-PCR (6). The strain of
the virus was classified into three
categories, i.e. NA, EU and mixed strains
(both EU and NA). Frequency analysis
was conducted for the present or absence
of PRRSV. Logistic regression analyses
were conducted to evaluate the
prevalence of PRRSV. The statistical
model included effect of type of samples
(serum, semen and tissue), year of the
sample collection (2005-2010) and groups
of the pig (boars and sows).

Results and Discussion

PRRSV was detected in 23.4% (83/355) of
the cases submitted for RT-PCR. PRRSV
was found in 13.6% (29/213) of the boars
and 38.0% (54/142) of the sows (P=0.023).
The virus was also found in 48.2%, 13.4%
and 32.6% of the tissue, semen and serum
samples, respectively (p<0.05). The
percentage of PRRSV positive sample was
39.7% (29/73), 14.0% (16/114), 38.8%
(26/67), 23.1% (6/26), 13.2% (5/38) and
2.7% (1/37) in 2005, 2006, 2007, 2008, 2009
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and 2010, respectively. The prevalence of
PRRSV in 2005 and 2007 were higher than
2006, 2008, 2009 and 2010 (p<0.05). Across
the year, the EU, NA and mixed strain of
the PRRSV were 26.3%, 45.0% and 28.7%,
respectively. However, the proportion of
PRRSV strains differed among the years.
The proportion of NA strain was 33.0%,
50.0%, 46.2%, 40.0%, 80.0% and 100.0%
from 2005 to 2010, respectively (Table 1).

Table 1 Strains of PRRSV detected in sows
and boars during 2005-2010

Year Nt EU NA Mixed
2005 27 9 9 9
2006 26 5 8 3
2007 26 4 12 10
2008 5 2 2 1
2009 5 1 4 0
2010 1 0 1 0
All 80 21 36 23

(263%) (45.0%) (28.7%)

IN: number of PRRSV positive sample

A previous study from 137 PRRSV isolates
obtained during 2000-2003 in Thailand
found that 66.4% of PRRSV isolated
belong to EU genotypes and 33.6%
belonged to NA genotype (6). The present
study demonstrated the PRRSV strains
isolated from sows and boars from the
Thai swine herds during 2005-2010. Our
data revealed that 73.7% of the sample
contained NA genotypes of PRRSV and
55.0% of the samples contained EU
genotype of PRRSV. Furthermore, more
than one forth (28.7%) of the samples had
both NA and EU genotypes. These data
represented the strain of virus involved
with reproductive problems among the
swine breeding herds in Thailand. It was
found that during 2005-2010, NA strain
was more common than EU strains in
sows and boars. The reasons might be
because PRRSV modified live virus
vaccination has been registered and
become commonly practiced in the Thai
pig industry since 2007. The isolation of
the vaccine strain of PRRSV under field
conditions has been shown by a genetic
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analysis on ORF5 of PRRSV in Korea (7).
Also, the high frequency of PRRSV
isolation during this period indicates that
PRRSV may become one of an enzootic

disease in the commercial swine herds in
Thailand.
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