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##5374607930: MAJOR MEDICINE
KEYWORDS: SEPSIS/ APOLIPOPROTEIN A-V/ APO A-V/ ACUTE PHASE RESPONSE/
INFLAMMATORY MARKER
KANCHANA NGAOSUWAN: INVESTIGATION OF THE DIFFERENCE IN APOLIPOPROTEIN A-V
LEVEL DURING SEPSIS AND NONINFECTIOUS CAUSES OF ACUTE ILLNESS.
THESIS ADVISOR: ASSOC. PROF. WEERAPAN KHOVIDHUNKIT, M.D. 89 pp.

Background:Many inflammatory markers have been discovered over the last decade. However, a few of
them are specific for sepsis. Apolipoprotein A-V is an apolipoprotein which is necessary for triglyceride metabolism,
the level of which is altered in the inflammatory states. A few studies in animals have shown the changes in

apolipoprotein A-V levels during sepsis.

Objective:The purpose of this study was to determine the difference of apolipoprotein A-V levels in

patients during sepsis and in patients with other inflammatory states.

Methods: Seventy five patients who had sepsis, defined by the positive result for hemoculture, and another
75 patients who had acute illnesses not associated with infection were enrolled. Serum samples were collected on the
same day of hemoculture in the sepsis group or on the first day of admission in the non-infectious group.

Apolipoprotein A-V levels were measured using an ELISA assay by Linco Research.

Results:Among 150 patients enrolled, 56% were male with the mean age of 62 years old.The mean +SD
serum apolipoprotein A-V levels were 37.5 £ 25.2 ng/mL and 35.1 + 22.0 ng/mL in the sepsis group and the non-
infectious group, respectively (p=0.84). Subgroup analysis showed that there was a statistically significant difference
in the mean apolipoprotein A-V levels between 119 alive and 29 dead patients (38.1 + 22.2 vs. 29.6 +26.0 ng/mL,

p=0.008).

Conclusions:Serum apolipoprotein A-V levels are not significantly different between patients who had
sepsis and those with non-infectious causes of acute illnesses, suggesting that it is not a specific marker for acute

infection. Whether apolipoprotein A-V might be a useful prognostic marker during acute illness requires further

investigations.
Department: _____Medicine . Student’s Signature
Field of Study: ___Medicine . Advisor’s Signature

Academic Year: 2011
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Systemic Inflammatory Response Syndrome
American College of Chest Physicians
Society of Critical Care Medicine

the European Society of Intensive Care Medicine
the American Thoracic Society

the Surgical Infection Society

High density lipoprotein

Very low density lipoprotein

Low density lipoprotein

Intermediate density liporotein
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Tumor necrosis factor-Ol

Tumor necrosis factor-B

Interleukin-6
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3-hydroxy-3-methyl-glutaryl-CoA
Isopentenyl pyrophosphate

Farnesyl pyrophosphate

Farnesyl pyrophosphate Synthase

Sodium taurocholate-cotransporting protein



OATPs Organic anion-transporting proteins

BSEP Bile salt export pump

MRP2 Multidrug resistance-associated protein-2
SR-BI type I scavenger receptor class B
ABCA1l ATP binding cassette transporter, Al
ABCG1 ATP binding cassette transporter, G1
ABCG4 ATP binding cassette transporter,G4
CETP Cholesteryl ester transfer protein

LCAT Lecithin-cholesterol acyltransferase
apoSAA apolipoprotein serum amyloid A

sPLA, secretory phospholipase A,

HSPG Heparin sulfate proteoglycan

GPIHBP1 glycosylphosphatidylinositol high-density lipoprotein binding protein 1
hs-CRP high sensitive C-reactive protein

SA Stable angina

UA Unstable angina



L1 anuday tazNinvesilyriinsid

a a & . < Y ' £ Ao Y9 A 9 ¥ ¥
AENHIMAAAD ( sepsis)  Iuaurgndnedanienmlngiendnsumssnunlulsamena
4
1@oTIa Man1znwwann vsetmanzunindeusuilidesed Isanennaumiu
A = < U = ay o ] 1 Y a
wesmenanudIvihe wzlinssuiumsaeuauedlagszuugiAuAuYeIsIMene ldinans
SNEAUNITINNY (5807 Systemic Inflammatory Response Syndrome (SIRS) %9 American College of Chest

o w

Physicians (ACCP) 1ai¢ Society of Critical Care Medicine (SCCM)“lﬁiﬁ'ﬁwmamm"ﬁiu‘ﬂ W.A. 2535 1 U1
v dy T Y 9 A al 1 = A 9 1 =3 @ Y
aage lililod1aios 2 oo gurgis 19MeNINNI 38 DIAITATEAHI01108NI1 36 DR UTATHE, OATINITIAY
Y Y
o 1 [ [ 1 [ [ 1% 2]
9311219110071 90 ASIRE T, DM IMelanInn 20 ASIROUIN HIBUTZAUANUAUVBINY
4 o A 9 J a a =1 o < A A '

m3sveulaoen lvdluden (Paco,) Yesni 32 Tadwasilsen, uazliszauliadenyilu@oauinni 12,000

I a A 9 J g a
Lmaaﬁa"lﬂmammauaﬂmw 4,000 L%ﬂﬂﬁ@qﬂiﬂiﬁﬁﬁ[l]

o [ Aa a dy I = 1 A v o wva v A Y
51z SIRS RlimsAadoidluduna Son Taesau sepsis (ANNTYLA Ines1viaaaeaniuld

9 I
19191 “anziiumadnide”) FISCCM, ACCP, the European Society of Intensive Care Medicine (ESICM), the

FA v
American Thoracic Society (ATS)Ua the Surgical Infection Society (SIS) ladanaai lumsIianedaansad 1



Mad 1 namilumsiisdannzivmadaie[2]

Table 1. Diagnostic criteria for sepsis

Infection,” documented or suspected, and some of the following:®
General variables

Fever (core temperature >38.3°C)

Hypothermia (core temperature <36°C)

Heart rate >90 min—! or >2 spD above the normal value for age

Tachypnea

Altered mental status

Significant edema or positive fluid balance (=20 mL/kg over 24 hrs)

Hyperglycemia (plasma glucose =120 mg/dL or 7.7 mmol/L) in the absence of diabetes
Inflammatory variables

Leukocytosis (WBC count >12,000 pL )

Leukopenia (WBC count <4000 uL™1)

Normal WBC count with >10% immature forms

Plasma C-reactive protein >2 sp above the normal value

Plasma procalcitonin >2 sp above the normal value
Hemodynamic variables

Arterial hypotension® (SBP <90 mm Hg, MAP <70, or an SBP decrease >40 mm Hg in adults

or <2 sb below normal for age)

Svo, >70%°

Cardiac index >3.5 L'min M3
Organ dysfunction variables

Arterial hypoxemia (Pao,/F10, <300)

Acute oliguria (urine output <0.5 mL-kg™"*hr~! or 45 mmol/L for at least 2 hrs)

Creatinine increase >0.5 mg/dL

Coagulation abnormalities (INR >1.5 or aPTT =60 secs)

Ileus (absent bowel sounds)

Thrombocytopenia (platelet count <100,000 pL~1)

Hyperbilirubinemia (plasma total bilirubin >4 mg/dL or 70 mmol/L)
Tissue perfusion variables

Hyperlactatemia (>1 mmol/L)

Decreased capillary refill or mottling

WBC, white blood cell; SBP, systolic blood pressure; MAP, mean arterial blood pressure; Svo,,
mixed venous oxygen saturation; INR, international normalized ratio; aPTT, activated partial throm-
boplastin time.

“Infection defined as a pathologic process induced by a microorganism; ?Svo, sat >70% is normal
in children (normally, 75-80%), and CI 3.5-5.5 is normal in children; therefore, NEITHER should be
used as signs of sepsis in newborns or children; “diagnostic criteria for sepsis in the pediatric
population are signs and symptoms of inflammation plus infection with hyper- or hypothermia (rectal
temperature >38.5 or <<35°C), tachycardia (may be absent in hypothermic patients), and at least one
of the following indications of altered organ function: altered mental status, hypoxemia, increased
serum lactate level, or bounding pulses.
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Infection: Endotoxin
(lipopolysaccharide),

Lipoteichoic acid,

Other inflammation:
Ischemic, Necrosis,

Trauma, Burn

Acute Phase Response

/l—"otentiated confounding factors \

Genetic: Apo a5 gene
polymorphism

Fibrate

Liver diseases: hepatitis,
chronic liver disease
Thyroid Hormone

replacement

Change in
Other proteins involved in

triglyceride metabolism
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[ Change in Apolipoprotein A-V level ]

{ Change in Triglyceride level ]
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IL-6, IL-4, LIag INF-Y[43, 48]

@

A [ I'd @ d’ s 1 @ a
nalnlumsmumsdunsizinia lvdunduveslaTa lamiszuanaanueen lleausianaz syoznan
N850 1wy luszezusn TNF lildSmagemaiumsiinuaeaeu lailumsadialviulaenss ualmain

Y v . du R Y W ) o o Y]
ANUANTUVN citrate Tuaaduduiludinszqumsiiauueaeulal acetyl CoA carboxylase Tumse3ig
nsa lvsiuae I luszezaeumuan TNF  Twadiumsiavveaeu lainldlumsadransa lusdungy 1dun
acetyl CoA carboxylase (ACC) 1aig Fatty Acid Synthase (FAS)[49]d M TUIL-6 uag IL-1 AmalunMsIng citrate

@i Tuvazn IEN-oUl0 1dTnade citrate[49, 50]
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ﬂ15§ﬂ£§ﬂllﬂﬂﬁﬁEJ‘ﬁﬂﬁﬁmiﬁﬂaﬂﬂlf)ﬂ‘l]f]ﬁ?t’noxidation vosnsaluiunazanmsadien Taufiay
[51, 52] WAMIARMINUI  LPS, TNF, uag IL-1 mlimsianveaenlad acyl-CoA synthase (ACS)Iu
mitochondria anaufunalifnsalviiu liaunsaidr 1y mitochondria iiei§i5en oxidation |Auazdafins
diumsihanveaen lafacyl-CoA synthase fi microsome iHuralinsaluiugmihluadadulnsndise lsd
NN NNTEUINNTS reesterification[53]1HuIZIAeINY LPS, TNF, iag IL-1 839119 carnitine palmitoyl
transferase-1 (CPT-I) «?qzi‘lumullcnﬁﬁfﬁnﬂuﬁm%"uﬂf]ﬁ?m oxidation ve4nsa lusiuilignsedindnanas

#e[54]

= P A o ) o & 4 o @
wonnniLPS,  LTA,  uaglylalaivareriadinszdumsaatsluiuamiiese luiunen
nangluviaeanaasiuazdainaana[12, 33, 36, 39, 54, 5511AUHIUNIIMNMINTZAYU hormone-sensitive lipase
' < ) Y a Y A .
(HSL)[55, 56]pe19 lsnaunsnszau HSL vod 1o Talai hildmaainnisnszduatunismsiiiugene expression
' g . Ea o Py o A
Tagasaualumsnsgdurun1§nsen phosphorylation[57, 58JuazLPS 52un le Ia lmia 9 delinaaanis
° . 3 ] Y] = s A 3 ' o
11191 VD9 ACS Uag fatty acid transport protein HuraliimsasieInsndwe lsaearauiuunandsnuves

wrad lviiuanaa[s9]

A 200 v o & o A v &
Tuvazhiinig acute phase response #aved lasTa latiazdudamsldnsa lviiudundanunnduile

o & o o Wilas & & o o
auazialafeo,  61ilunaliimaiinga lvdudhddumuiunes 1 duasdedulumsdunsizd Insndise

l5duay VLDL Ndusio 11/

o w a A v o & g Aa = 7 o
2. msanasueImstiea  VLDL:luaziln@ vLDLAa wanduguiluluananil Insndie lsailu
dawilszneviedesaz 55 - gmilamdesmlunszumion Tnsname lsaniedneluszgndosTaoou lmi
{ a & o A o ' ' {
lipoprotein lipase (LPL) 10ga1A2904 endothelial cells 1¥ilunsalusiumierir 14l uaada1e wu ndunile
@ s Lo A v v o QY ~ < A2 A ~ '
lugiu nagtou'ld hepatic lipase Ner31991060 ¥11% VLDL duwiadnasuasanununiuiuiiuGoos (5o
intermediate-density lipoproteins (IDL %30 VLDL remnants) lag low-density lipoproteins (LDL)AINAIAY 13
A7 2 &3 IDL uag LDL azgminaudngay Tageifivapolipoprotein E (apoE)iaz apolipoprotein B-100 (apo B-
100) Wudredui low-density lipoprotein receptor-relatedprotein (LRP)(ta2 LDL receptor (LDLr)ﬁﬁ“UGiEJM],‘]J

A
AMUNINN 3
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%

7N 3 M5MA VLDL, IDL, az LDL NAU[62]

Tungifimssnaunudn Les uaglslalmiTnalunisaamsiauveaoulal LpLIasnuig
1850 Lps Tuvnasnzifiumsdaunsizd VLDL uadh18suluviageazaanisiida VLDL Fumans i
MsauYee LPL finduniiouaziiono luiul33] dwsy TNE iYeyaninmsAnu lunasanaassnawsn
aA LPL expression lutwaa luiiule3, 64juamsanuludainaasslunaidem liaivayui TNF fildims
WatulaaueamsThanies LPL[4I, 43, 65-671uena1nd LpS uazlaTalmiaunsnannsadi apoE mRNA

Tuitioigoa199 TaomwizAu[47, 68, 69] ¥4 apoE Haaud1Anylunsfiian triglyceride-rich lipoproteins
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Changes of Cholesterol and LDL metabolism

WuMs/asunaasued total cholesterol, HDL, 1az LDL luanzmaiuihodouwdy vesdasiluuny
uanA199n U primates Tagnundaifluunzaziisedn cholesterol Ay e primates 52619zAARAY
c'f;mamLmﬂ@mﬁﬁﬂajmmmmaﬁ Fauuanue1fetuszdy cholesterol “lmﬁaﬂ@%w’{mﬁmmﬂﬂtjuﬁmf
funmedszauiiaininly primates [1615smsnlaoumlasdanaruma 2 nalnie msdunsei cholesterol A

]
A o

v ' ¥
A1 11aLNTAANSAIIA cholesterol NALLALITIDIBDDUY

: 49 - do  deyya
1. mMse31auaznsnascholesterol NAY: Tunnzun@smeadie cholesterol ldlosidunaznd1dian
b o g AN 2 . 2 2

Fanmilusooaz 10 wazdesaz 15 (@AWW cholesterol Wanualusumemiiu Juaeulumsaiia

a o Ao o A ¥
cholesterol 1 5 mumuwmﬂmuj ATUNINN 4 “lmm

- M35 Aceto-acetyl CoA N1 Acetyl CoA 171 HMG-CoATagiou 14iHMG-CoA Synthase

- N9 Lﬂé&l‘u HMG-CoA 11]11 Mevalonate Tattou'l1] HMG-CoA Reductase

- Mevalonate Qmﬂéam*ﬂu isoprene based molecule fo Isopentenyl pyrophosphate (Isopentenyl-
PP)

- Isopentenyl-PP gﬂnfa"ﬂm‘ﬂu Farnesyl pyrophosphate (Farnesyl-PP) Taatou Lo Farnesyl
pyrophosphate Synthase (FPP Synthase) uazgmﬂéﬂu@' 9151 Squalene Taeou'lsi Squalene
Synthase

= 34
- Squalene f) ntlasuiilu Cholesterol
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HMG-CoA HMG-CoA

Synthase HMC Reductase
Acetyl CoA + Aceto-acetyl CoA p )J\,
£

Isopentenyl- PP

FPP Synthase

Farnesyl-pp

Squalene Synthase

Cholestorol
U

a ) Ao o v d a
MNN 4 YU UNA ﬂuﬂ1iﬁﬂ!ﬂi1$“ﬁ cholesterol NV

lunnzifimssmaumsdninlunymudn LPS nszdumadansizy cholesterol Famsnovauos
fananazdnnmaiiumsdaaseinialuiulaeldnanlszana 16 s Tuandaldsy Lps [13]ﬂa'1m7iﬁ1ﬁq;
feMINIzdU mevalonate pathway Tngrumen1snzduien sl HMG-CoA reductaseiiiosninluvmzi@oriud
fimsanasvesnisihauveaon'la] Squalene synthase Fuffuoulaniisuilulumsdunsied cholesterol 1
Seudain denaldiimsiiumsadie cholesterol Taianmin[7o, 71]uaﬂmﬂfrﬁqwniﬂﬂﬂ‘lﬂﬁwmwﬁﬂ 1
TNF-0L, TNF-P, IL-1, uag TNF-yAiinaneonlan] HMG-CoA reductase 1A Squalene synthase 1UIAEIN

< 1 % A 1 A
LPS[39-41]iiumali¥ mevalonate metabolites #aunHegniagwdng nonsterol pathways 1AW 5
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HMG-CoA 'NMG-COA

Synthase  JNITRN  Reductase
Acetyl CoA + Aceto-acetyl CoA Col Mevalonate

£PP Synthase

J saualene synthase

Noa sterol pathway Squalene

Cholesterol

o

a = [ d a Aa [ =2 [
M 5 mandasuudasmsdunsizd cholesterol 1 ‘lﬂuﬂ]?%ﬂuﬂ]iﬂﬂ!ﬁﬂ!ﬂﬂﬂﬂﬁﬂ

' Y v

d 501U primatesnuIdolimMIAAARHTONMISNATLAL total cholesterol WAARAITINDITLAL
HDL 182 LDL cholesteroldas Tagwui1 LPS 5354 lo1a laal 1dun TNF, IL-2, IFN-B, granulocyte-macrophage
colony-stimulating factor aAFZAY cholesterol Tuvaizi IL-1 laifinademsnlasunassedu cholesterol [14, 37,

< a @ A o [
72-74] Tagmsanadued cholesterol (Pl lufian19AeInUN1TaAY04 apoB na I 1#52& cholesterol aAag
o . a A4 9 .

Taifimsdnplu primates Taoase uaimsfny lunaoanaaoaitae9a 18 human heptoma HepG2 cell W11 IL-1
o o o ¢ > — A o ¢ '
Fudamsdaunsizricholesterol 3IUDINTHAY cholesterol LAY apoB @113 IL-6 IWUNITEIAT 1T Yicholesterol L@

YauReITUNAANINE cholesterol §8[75]d1 IFN-Paansdunsizi apoB[76]

2. maffa cholesterol: M3AnE luviynUTiNIaAaIwes LDL receptor 1ila 1851 Lps Taswuiuily
msnaeunlasiiszdy postiranscriptionlag liifinase mRNA Tagasa[77]uaznunimsanasvesnsiias
apoB #ouiul69] msulunyudnuims 15y -1 uay TNF ALY LDL receptor 11
human HepG2 cell[78, 79]91nM3AunuaIna1uumstuiuinmnouaueedenizmssnauinnuiand
fulluunazadlFd

o

TuanzilnAndenniifingiia cholesterol 1H1gAVNET cholesterol daulnajazgnivneanaINg ANy

v
v '

Tagr1uma bile acid Faludadidesgndlrounnunimsadie bile acid AN 2 pathways A0 classic LAY

U

alternative pathways I 6
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4 ' Ed ' v
- Classic pathway 139 Neutral pathway navufiyadgaumniv Guduimsmauveaen Lo
. o .
70-hydroxylase Me1u microsome Iaemsiagu cholesterol 1l 701 —hydroxycholesterol“dﬁﬂ

o & {4 g !
nantiuazgniasuaeiilu bile acids Tuige

- Alternative pathway W30 Acidic pathway 13udufinissamuesonlsd 27-hydroxylase 11
m3laou cholesterol 1311 27-hydroxycholesterol Fatuaoufinulu mitochondria Voumadly
zfméaémuammﬁuﬁw Wﬁﬂmﬂ‘ljju 27-hydroxycholesterol ﬁwgmﬂﬁﬂm‘ﬂu 7,27-
dihydroxycholesterol #oeu Lo Oxysterol 70l-hydroxylase uaxgmﬂéﬂm‘ﬂu bile acids ﬁ

< : 2 S S T
awysaine FstuaouiinuNdumiugo]

Classical pathway Alternative pathway
(microsomal pathway) (mitochondrial pathway)
Cholesterol Chiostony
27-hydroxylase
7a-hydroxylase (CYP2TAY)
(CYP7A1)
27-hydroxycholesterol
7a-hydroxycholesterol
Oxysterol 7a-
hydroxylase
(CYP7B1)
7a,27-dihydroxycholesterol
Bile acids Bile acids

a4 9 v, " o ¢ v
MAUN 6 YVUABUNIIAIN bile acids ‘luﬁ'ﬂ?mﬂ\‘]gﬂﬂﬂﬂuﬂ

A 9 . . Y a . o . .oAa ! a

IDTIN bile acids H1AIITUNTIIN (conjugate)NV taurine LAY glycine N pH voesumelunnezilng
ﬁ11ﬁ6§1ﬂ§ﬂ%6& bile salts NM5HAY bile salts ¥111 U UF 1IN cholesterol LAz phospholipid a’aﬂ?j canaliculi
B . ' oy ¥ s o . a 1 . .
Maiipeninegluglfazarnirlduniulumaddvilsznoulidremisaosdunodu apical (1ag canaliculi)

1ALA U basolateral (Lﬂﬂ@: sinusoids LA portal circulation)

M3 bile salt 910 portal circulation AU FAAALITUAUTABEIHY sodium  taurocholate-
cotransporting protein (NTCP) 32311 organic anion-transporting proteins (OATPs) Wae¥ia 1un OATPI,
OATP2, 1oy OATP4 UMY canaliculi 3IMIHAY bile salts i’)i’)ﬂﬁi bile ducts lag1fy ATP binding cassette

superfamily AR bile salt export pump (BSEP %30 ABCBI 1), multidrug resistance-associated protein-2
(ABC) superfamily ']
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(MRP2 1150 ABCC2)dam i 7[81]tije bile salts QN secrete0dnq canaliculi 9213052 @11W phospholipid tay
cholesterol 318! canalicular membrane $UFUTY micelles HipoREMIVUdIPONINIAdEURE T Fad
mu‘f:mﬁ"ﬂ Multidrug resistance-3 (MDR3 130 ABCB4) Glumgyéf 18¢ Multidrug resistance-2 (MDR2) “luﬁ'@ﬁ‘i”«lu
ung MSUMIVUET  phospholipids tazld ABCGS may ABCGS 3aufiuilu heterodimer lumsviaa

cholesterol EJE]ﬂfj canaliculi Gif]]lﬂ[82]

Portyl witabe E ’ 1Y . = _ Alemgtve
e e _'6J-{~. wteme e

oS
- 5 -,

e
- L e |
M &7 Al

- — -
.
S iy &9
- " g P
- _ e

B =
" E,..i

y 4 d o v
MWA 7 MIVUAA bile salts NBAaAUEIUNA portal circulation 1A bile canaliculi(U5unagn

19NEN391304 [81])

]
@ °

Tunnghiimsenaunud Lesuas lelalmidaginaaanssiiets cholesterol NfuLATMIfITa
1 Fa
cholesteroloanindu Iaslunasanaassilfisadduvesuyudnui  LpS  fudimsadraaymshauues
@ o @ P3 ! a 2 .
1o lasa] 70-hydroxylase MAMIdunT1ey bile acid 910 cholesterol anad IasNUNHATEY LPSINATUDEN
< A o Yo a 1A = "y o g o A o &
saa51melu 90 AindenlASULPS taznadeiiiosdeenatios 16 $11ue wennntl LPSHslinadudans
o ¢ a 4 ' { & a
Moo laal 27-hydroxylase 1182 Oxysterol 70i-hydroxylase Iaeiiadusinnaen 8-16 ¥1luauaziia
) ' I 9 A
AvLilo0d19108 24 ¥ IueFauaaad LPS nadudamsadne bile acids Naa09 pathways[83, 84] 145U TNF
I @ :,/ [ 1 = Y
uag IL-1 Auwadudamsdaunsiziou la 27-hydroxylasetlig Oxysterol 70-hydroxylase (¥ UIASINU[83]

0 o 4 ! ' . o o < VA
ﬁ’]ﬂﬁ"ﬂﬂ?iﬁﬂy1l§93Wﬁﬂ9ﬂ1i‘ﬂJuﬁq bile salts @& cholesterol UUﬁ%}@NaGLUﬁﬁ'JWHELWg WTJ’J1LﬁE]

1851 LPS 923in5aAadveq bile salt uptake, bile salt secretion, 118 bile flow 1AgiiNIaAAVDINITUATIEH

Tal5Audi1Fumsuuas bile salts 14us NCTP, OATPI, uaz OATP2 Talsauiildlumsdas bile salts 99AN1

canaliculi 14uA BSEP uag MRP2[85-87]uﬂﬂﬁ]1ﬂﬁy Lps afimaaanmsdunsizy Tsauilslumsvuds

phospholipid o0 11/n5ow bile salts 1ALLA MDR2 [86, 88]uaﬂﬂsﬁuﬁ1«%’1umsmudq cholesterol 8811114 bile
y

1dun ABCGS uay ABCGS[89ldatiu LPS a1 lfiimssuniumsvueaena bile salt, phospholipid, oy

s
cholesterol 89NV NLIEAAAD



17

Myaam3ada bile acid vousadaulunizdu 1wu IuTumaved knockoutanimals 191114 pathway
o L4 = % A o = 4 % 1
Tumsduns1es bile acids 1d0 11 pathway Hile 3UMINUMITINIUUDIDN pathway INOTALBEY FIA19INNIL
A A & 4 ° o § & o w
NimsaareNivzlimsanminiauaeniges pathway laoenziilunsaamsiivg  cholesterol 007N

' 4 < o &
iNﬂ1fJLﬁfJiNﬂ1$J%$Lﬂ‘]J cholesterol 1%1%11481%%%1]1!

Lipoprotein  [ajdo laTdTsAuilsznoul@eLDL AT apola] 1mzAnagaledanyly primates
1 :JI = <3 1 = v W 1 T 1 Y]
wiu malasuuilasues Lipoprotein [a] lunnzanunuihemeunduds liuidauiemsaninunsedy
. . A 2 = ' 1A A ' T Yy a
Lipoprotein [a] iiindu 11amsdnynun inasuasmsenuinanas [90-921anuuana1ed19due19Aa
1nm3 laTeaiio lumsiaveausa MIANHIANA NN Y HIDIAAIINNITADUTUDIADAIILATONAUNUANAI

nulunaazngquininndnyi[ie]
Changes of High Density Lipoprotein metabolism

A A A A 9 ' a o
mslasunasves HDL lunznimsaawensemsenaulusienieaziinisanadvesseay HDL
v v v
cholesterol 11ag31121 HDL particles[13, 93, 94]5aunsdimsulasunlasnadnyuzves HDL Tasnerdosiy

reverse cholesterol transport pathway¥3 140112 UnAHDL 11910 3 uvas 1dun

- mﬂmsagnﬁﬁuclugﬂ apolipoprotein A-I (apo A-I) $9UA20Y phospholipidi38n31 nascent
N30 precursor HDL

- vnmsadiia 1ddnlugilapo A-T

- wnivealalyTisAuBuii apo A-1 181 VLDL ua2 chylomicrons ﬁwqmanm%qﬁ'ﬁmi

aae vl (lipolysis) 1142115 uAUaIUAING phospholipid

Precursor HDL Gdlﬁﬂgﬂugﬂapo A-I-phospholipid discs 251101 free cholesterol mmcﬁaa”ﬁhmuaz“laiﬂ

=

¥ 1] v
TUsAusaduNT cholesterol USu1IN uaﬂmnﬁﬁaﬁzau"lmﬂ lecithin:cholesterol acyltransferase (LCAT) %

2

g
' a o J t = o

luideason)asu free cholesterol 39U Ulong-chain fatty acidiili cholesteryl ester FuiluTuananazaieila

¥ 9
ligvudr Tegaruluves HDL Welimsazauves free cholesterol 1Az cholesteryl ester WNINTI R3S 19U04
I = ] dgl A I £ Y 1 o @

HDL Hunsenanuaziivuialvajnniiwsoss naeillumature HDL %9lAunHDL3 1ag HDL2 audwy Iag
I Aa A a [ 9 A A

HDL2 HuTwanandvnalvgige danuvuuniviiosiige Jdiwisznouves  free cholesterol Az

cholesteryl ester MWﬂﬁq f

o J Y 1 =t an A ax . . A @ =
13U7 cholesterol MINLFAAANNUIY HDL W05 A1D 15 passive desorption wazuuunedeldsau
I o a - & ' = ' ¢
wudam 35 passive desorption NATUINMITHANULANA19UBILT UM cholesterol 5¥HINTARLAL precursor

HDL (physicochemical gradient)
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]
AYo

ﬁm’i‘”ﬂﬂiauﬁ!ﬂuﬁawwz@giuuﬁamaﬁﬁgﬂuwiﬂﬂ 141A type I scavenger receptor class B (SR-BI),
ATP binding cassette transporter, Al (ABCA1), ATP binding cassette transporter, G1 (ABCG1), tt8¢ ATP binding
cassette transporter,G4 (ABCG4) 1189910 HDL 'lé}%ju cholesterol mﬂl%ﬁﬁ@hﬂﬂ %uﬂmﬂﬁlu mature HDLLLE%%‘ﬁW
i fivuds cholesterol N1 l1fumadidoams 4 cholesterol 1AL (F8ANTEUIMMIAN reverse cholesterol

transport A1UN14 3 3B AIWATNN 8§ AD

- Cine
— Hepatic, —-
. lipase
, LCAT
opHIL | LCAT
BCAY Pfr\ jnj']l.i';:j.‘.
Macrophage Macrophags

WA 8 reverse cholesterol transport (USuasuaintena1591999[95])

- HpLafaswilu HDL iy HDL @& Tae HDL, 1450 apoE nanerilu HDL, aawnsaduiy LDL

Ao o Y A o v Y 1w Iy ] 4
receptor mmm:waamm"lﬂ o1 cholesterol NAVIMNFALLALIEAATNADINIT 1T cholesterol 3

U
4

Taea 1) HDL, Tilsmandnlunissida cholesterol Tunyud

- 9178 cholesteryl ester transfer protein (CETP) 11 cholesteryl ester 890910 HDLzﬁ’ﬁdnlaTﬂIﬂi Auny
Y 1 @ = J o = s

apoB IAUAVLDL, IDL, LDL t4ag remnants lagsandy Insnde 15d sivlnsnawelsaeenain VLDL,

IDL, #ag LDL 11g HDL &4 'laluTus@un 185D cholesteryl ester 31910 HDL 92nauidngauriuni

£

@

LDLr ez LRP so'lt Fomadiifu3sndntumsiin cholesteryl ester 910 HDL ndudhdduve e
1a primates FIAAUEHTY HDLZﬁ'ﬁ"lmﬂ%malliﬁ'mmﬁ?ngmau"lmﬁ hepatic lipase 808 In3NALLD
séiften/asu HDL pdwilu HDL,

- HUN SR-BI ﬁagiu?mmﬁwmmaﬁﬁu, dounuanla, 5919, nazdaume & SR-BI 921119

k4
cholesteryl ester !flsﬁq waamiy
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@

o U 3 [~ H L% T % o tﬂ' L3 1 =) 1 %
mstva HDL &9 laifluiidhlamida arunilagnindaiduriunie apok taz LDLr 9ndIumiie apo

A-T%ga00n91n HDL udagnnsesriuniala

Tunngiimssnaunyd HDL agiivina lvgiininy HDL MANAMNHUMUENINAT HDL(ANN
] ~ J ~ ' S~ < 1 a 12
WuwiudAeum HDL,) 38031 acute phase HDL %33 cholesteryl ester iiudamilszneululsmanios uall free
J v A = J
cholesterol, In3natye 134, uaznsa luiudaszun[96]3Msna1IDIUNUINYDY apolipoprotein serum amyloid A
b g A ; g o :
(apoSAA) #9170 acute phase reactant %uwﬁm%ﬁﬁumnmu, macrophage, 418¢ endothelial cells [97] Tagnun
TuA e NI IS UIRIUNAUIZNUITLAL apoSAA ANV 100-1000 M1[98] FIMTHNVUUDS apoSAA 1111
11311 cholesterol ﬂﬁuﬁﬁf;jﬁuaﬂm[%, 99]Lli5ivlﬂlﬁuﬂ1iﬁ1 cholesterol Lﬁfﬁijz macrophages Tuvaziacute phase
v
HDL 1i1/51181 apoA-T anas[99, 100]aaralin1s1in cholesterol 80nINIHAGA1S g HDL ldanausniini
[ [ a =3 1 Ao o 1 9 1
miamﬁumwwaaﬂﬂimmiﬂmumm‘nmrﬂumanﬁxmums reverse cholesterol transport Ilﬂl,!,ﬂ aa LCATI[14,
o o J o )
1011%111%M3111 cholesterol 8BAINI¥AAAAAY, AR CETP[102]11111n131i1 cholesterol 887910 VLDL, IDL, 1A
' ° { Y I
LDL 141¢ HDL Howaq, uazaaouled hepatic lipase[11111#msnasundunnilu HDL anas
A~ o w = 1 3 csy
acute phase HDL 1 apoSAA e1309nRA19A08NIINNILIMABADE1N3IATI[103] HONINT
apoSAA a1350%1 1% apoA-T naaan HDL ¥ 1% apoA-T anas11en [18, 1041damwaldszéu HDL luidenanas
' < A = ' o ' A A A =~ = A
pg19 lsnauimsAny1Nszdy HDL apasnouflozlimimiuves apoSAA[101]uaziimsneTunynining
I 4 ' 4 Fa v Fd
BNAUFTEAY apoSAA gatiug lIAUMsANIUYEY HDL cholesterol t1ag apoA-I [105109UMIINNAUYD

apoSAAD1 TN TeeUNTanaIved HDL 1Az apoA-I

aungduni Iimiilumsth cholesterol ponMINEAAI YO HDL udadlaovirlvi/Sunaes

'
a

phospholipid lu HDL anasfo MIanasued phospholipid transfer protein [106]Lla$ﬂ1’iLW3J%u*‘lJ’ENsecretory

2

1 1 ' ' ' 4
phospholipase A, (sPLA) Fuiluoulanifidos phospholipid finglu HDL Taswuilunyfitiszdy sPLA iy

1
= 12 o a

Y ' Y
v2iiszdy HDL @nimyaln@ [107] uenaIniimsmuauves sPLAzﬁﬂﬁ' HDL 1lana1laes oxidized fatty acids

@

’ a 2 ) L a ) a4 o 2o qy we
!Lagﬂi;! uﬁ' LUASUMILNUNITETIN lySOphOSphthld NAY [8] "]Nﬂ'lﬁlﬂaﬂullﬂaﬁwqﬂﬁnﬂuﬂ'lqlﬂﬂmﬁuﬂﬁm@\j
=\

] '

. . , o ,
HDL NOUADNIIoNLaULLaL atherosclerosis (anti-atherogenic and anti-inflammatory HDL) Lﬂﬁﬂu“lﬂzﬂuimaqaﬂ

LW atherosclerosis 11AZNIONLEAY (pro-atherogenic and pro-inflammatory particles) [100]
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anudmnwvesezliflalilstiwe v

Usziaanuidlumveses 11/1a Ty Tysaue v

wunueaduveslalu T TusAugnaiugudiees o la Ty TusAu Seegiinaveslaly Tusiu
dmsvozTullaTd Tsdue 1S ez T la T TdsAuiigndunulugae 3 2544 Taedsmsdunuuandrenines
Tla Ty Tsaurindugzgnasie ldnminmdoweangd [108] udez T la Ty Tusawe iigndumnuay 2
Bomindse 2 andulunmlddeiu Taenduusn1F3iuSeufoumsis ssfaveasiaiugnssu (comparative
genomics study) TagrsaiuznIINUILIA 200 kKbyoanyiouduuyddmunusiaiugnssuvualszna
30 kb fiogfAn NN A UENTIN apoA-UC-TTVA-TV U Tns TuTaug i 11 Sy q23fanundeadsiu

1 @ 4
sgnalunyioluuywé[2s]

Snndunilafunylasiudyonmsmdaduesnuiadauieansuioafuna Infiva 1§ uiins
Founwuines 18 Tnenusiaiugnssulnif himennuinseuiinedesfunmsutwiveusadsamilaly
sﬁ”ﬁﬁugminﬁﬁﬂdnﬁﬁﬂmﬁumsﬁNmmﬂﬁué’ms{ﬁzﬂzmﬂmmmmu'qﬁammﬁuﬁﬁmﬁaﬁuﬁmm
vesoz 11 TaTyTsaue TS Tasnuniianuadendadiues 11/ 1a Ty 11s@ue T (apolipoprotein A-I, apo A-)
wazoz 11/ laTyTs@ue TS (apolipoprotein A-IV, apo A-IV) wazwuez Talla T Tsdme i luhmansvos

‘Piuﬁf AUl HDL (plasma fraction containing HDL particles)[24]

anyazuedny 11 lalyTysaue T3

oz T/ laTu TusAwe llSveawynd luTusAuiivsznouludrensaezilu 366 daisosdern Tnsi
anundondsiues TlaTu Tuswe lSomiy 71% [Rsliazadeiuludaiiinges (1097 udndiauagndae
uuwuimzTﬂ'lahﬂ‘ﬂ3ﬁuLa“l%liﬁ%’m%uﬁﬁuwinfuuaw5qaanu1dﬂszgtﬁzﬁaﬂ [25] Tagwunsaozd Tudiu
Yanevesez 11/la Ty Tals@ue 1Win1edruesii Tu (amino terminal) Usznou lidronsaeziilu 23 drezgndaeen
ﬂ'au‘ﬁi]zﬂmﬂrﬂuazTﬂ“laT“JJTﬂiﬁum'lvﬁﬁﬁmngﬁéqﬁﬂiﬂazmm‘%‘wm 343 @7 [110] ABNIUMTATIVINDL
Tﬂ'laIﬂTﬂiﬁum”Mﬁ’ﬁ’w?ﬁasﬁﬂTﬂsﬁuﬁ]Wﬂﬁy1Lwﬁawam1gysT (immunoprecipitation) wazmsm
electrophoresis WU Tuanaveses Tu/laTu TulsAwue inaeud luswsulugaunue (single band) Fauea
imziﬂ'laT‘iJTiJsﬁum”l%liﬁagui“l,uﬁ”wmﬁmﬂlmwyﬁgﬂuimaqmﬁm (monomer)  [110]a1gaTiNIATIIADY
Ta/'la T Ta)s@ue 1W$@1835n1agiidunuiner 1auns enzyme-linked immunosorbent assay (ELISA) e T
ﬂ’nmsﬁ'm’fuﬁagﬂuﬁwmﬁawamuyﬁumazﬂﬂmﬁ' 157-258 i lunsudeadans [30, 111] Fedesmniie
oDy apo A-1 MiudIualsyneundnyes HDL
msﬁﬂmzﬁmﬁ'ﬂﬂﬁﬁ%’wmﬁﬂgﬁ (secondary structure)y0402 11/ Ta 11/ T1/58 10 T Jwun

wmiteudvez 11/ laTdTsauTlaena ) Al O-helix M10da 50% [24, 112]Taeonmstarnveelilsaude
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tetraproline ﬁﬁ‘inwwﬁmgi“lné’ﬁud’mﬂmﬂm{mn% (C-terminus) 1% Tuanavesey 11 1a 1o Ta)sAue 1vAd
mafiady (truncated) dwisuTnssadanfegil (ertiary structure) Saliidlufinauunidali7) umdoining

mileudvez 1Y 1alu11sAud (apolipoprotein E) tag o211/ lalyTdsduedu fe Tamlaremsvenddudianiy
Tusfu wazdmateeziiluGosdniiu - o-helix ﬁuﬁﬁﬁ’uﬁ?mﬁmﬁaejmauatn[113]uanmﬂf:f7awuimziﬂ“la
T Tals@we lwegswiulaTyTus@ud1eq Tdun VLDL, HDL, uag chylomicrons s liwnsaufiy IDL, LDL,
ag ﬁlwmﬁmdauﬁw] (plasma infranatant) [1ogaus s aﬂﬂ"laiﬂiﬂsaum'lw’fgmmmﬂé&uszwin"la
TﬂTﬂﬁau%’wé’uﬁag”luﬂizumﬁaﬂif;amiuamﬂﬁﬂuﬁﬂzﬁGﬁnﬁazTﬂ"laiﬂTﬂiﬁum"lm“lajﬁ"lmﬂmﬂwafjﬁaﬂ

ﬁqLﬂuimaqaﬁazawﬂiuﬁy1'lﬁ'ﬁ (hydrophilic) tragwumstanaeugenarmiiouives Tu/laTd Tusdudns

(apolipoprotein C-II1, apo C-IIT) &t lumsmunveaduues Insnde lsademudiu [114]

unumeses 1i'laldTdsdwe Wi lumueaduue s Ininawe l5a

ﬁEjﬁ’uwuim:Tﬂ'laIﬂTﬂsﬁma“l%limmmﬁuﬁu heparin affinity column (@& heparin-coated surface

I Y '

plasmon resonance chip[115] lumandeafudiigseauies T lalyTusaue ldieusaswljfsonmsdes
Insndimelsaniodlula Ty TdsAuin Insndwe lsfodinn  (riglyceride-rich  lipoprotein)  Tneifugaaeli
heparin sulfate proteoglycan (HSPG)ﬁ%U@éﬁH LPL v‘inJﬁﬁ?mﬁu‘lmﬂﬁma"lsﬁﬁagﬂu triglyceride-rich
lipoprotein ttazoz 11/ la Tu TusAuie vl$as Wifinary LPL fidesassegdase [116] SuFeimiiivesez Tu/laly
Tils@ue vife msdsunlaeuseiInsndime lsdludoadensii laTu Ts@udwinenas HSPG fegu

] 4 '
Anradiiie 197 Insndiwe 1sdanla Ty TusAugnienlani LPL dooladiotu dsnmii 9 [113]
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Transfer to HDL

Receptor
Binding

_A _4¥ LDLR Family
. Member

-
(/
49

GPIHBP1 =

Free Fatty Acids |

Endytosis

M 9 vrnnvesezli lalililsaue W inenmnueasuvedlnsnamelse[113]

imsanuteaauidueses 11/ la Ty TusAue T Sdmunduiu heparin USHW residues 1 210 nay
4 v do wa o ] [ .
220fiszuan Wenaewugi ldquawiatide T luaunsodudn  heparin  1A[1171TumeFenuns
{ a J o { . { o 1
lasunlasvesiinndle'lng (single nucleotide polymorphism) ¢.553G>T 1 1viin151/aeu base pair NAWLHU
. <3 . &£ = v o Jdo Il 2 J o
162 910 cysteine 114 glycine4T allele HnnudwRUSAUANUEINTDVE LPL TumsdesInsndiye 15 Taei
{ = = 4 = 1 Aa § 4 g 1 ~
T35 1990902 T Ta Tu TsAue TvSunlden hiilesnimilaeunlasdiuiill  disulfide bondFuieiniudiui
' v @ 9 = Y = ' ' a v o
rvlumsiuiu HSPGHT T 1 allele v lszan Insnawe lsdguiiuaeurivesauilnd uazfiflu homozygous

'
= a

A A = [ = J A = a a o 1 aa
AU T 2 alleles %SM‘JZ@‘U]‘l‘VISﬂﬁl“]iﬂ]liﬂ(lulai‘)ﬂ‘ﬂq%ﬂﬂiﬂﬂq\imaﬂﬂﬂ 2,292 daansuaeiasand[118-120]

wennnfioz T la Ty TulsAue Iideamnsasufudsudulunguferf LDL receptor 14 LDL
receptor-related protein (LRP)[117]8dm52elumsida VLDL gy uaziinmsdunuiies TallaTd TusAwe
TWenilidauswlumunuodduues chylomicron 1a83183UYU  glycosylphosphatidylinositol high-density
lipoprotein binding protein 1 (GPIHBP1)[121] c’f}uﬂuiﬂsﬁuﬁafjuuﬁwm endothelial cells ﬁTPifJIﬁ/d]'“]th LprL lu

msdesInsnaelsa
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v
msantn ludainuszavez 1o/ laluTus@ue I Sulsandusnsyan Insnawe lsd lwdsaialu
A58l overexpression N30 underexpression Ya4sHaARUEATTURAILAUMIaTIvez T Ta Ty TalsAwe TWd[2s, 122]
asan luwypdwohdiinadsunlasvessaiugnssuiiaaugues Tl laTuTusdwe Iv3 1dun Gms
nAeNUTYe s WaugNI T 2 alleles (homozygous mutation) 117313 19v090z T/ la 1/ TulsAue 1Wiha'ly
91 =} [ = o A ~ v A . %

vnudiheliszau Insndwe lsd ludoageuin Tuvagfinmsnaesiugiiios 1 alleles (heterozygous mutation) 170
9 = a a 9 = A A A asf = Jd A A v 9
AvatinnuAalnamaiugnisuvesllsaustiadunauguunueaduved Insnawe lsanieliilasedn
dunadenswdioiaziligihelinng Insndie lsdludenags [123] od1e lsAamsanu Tunadent Taely

a gy

nanmMINEgNANA AN  (ELISA) lumsasiaiaszaves 11 laluTisAue Wi luden nuszduvedes

U A

Tu/la Ty TdsAwe I Svesdiheniisedu Insndire lsd luideageaziinnmduiug i lufiemadoriuiuszay

Insnde lsdludon luvagidhiiszdnInsndwe lsa ludeandve inuanuduiusvesszdvez Tu/la Ty

@

Tuls@we lWifuszau Insndie 1sd lwdoa naziioiszaver Tulla Ty Tus@ue IS ludifiszdu Insnde

=

lsdeglunasitndznuiisyaves T laTd Tuls@we i lwdeadndiliszdu Inindive lsd luidongs

[30]
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msansudefumsasuslasvesszauazliflalilusaue I usnzmssnaumdsundy

o J ~
msanu lunasanaasdazdainaas i 2 msanuife

1. Tl 2547 Khovidhunkit W.uaganz[124] 1dnaaesda endotoxin laun LPS 111 l1iieq
o 1w d:’ o 1w @ @ $
Y99 (intraperitoneal injection) Tuw1a 100 luTasniuaeds (iylihmineiiu Ae Araz 18-20 nw) Fui
ynafsh Ifuyiinziivmadade (deonhumanilinymedosas s0fe 5 Haansudeiimiinga 100
n3w) Meviungquatguddaiunde tazaIuAURIEMIDARIMITHYTIABINGY LA NI IAPANAIIINMIAA
endotoxin16 %1 139319529M1 115AUAI8TT two-dimensional gel electrophoresistitori1usAuineddesdy
asf k4 a = 4 an
UNUBATUYEY HDL 1duenytialliaude7t mass spectrometry UONIINNITWY apo A-1 AAAY LAZWL apo
4 v Y i
SAA 59193 apolipoprotein A-TV (apo A-TV) tudu Tunyngui 151 endotoxin td2danuga (spot) vesez 11/la
s A 3 ' { [ = @ 1 A
T Ts@we T imuaulunynquin 185y endotoxin  isuiungualuguale uaiiiosaney 1ulaTyTusdwe
~ ) A o ] @ [} o a =~ dy I~
TliAnuiivsmantesuin §33e3e hisusauendredrseonuiimiulsuald awama 10 wenaniilas
v v Y v
MIANHURVANAIINTATIVIZAY  mRNA (messenger ribonucleic acid) wﬁ%’wﬁumnﬁmmwgﬂ@f%
v E4 3
endotoxin ¥H1IAA1 ) UMD mRNA veses T/ laTyTusdwe v Swindunely 8 $aluslaegageis 2.3 1
' A = & o Yo \ 2\ o . Ay yoe "y
1Az egIAnIoana 24 92 Tuarae9InnY 1A5D endotoxin TABTUAVUUIAYDL endotoxin N 1ATU TaenuIA MY
[ v 1w o 2 s A 3
1851 endotoxin vu1a 10 waz 100 luTasniudodrnznuszat mRNA vosoz 11 laTuTus@ue T imuanna

1 A Yo K A o A A 1% 1w = @
RN Glmmzﬂwu‘i"lmu endotoxin Tuvmafidiniine 0.1 viso 1 ‘lemmmam%wmmamu mRNA

vosoz 11 Ta T T sAue 1Sanauiofoudiunsain 11851 endotoxin MuA WA 11tag 12

kA
Y

=2 = v A J J &

msfnuudenuil ldgraveslylalninomad human hepatoma Hep3B lunaeanaaesda

wuhwsiaveslelalnifinanaaiuiinadenisasis mrRNA vesey 11 TaTuTalsAue lulaaiu fie 81145 IL-
' = J A dgl == = @ ' A

6 W11 mRNA vesez 11/ lTaluTusawe T daunsamugaduda 131 + 3.0% Mevfungualugue 100 = 1.5%

pgaliiedAymeada (p <0.001) Tuvmz 1850 1L-1Buaz TNF-Omps2ay mRNA vtz 11/TaTdTa)s@ue

T3 i Rounalas Ao 1113.6% 18z 104+0.8% AN UIRELAUNGUAILANAD 100+£5.4% (p= non-significant)

' 3 = A v A o a o a % g a o
@81\1115ﬂﬂﬂWﬁﬁﬂH']uthblﬂﬂﬂyuﬂﬂ'Jﬂ‘Uﬂ'ﬁl'ﬂﬁﬂulﬂlﬁ\iaﬂE)Qigﬂ‘]_l]l'ﬂ'5ﬂal“ﬁ@bliﬂ‘luﬂ1’J$ﬂ1ilﬂuﬂ’lﬂlﬂﬂﬂwau
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1} Y v
MW 10 1aAIn15529 15AUIN1IIMARIRI87B two-dimensional gel electrophoresis Y8911 1451 endotoxin

Tuvina 100 luTasnsudeda (@wB) WsudunguAILgy (MWA) nuNAd vl 5 nugaveses i/ laTy

3 4 '
TlsAue I ainauTunynguit 1850 endotoxin[124]

Effcct of LPS on apoA-YV mRNA in Mouse Liver

*
300 ek *
2504
= o4
£
g —o— Control
[ —a— |.Ps
£ 1304
L
=
&
mui:—__.__‘___i, % 5 %
Sl
1] T T T T T T
i} 4 k3 12 16 20 14

Time ( hours )

MNA 11 uaaamsasIniaszau mRNA veses 11/ Ta Ty Tus@we I induvesnyndanin1asy endotoxin ¥11a

v 4 3 v v 4 i
100 lulasnsuded wuduiuduawea 8 ¥ 1uandaenn’ldsy endotoxin tazmingITuaerioadednioy 24

2 Taa[124]
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Dose Response of LPS on apoA-Y mRNA in Mouse Liver

300+ *
ek
2504
5 2004 f/%
=
S 7
o //
T 1504
3 7
b= A
i * i
Ir.miim__ ,‘{
_:-"_'_'--'-'_‘-'_--
50 -
[¥] T T T TTTTIY T T T T T T
0 0.1 1 10 104
pgrams LPS

v 0 Fd 1] H
MNA 12 naaamsiiuiures mRNA vedez 11/ laTyTus@we Il iiduvesnyamunaues endotoxin #i 1451
T Ed 1 '
TaenuezmuIuie 1851 endotoxin v 10 1z 100 Julasniuaeas Tuvaziszay mRNA vesez 11/ laTy

TalsAue W Sazanaq o 1851 endotoxin ¥11a 0.1 az 1 luTasnsudedif124]

2.l w.a. 2549 UMIANYIVRY Steffi B. tazamz[125] 1@N13AA endotoxin @A LPS v119
[ ] 9 =} =% [ 1 = 3‘ A Y a a Y o
100 luTasnsulugesiewesnynlsoufsunungunaassgsiainnde Inelinyiuenisamlnd udria
o s o y o
szavoz T laTdTdsAwe I uagseau Insndme lsd luideavesnyiszeznat 0, 1, 2, 4, 6, 8, 12, 24 $2Tug
1899 1851 endotoxin  Tasuaazaanangliny 5 & Taeisnldiaszaves T laluTusdwe lvlife 33
a I a a, { o
Western blot #83310312MI151Na1A2835  densitometric analysis WumM3/asunasvesszaves T/ laly
Tas@ue W uana1991nmMsAn T NAD B5nHEI910N 1451 endotoxin szavez 11 laTyTisdue 1n5ezan
' ' [ v ' v 9 1 v
draslagdingai 4 52 Tuanaa 185D endotoxin (anasiooay 52 MeunUAgUAILANLAANLAUT DO IUFIEAN
o v Y Yo i 22y ~ o ' A o o o a 7
12 #2Tuanae 1850 endotoxin (MNAUSBEAZ 42 WisununguARAWNND 13dmsuszau nsname lsa
1 A -4 :/) 1 o o @ a I a a o 1 aa o 1 1 o
WUIUANTUAWA 1 $2 19189185 endotoxin Aallu 112 + 4 Haansudoasans MeuiunquaILANATZAL
73 + 5 HaansuAsATans (InANiuedNTTed1AYN1ana, p < 0.01) nazasegNTzALIANDN 12 ¥ T U
v Y v ' [
WNGITUN 24 2 TnaNszAY 221 + 24 dadaniudeAFaAs(ReutUNgUAILAUIAD uanaANAuBRETTad AT
] F
NIADA, p < 0.00D)MUMNA 14183910 1A MIANBIAI8MITATEAD total RNA vesez T1laTyT1lsAwe
T induve sy 19dua1835 Northern blot W31 mRNA Aduiimsulasundauswdsiues 1ula Ty Ts@ue

TWiludeadoandiaci 2 ¥ Tuauduiiugegad 8 2 Tuande1n 1851 endotoxinaunIni 15
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18

mA-V protein (A.U.)

0 1 2 4 6 8 12 24
Time (h)

'
o

mi 13 msnfasunlasvessedvez T TaTuTdsAue lW5 ludeandaniniivy 185U endotoxin Naad1iigai 4

¥ Tuanaznugangai 24 43139 (A.U. = arbitrary units), * p < 0.05[125]

200

100

Plasma triglycerides (mg/dl)

0 1 2 4 6 8
Time (h)

—h
N

24

Ed

= B o = % A @ = Yo oA A & oA <
MNN 14 ﬂmﬂaﬂuuﬂawmiszllmﬂamm"lﬁﬂiugaaﬂwmmﬂwwu"lmu endotoxin MAWNIUN 1 %3 luauay

U

1 @

Y = & y A 4 4 4 o & . | Aw o
AN NDYDN 12 F2 139 u3WNVIUDNATIN 24 H T4 HFINNIANNIINNQUAIVAN DY WUUITIAY NN

a a

DD
h3)))

(* p<0.05)[125]
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A'IAQ kb ——
1.3 kb =it W -

0 2 4 6 8 12 24
Time (h)

B 24
019kb
m13kb

[ =

©

B 18-

)

— -+

o

< .

O]

o L

2 I

T 08 ] _

q) -

i | ﬂ

- ’_rh
0 2 4 6 8 12 24
Time (h)

@

MW 154 18AIN3IARI87T northern blot analysis ¥99 mRNA vesoz T1/la Ty Tusdwe TS luwyi1dsy
endotoxin NIAAN AU TaenuNszAUITMgAN 2 52 usuazgegad 8 42 1uanan1n1d51 endotoxin tazwy
mRNA 930211 Ta Ty 11/s8ue IS nvinauand1aiu Av 1.9 Alawa(kb) tag 1.3 dlama (kb)

B uaadf1nasved1)5uaves mRNA 19a ldannnis A[125]

g = A w e = = A o
wennniimsanyuRefudainmsdnmaimslasunlawessedy otal RNA lunasanaaeslag
v ¢ Y o a Cooad s ! o
141988 Human hepatoma HepG2 u@i1 IL-1Buaz TNF-oufud 11y media Mdsamadanudn szdvves
mRNA vos0z 11 TaTdTsAue lWsandiasigansdosas 42 9 6 Frluandanin 1450 TNF- owazdiasigans
fovaz 55 0 8 Hrluandsnn1asy w-1Bawnmi 1euazldmaunailylalaidldszdu mrRNA vosoz
v T v
Tla Ty TsRwe I lanasdronmsiasean mrRNA Tuvazi a5y e Talai Tag@y actinomycin D iiedudans
Y A Yo A IS o = @ 1 <
a$19 mRNA wuduilemad 185y TNF-0m3e 1L-1Biilunan 6 $21ue9ziiszdu mRNA anasedesiasinelu
2 2 lnauanaennnsain 11650y Ia laiedaiivioddgmeada ¢ < 0.05) Tuvasidomad 145 TNF-o
w350 1L-1Biflunan 245 Tuanudiszdn mrNA liuandraannsaifiad hildsy lelalad srnnadredunans
3edy mRNA vedoz 11 TalyTusdue ISandaalugiausn (6 ¥ uausn) naannlasylsla lariaiumnii

I o o q ¥ VoA = ' <3 A
LﬂUWﬂﬂ1ﬂﬂ13ﬂ15@ﬂLﬁUﬂ11W mRNA ullllﬁﬂﬂﬁﬂﬂaﬂaﬂ@ﬂ?@i?ﬂﬁ? AUNINN 17
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A 125
Oo1Sk
m13w
c 1% 1 . 1
o .
w -
172 - -
@ 075 :
—_— - T
o T
> .
()
b 1
b 0.50 _
o
[T %
X 025
0
0 2 4 3 8 12 24
Time (h)
B 125
] o119k
l R
O
w
w
® 075
Q- = -
)( -
)
= | -
2 0.50 .
©
Q .
o 025 -
0
0 2 4 3 8 12 24
Time (h)

MW 16 LaaInsilasunilaiveaszdl mRNA ¥9dwad Human hepatoma HepG2 e 1 Ta lasiastiaangn
Tagnuandigansiesas 42 N1 6 91 Tuanaen 145y TNF-0L (MW A) nazaadiganidosaz 55 7 8 ¥ T

wawnlasy I-1B@mB), * udastsnnuuanaedivediiynadalofsutunguaiuge (p <

0.05)[125]
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A & B .
'Y
&
A
c  Sam - * *
9 n7s * 5 75 1 -
v "
v . pr
e 8 '
o a
b r = .
b @
o
> : 2 !
L] .
© 050 2 S0
o . o
-~ h [-0h |
o &h -6
—a— 241 - -f'
D;‘ S -
0 1 2 0 2
Time (h) Time (h)

MNA 17 naaamsasunilaiveaszdy mRNA 1899101450 TNE-Q(NA) Lag lL-lB(m‘WB) * 91 6 HI 1N
' I A v o w aa A A o oAy 1 Yo P A o il
nuManaweeiiediAgneana (= p < 0.05) weeunungui lildsulalalad lusmen 24 52 Tueladny

1 VoA nm Yo g A v o o aa
anuuananngud 1185 v e Ta laviednedivedagnieadal125]

= Jd = A
mMsAnp lunype: 1 2 msdnuide

. o
1. M3ANEIUeA Steffi B. nazamz IuTl w.e. 2549[ 12513 uiumsdnyuderninaassluvyuas
A o o A a 4 I 1 4 aa o
Tunasanaassdedu Taogise lashnmsansuiuaulunysddemanuaeavesdieid inasingitdeie
< A a &
mawaﬂmﬂwym@mm% (septic shock)¥®dAmerican College of Chest Physicians (ACCP) uag Society of
Critical Care Medicine (SCCM)ﬁL"fl}‘Iﬁv‘Umi%ﬂ‘kﬂsluﬂ’ﬂé}ﬂﬁﬂﬂﬁﬂﬁiﬂwmum Charite-Campus Benjamin Franklin
A Ao 7 = a2 o . ..
Tuileaesau Uszmaeasuil $11am 10 Au iumame 6 Au oo 73 =7 1 &9 Simplified Acute Activity
o Y o o a o R &
Score (SAPS 1I score) [126]luTuusnvesmadisumssnunas 63 +7 azuuuludnouiidiomziye

R § A Yo v o a . . A
LL‘]JﬂmifJ‘ngluLaaﬂ 6 518nﬂi“]“lﬂi‘l]fnﬂiggﬂuﬂ'ﬂllﬂuiaﬂﬁ (1n0tr0p1c agents), Lﬂj@\j%’)ﬂﬂ]ﬂ‘lﬁ],uﬁg

]
=

. g A A A o o A Y o o 2 Yaw A 1 & o
hydrocortisone MINUADAATIVN 2 JardaIAD IULINLALIUN 21 VOINMIHITUMISNHIFIFITeDINTUIUN
PRl T a 4" d’ Y @ Y
Atheennlsalasasae lunueimsuazeimsuaasvesmsaaio amisneonnnmsquanvofiloninla

y y I 1 @ 4 A
wazdl SAPS II score MABN 32 = 4 azuuy mManu@eaaansaseaves 11/ lalyTdsAwe 10531675 Western
Y a 7 a Y ad . . . o 1 = J* Y .
blot a2 UAT 1T ULTUIUAIGTT densitometric analysis nazasinszay Insndiwe 154 laeldy commercially
' o 9w {9 o o ' ™ v o '
assay kit wunszaves1llaldTsAwe I ludunsnidihadhsumssnumlunedihominiiszaudinalu
Y= = 9 2 1 @ [ A v @ aa ~ o = L o 30
Tui 21 Dedooaz 59 Faanannuediivedynuada (p < 0.01) Tuvaziszaulnindwe lsaluTuusnnd
Vo oA = 9 1 A v o W aa = [ @ o = L Y
N1Tud 21 Dedeoaz 59 ednalitiodnyneanau@sIu (p < 0.01) Tasiasza Insndwe lsalutuusnuay
Y= Y a a a o 1 aa o w 1 I = dy ' o
Fuh 21 1dA1nae 152 + 18 waz 242 + 31 Haansureagansauday ag1elsnamsAutinunszauez 1dla

T Ts@we T ludihoudas siedalinnuuandraiuin danmi 18
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hA-V protein (A U.)
Plasma triglycerides (mg/dl)

MNT 18A mewaﬂﬁam‘”ﬂuaﬂﬂ"laiﬂﬂimum"l%h“lumaﬂmmwﬂwﬁdmaz septic shock §112U 7 310420
3% Western blot luSuusnuazSuit 21 ndudhiuns$nu
BuansAunavszdues 11 laTuTulsAue iludeavesdihefiiag septic shock $119u 10 318878
3% Western blot udamsailul5uadae3s densitometry wuhimezTallaTy T sdwe s luuusndin
Tuuii 21 nautsumsnrediivedAnn1eana, *p <0.01
C uansRundese ﬂullmﬂama”lmclumaﬂmmwﬂwﬁ"max septic shock $147m 10 318TuSunsNA

v o w

ﬂ’J']hl‘L!’]‘L!‘VI 21 Waﬁl‘lﬂiﬂﬂTiiﬂHTﬁ]ﬂN UYan WTQ@TQG} *p<0.01[125]

@ @ J
2. M3ANE1VOIH. Xian-sheng tazaaz[127]1ud)w.a. 2552 Td3aseavez T laTyTysAwe 1S
V1 A o o ' & A 9 o o

114@‘ﬂafﬂﬁﬂﬁaamaaﬂmhqmuuaanumuqu FIUMNUA 459 ﬂu’m‘ll131Jﬂ133ﬂ19111u15\11/‘|ﬂ1ﬂ1a the
. a =~ g oA ' v Ao A 2 o .

Second Xiangya Mszmadulaendady 4 mjmaﬂquﬂammam%mmaaﬂmﬂuwau (Acute Myocardial
1 Aa < 2 @ I Aa <

Infarction, AMI) 112 A, ﬂqwnmmmuwﬁ'mﬂmﬂuwau (unstable angina, UA) 116 AW, NQUNNBINTIAY

9 zi‘ o . 1 =} o [ 9 "9

W118N15954 (stable angina, SA) 115 AuazNguAILAN 116 au Taslinmailumsaaesn ldun §

N lsAAL

Yy @

a S A ' A a o 1 aa YA A A a & A
nsolsala, Anse u“lmﬂama”lm“l,maaﬂmﬂm 500 HaansunenFans, Wilatinnzmsaadeniolu 2 dew
Y < ya
a, Anil i 15adou N0, wmwa'lmummw,zg T Tsauesa, wm“lmummumi
snieunse 185 uenagiifuiu, wazdilFongu wsnlugeiivnsdnm mafaszaves T laTuTulsAwe
I Yax Ay o Aa z 1% = o
T35 megiquiuInet (ELISA)smNeszan Insndiwelsd, total cholesterol, HDL cholesterol, LDL
. . S A o v 9 o o VY
cholesterol, t8% high-sensitivity CRP (hs-CRP) Iagtivigoanialy 24 s uausnuaudnsumssnuwas 11l
K v
pABIMITIUAUNDUIIzIARANUdNEaE g IUN AN Taun e, 019, Astiurame, szauthaaludon,
Vv T
uazarmaulavia lavoaTaan 19 4 ngulaiuana19iu 1ATEAY total cholesterol 1182 LDL cholesterol lunguid
Y
Tsanasadoaiia lansaunguazgannguadugy edwiivedidyneada  (p < 0.05) @Iuszau HDL

v o w

cholesterol Gluﬂall‘ﬂll‘lriﬁﬁ]ﬂmﬂﬂT‘i’ﬂi]i]“’ﬁ']ﬂ’.]']ﬂﬁhﬂ’.lﬂﬂh?]m\? HYaIn VIW\?ﬁiW] (p <0.05) ﬂ\W]ﬁN“ﬂ 2
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Clinical and biochemical data of the subjects studied

Characteristics C;z:: SA group UA group AMI group
(n=115) (»=116) (n=112)
(n=116)
Gender (male/female) 56/60 61/54 62/54 59/53
Age (years) 62=8 66=9 66=7 63=10
BMI (kg/m’) 23.21+2.83 23.47+2.51 23.79:2.84 24.02+224
Blood pressure (mmHg)

Systolic 125512 130+14°  135=18° 125£16
Diastolic 76=6 767 76=8 75=8
Blood glucose (mmol/L) 5.96+£1.10 6.08+1.67 5.96+1.55 6.33=1.31
TC (mmol/L) 4.16=0.67 5.56=0.99" 5.47=1.03° 547=136
HDL-C (mmol/L) 1.46+0.34 1.07+021° 1.00=0.27" 0.88+0.28""
LDL-C (mmol/L) 2.20+£0.56 3.9120.96 3.78=0.78" 3.59=0.96

Medication history (%)

Statin 0 72 28" 32"
Aspirin 0 /1 23" 28
B-blocker 0 . 33" 30°
Diuretic 0 5 g 6

Nitrate 0 13° 2 20.
ACE or ARB inhibitor 0 21° 23" 27°"
Calcium channel blocker 0 15" 23" 25

maii 20 AAANYUZN AT INIAZHANTATIINIIHBITANMTV09F119871192 Acute myocardial infarction
(AMI), unstable angina (UA), Stable angina (SA), 1ag ﬂﬁjim’mﬂil (control group); TC (total cholesterol), HDL-C
(high density lipoprotein cholesterol), LDL-C (low density lipoprotein cholesterol), ACE (angiotensin converting
enzyme), ARB (angiotensin receptor blockade), * #1804 UANANIINNGNAIIANDENTTodAYNINEda (p <

0.05), T MUGDI HANAINDINNGY SA BETTET IR YNINEDA (p < 0.05)[127]

o = e A 1 = o @ :;I ' Y U
szau Insndiwe lsa luideavesngu Tsnnasadioanalagadunsenunguldun nqu  AMI, UA, uaz

SA ganINgUAILANEE NN AN NG (p < 0.05) TasA URALDEN 285.96 + 42.98, 252.63 + 31.58, 156.14 =

o

56.14, Wz 94.74 + 19.30 Naansuneliaaans d1MsUNGN AMI, UA, SA, HagnguAILay ua1al seAley

A

T TaTd Tals@we T $lungu AMI Timgafiqe Ao 368.66 = 60.53 W1 TunSuselaaans nqu UA guiludwuda

a

11 19330.89 + 66.48 Wi Tunsuaelaaans luvaziingu SA ladiigaogh 76.54 + 16,91 nTunSuaelaaans

FIRNNNGUAILAUEENTTETIAYNIEDA (p < 0.05)
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Y [
TumsdneiiTinsns199a high sensitive C-reactive protein (hs-CRP) @28 Tagnunguitia hs-CRP

3

=

gafigano ngu AMI 509830170 NN UA az SA aud1au laonguaiuguaziinl hs-CRP @1iiga 510021000

U a q

uaaslumsnen 3

Plasma concentrations of TG, apoAV and hs-CRP

variables Control group  SA group UA group AMI group
I'G (mmol/L) 1.080.22  1.78+0.64° 2884036  3.26+0.49"

ApoAV (ng/ml) 1002742244 76.54+16.91" 330.89:66.48"" 368.66+60.53""
hs-CRP (mg/L)  0.75£0.36  3.77£090° 10.58+2.32""  11.92+0.83"

['G: tnglyeride; ApoAV:apolipoprotein AV. hs-CRP:high-sensitivity C-reactive

protein. P <0.05 compared with the control group; 'P <0.05 compared with the
SA group..

maan 3uaaeszauInsnawe'lsd o211 TalyTsAue 105 ag high sensitive C-reactive protein (hs-CRP)11
vj‘ﬂaﬂmaz Acute myocardial infarction (AMI), unstable angina (UA), Stable angina (SA), 1ag mjum‘uqu (control

o o a

group), * MDY UANANIINNGUAILANDENITEFIAYNIADA (p < 0.05), T NUIWDI LANAINIINNGY SA DO

v o w a

Iddfgyneada (p < 0.05)[127]

wen IR MIAnEIReRLE I d AR R d T s Insndiese lsdiazes Talla T Ts@e
T luidon safaanuduiusasnin hsCRP tazer TallaTd Tdsdwe T SenunnuduiuivosezTalla
T Tlsdue W3 Insname ls @iy I ludemans sty Tasmdulss Ansavduius (o v -0.573 uag
-0.603 Tunguaruauiazngy SA iy Tuvazfingy UA tag AMI Sawduiusveses Tale il fiaz Ins
naelsd I lumaRorfuiisdulssAnsanduiug shf 0.696 a2 0.690 MWEWY dIUs hs-CRP 1
anudusiusivez T/ la Ty TusAwe T Simwmz lungu UA az AMI st Taofiamapnmduiuifiuluss

190 A9NN519 4 LAZNNWA 19
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Comelations between apoAV and TG or bs-(RP

s Control group SA gronp UA group AMI group
rvaue  Pralue rvale  Pualve rvalee  Palue rvabe  Pralve
16 A5 QM D603 <0l 06% <0001 06% <000l
bs-CRP 000 084 1% 0080 058 <0l 059 <0001
maef auaeuinauag A svesnuduTsarninsraues T a T Tlsaue Il Suas Insndime lsd

9
@en S nuFuRuTsznInszavez 1 laluTUsAue 1nSuas  high  sensitive C-reactive  protein(hs-

CRP)[127]

A 2o0p B
o~ 1.5F -
> ~
E 10f =
< <
= 05} o

0 0.5 1.0 1.5
ApoAV (100 ng/ml)

C Sy D
~ 47 : -~
- -
e Ll °

1 2 3 4 5 6

ApoAV (100 ng/ml)

35¢
30 e Lo
o £
25¢ Ny,
20} NG
1.5} TSN, o
-'-rg‘.\
1.0} - *, ‘v\
0OS5r
0 0.5 1.0 1.5
ApoAV (100 ng/ml)
5 -
4 o
3 -
2 o8
1 2 3 4 5 6

ApoAV (100 ng/ml)

2N 193 laaenNudRussynInszaves TU la Ty Tus@ue Irluas Insnawe 1saludoaluaizaieg

Taun ﬂ’éjiJﬂ’mﬂiJ (A), ﬂtjn stable angina (B), ﬂtjn unstable angina (C), uaznzju Acute myocardial infarction

(D)[127]
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Y Y Y
ADUAUDINDDAIFVVDITNNMEY TIWHUNHaRIUeUANG 8 luADA
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2. ngualouiien (control) fe Athensumssnunilugielulsmennaymasnsaidionnsuas

1 k4
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I o A 91 Y =2 i 3 o
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2. ﬂqllcﬂllfnjgﬂ’Jnllllﬂﬂﬂ’JﬂlﬂﬂﬂwauﬂbbJ1@Lﬂﬂﬂ1ﬂﬂ15@]ﬂmﬁ‘)



37

F
v A

2L~ I o Y o '
‘ﬂJ’\ﬁJLﬂﬂ!CVIGLUﬂﬁﬂﬂL"U1%']Lluﬂ@]'13JﬂQ§Jﬂ\1u

L @ 1 A a a 4
mmcw“lumiﬂﬂvfﬁmmﬂquwunnzwmwmm% (Inclusion Criteria for sepsis group)

91 Aa 1 o @ 1 £ 9 v 1 dy 1 Y Y A
(1) AihenlinzaeuduoinoMsonduNITINNY Fidesnunzaeae liiied1iios 2 Jode
1.1 QuHNINYGINIT 38 DIFUTATHT HIDH NN 36 DA IFATod
1.2 dasmaduvesrialaninnit 90 asedeui
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1.3 sasimsmelaninnil 20 aseAeinTeszauaNututuveIns ueu lasen led luideam
17132 Uaawasilson
o < A 1 o a A9 ' 0 a
L4 Srunudadonvunnd 12,000 tyaaae i Insansuieieenit 4,000 tyaaae luInsans
= ' & A A L 2 o o Ad o ' A
@) Iwavinaemsmzironuanis o ludon Inenamizirouunielu 48 41 Tuanasn NN UA0619a 00
v v 9
waz lilwyendudlonldun Staphylococcus  epidermidis, Propionybacterium spp., Corynebacterium spp., 0%

Bacillus spp.
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Y

a d
3.7 MIuANTHUaYa

FoyaFalsinaniimsusnusanuinasaaswaliodludnyuzvesaunde + drudsuuumasgiu

1]
= 1

doyai lildnsznedmuumananueslnd wanwmasenunludnyuzvenisegIn wag  interquartile range

) a

v
9 @ o Y YA o Y o
AT UTOUATIAUNNULTAINA DN IUANHULVBITIUIULAL DAY ‘L!'f]ﬂ‘ﬂ']ﬂﬁﬁ'ﬁ]ﬂvlﬂvnﬂ'ﬁ!ﬂ?ﬂﬂlﬁﬂﬂ

U 9
Fl Y '
A 9

@ U 1A a A 1A < 1 = o A n Y a a .dy
ﬁﬂng‘WUﬁ'lu"U’fJ\iWﬂ?ﬂﬂ@uwylﬁﬂﬂﬂlﬂfﬂlmgﬂQiJ‘VIiJﬂ'J"IiJﬁ]’U'ﬂ'JEJLL‘]J“UﬁlEJ'U‘WE‘]LWIlliJllmﬂﬂi]'lﬂﬂ'liﬁﬂl,‘]fﬂslu

@ U

@ o wa

I v '
Auogmae, e, Tsndszdian, dyaiudn, tazranisaiianisio fiamsiugu iemnnuuana1g

1 1 aa § I a aa § I a
sz Idoingulae1dada Chi-square lunsaindoyadluFaguain Idadaunpaired -testlunsaindoyainga

a { a Y aa . { FH a (a { '
Psnanimssanuawnuilnd naz 19ada Mann-Whitney U test Tunsaindoyailudalsinaniimsuanuaaly

I a . " ]
1Wuuu1n@ (non-normal distribution)

' { o o ' ' ' {x A a &
mafSeuisuaimasvesszauveses 11l TsAwe isznenguiihenlinumaansouay
VoA S = v Ay Y a P Yas aa A 3 A
nquitianuuihoReuwaui ldldnannnisade 1435n19a0a fie Mann-Whitney U test 1099100150190
1 g a = = ' = Y = ' ' 1 A
uasvesteya liilununlnd vaz ldnSouiouandovessyaves 1ulaTu Tusaue lwisznienquiihon
1 9 9
seaTauaznquidesinonmsdsumssnymenualuasail Taeldadad Mann-Whitney U test i5uifenniu
H 1 9 9
TunsdinimsSenifouaunasvesszaves 1 laTuTdsAue I3 lunquiihodeua 3 nquaiu'll Tdun ms
[ 1 a Ay a A d‘dg’ A Y aa .
uinguauyiaveureuuanGenIulwaea Tng14a0a Kruskal Wallis test
2w o ' 1 1 <] 1 @ = 4
fiveiimsutsnguiihesenidlu 3 nqu  (ertile) awszauveses T laTyTus@we liludoniio
Hwnimsgdmanuduniusiumsseaiinvediie Iaoins12¥@ae Chi-square test 1A21Fa0A Multivariate

a S A o . 4 $ a
logistic regression analysisUATIZHINOAUIN odds ratio tWBMIVIIAYRIANMT lUMTIFIFINMUTE VDY

v v Vv
T'laTTa)s@ue 159 tertile 199 TaslSuauiladeneratinademsideriasunaimes 1 lald Tisdue
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Tininnemadesialulsanenunalasl$nsfuIsmi Receiver operator characteristics curve (ROC) 1ag
nfSeuiiioy ROC vosoz 11 laTyTalsAue lWim lvilusiadude

wennniidive 1damszimarduiusvesszave: ol laTu Tusdwe Tl Suaz Tuifudreq 18un Tns
nae’lsa  cholesterol @z HDL Iagsauuaz Taouonawnguiihenazmanuduiutszvines T laTy

Y
o w v A wa v Y aa .
Tls@we linudyanadnaznamsasiandestfianmsiiosdnlag19ada Spearman correlation

a d 1 1 1 3
Gluﬂ']i'JLﬂ§1$1’i%@Qﬁﬂ?ﬂi?ﬂlmﬂﬂNi%ﬂ’]Nﬁ@\iﬂquﬁl% p-value Lﬂmmuﬁm@’ﬁu (two-sided) Uy
a v @ o 4 T a 4 054’ o
wnsanszaiedifnilop oond 0.05 Msinszideyananuailagldlisunsy SPSS version 16.0 (SPSS

Inc. Chicago, IL, USA)iLag Stata version 10 (StataCorp, TX,USA)



1UHANTIVY

padnyazveslszrnslumsanmn

Al 9 1 =2 le; [ A o =2 @ A
u@ﬂamﬂm’mmmnymwm 150918 ﬂmaﬂymmmﬂswmimmmﬁﬂymﬂumﬁm 5

P '
A o

9 A R =<
megawu;‘jm%wﬂawmm'ﬁﬂm

o ' 2w 4 A = a & 9
91gAaa 20-90 U ANI5E9IY interquartile range 66 = 27 1, IWAv 1y 84 3108 Anluiosay 56, 13n
o o o a I o a a I~ @
Usgddailunnmau 44 510 Aailudesaz 293, AnwauTadiags 78 510 Aaludeoas 52, luiulwdeags 58
a I o U a I o U ~ T
510 Aeudooay 387, uazlderan luiunqy  statin 47 510 Amdudesaz 31.3 vesdwaudgiheidhiou

Y
MIAAYININA

9 A o = v Ao A a 4
Yayainyini "IillslfwﬂluluﬂUTLﬁﬂﬂﬂJ"lﬁ'i'Jﬁ)'JlﬂiW%W

9UNYNI1INEBE 1UHI935.5 -40.2 DIFNIFALTYN QUNUI19NBUTEFIN +interquartile range37.2 + 2.2
IR BRI

1o A 1 A o a A a . o a a

mdnga-mgaigavesnnuauTaiadalafn (systolic blood pressure), ANuGLIatia lauedladn
(diastolic blood pressure), HAzANUA U TaNAUAUR Y (mean arterial blood pressure)Lﬁ1ﬁU 60-230, 35-150, ua
47-177 Haawasilsen mudiay

Aunde + daudeunuasguvesnuau laiadalaan (systolic blood pressure), ANWAU latia la
uod lnan (diastolic blood pressure), HaEANNAU lafiaLAURDY (mean arterial blood pressure)lﬁTﬁlJ 126.43
+32.31,72.18 + 18.55, 118£90.26 + 21.55 Naawaslsenaudiny

e A : ;.' o Y Vo o a0 4 o Y o

MANYA-AIZINGAVDITATINMIAUTNIT 1A 40-180 ATWOUIN ANRABVDITATIMIAUTNIT =+
1 { " W :/’ 1 @ 1 ] os/’ 1 a I 1w
ATBAVUINATFIU IIAY 98.97 + 2732 ATIEUINOAIIMIelaodluga 16-42 ATederN AaluA N5y

E
37U interquartile range 20 = 4 ATINDUIN

a [ Y

Y Aa va A dy Y
“Ui’)ﬂ:l}ﬁlﬂfl?ﬂ‘ﬂNaﬂﬁﬁiﬁl’ﬂ‘ﬂﬁﬁﬂﬁ‘ﬂ{] mmﬂmaaﬂmamu

' Y Y A . ' ' a o ' a ' ~
ANNINULVNUULIDA (hematocrlt) agﬁlumq 11.7-52.8% ﬂﬂlﬂuﬂ%ﬂﬁﬁ] + ﬁ’mmmmummgm 3438 +

a < I [} 1 a a g (N
7.53%1Jsmmmmﬁamma&ﬂuw 110-38,880 waaae lulnsans ﬂmﬂummagm +interquartile range 9,510 +



44

Jd a o 1 < A a ) J [l 1 a o ' . .
7,710 Lmaama"lﬂﬂmm ﬁﬂmummmmaamnuﬂmﬂaa f]éﬂ‘l!‘])"N 6.2—99%ﬂmﬂumma§m +interquartile
@ 1 < a g 1 a g 1w
range 78.8 + 26.0% ﬁﬂﬁaummmmﬁaﬂmnauiwq%wagiumq 0.2799%ﬂﬂl,ﬂuﬂmﬁﬂi1u +interquartile range
a <3 ' ' o a = T = ' {
14.2 + 17.8%U3maundadenang 1usia 400-540,000 fnelulnsans Aadluaunde + dudouununasgiu

201,000 + 117,000 f¢e ' luIasans

f creatinine 0.15-12.73 Haansuneiazansaailuai5eg11 +interquartile range 0.96 + 0.893aan3Y
Aowdans svau Tmdouaglugie 119-148 diad luadednsamiluanisogiu tinterquartile range 137 + 9 fiaa
Tuasdedns szt TnunaFoueglugag 2.6-6.7 iaa luadoansnaduaisogIu tinterquartile range 4 + 0.9 fiad
Tuasedans sean lumiveiuaeglugae 9-44 Tadluadeansaaiuaisegiu tinterquartile range 24 + 5 fiad
Tua@iaamizﬁ‘nﬁlmmclmﬁamgﬂwﬁw 11-478 Haansudewdaninailua1iiseg 1y sinterquartile range 115 +

74 HaansuALIATANT

1 U & y o g-’/ o
31911 5 gadnyaznugwvesdibafiinnfnyiauag 11491 150 519

M ”nymzﬁugm ﬁm’éﬂ(dam‘ﬁ'wuummggm) ﬂ'w‘irqﬂ - MABAFIY
HIOBIMIUTID (%) Agaga (Interquartile range)

Foyaitugin

019 ()* 62.23 (17.12) 20-90 66 (27)

INATY (AU) 84 (56%) - -

Tsamnu (au) 44 (29.3%) - -

TsaanuauTariaga(an) 78 (52.0%) - -

T3 luiiuludeags (au) 58 (38.7%) - -

1901 statin (AU) 47 (31.3%) ! -

Toyadaye 1u W

QUNYNIINY* (03rITaLTYN) 37.61 (1.42) 35.5-41.2 37.20 (2.2)

ANUAUTd ladn 126.43 (32.31) 60-230 123.50 (46)

(Hadwasilson)

anuau latealadn 72.18 (18.55) 35-150 70 (25)

(Uaawwasison)

mmﬁuiaﬁmgmm'ﬁ'ﬂ 90.26 (21.55) 47-177 90.33 (28)

(Taawwasson)

IS (mgwiamﬁ) 98.97 (27.32) 40-180 99.50 (40)

dnsmaviglax (ﬂ%ﬂﬁi@lﬂﬁ) 22.95 (4.75) 16-42 20 (4)

[~ a
*  psuenuad 1l unuilnd (non-normal distribution)
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M5 5 (Ae)pardnvarzNug MY sdihaihandAnyNanua 1491 150 519

qmé’nymzﬁugm Aunde (@ruidva ﬂ'W%Ts!ﬂ — | AalsegIu
UINTTIU) el thﬂ’sm (Interquartile range)
DUIUNY (%)

wamsasamatewfiamsludusnfifiudechuden

ANuTUTUReA (%) 3438 (7.53) 11.70-52.80 | 35.30 (8.90)

Ysnaudiadeav1i* (aade lulnsany) 10,500 (6,652) 110-38,880 | 9,510 (7,710)

11 Tn3Mlad*(%) 73.04 (18.95) 6.2-99.0 78.80 (26.00)

A Tl lasai*(%) 19.78 (17.92) 0.2-99.0 14.20 (17.80)

naadon (e lulnsans) 201,000 (117,000) | 400-540,000 | 186,000 (145,500)

Creatinine* (WaanNTuABIATANT) 1.59 (2.06) 0.15-12.73 0.96 (0.89)

Tasiaen* (ad luanoans) 135.44 (6.41) 119-148 137 (9)

Twunadou* (Uad luanoans) 4.04 (0.54) 2.6-6.7 4.00 (0.90)

lumsvema* (iaa luaneans) 23.26 (5.18) 9-44 24.00 (5.00)

srduihmaluden (HadnsuAoIATans) 138.85 (76.47) 11-478 115.00 (74.00)

[~/ a
*  psuenuad 1 unnuind (non-normal distribution)

~ ~ @ dy ' 19 A a a dy Y < 1
ﬂ’lilﬂﬁEJU!TIﬂﬂﬂmﬁﬂ‘]%lﬂ!&"wuS'I‘Ll53W'J'Nﬂq3JPjﬂﬁﬂﬂuﬂ’ngwylﬂﬂﬁﬂﬁfﬂuﬁgF:l]TliJﬂTliJﬁ]“]J‘]J'JfJ

= (% d’ m 9y a a dy
L!’]J’]JmEl‘]JWﬁuTIVliJllﬂl,ﬂﬂinﬂﬂﬁﬁﬂL“]Sﬂ

A wa o w o A 9 J . 3 o9 =t
p1gmae, e, UszIalinlsesianninm, "lwu‘luma@qa, M3 15N qY statin 9d0INGUAT 1]

2w o @ a

@ 1 @ 1 a [l < [ a "9 {
anvazuanaiued e iiiedngneada (p > 0.050818 lsamumuanzanuaulaiagalunguiniinng

<3 U = o A m gy a a dy =2 9 2 1 A a a dy Aa o a
lﬁl‘]_lTJ’JfJLl‘]JTJLﬂEJTJW??I'LJ‘VIIlllﬂﬂlﬂﬂ%?ﬂﬂﬁﬁﬂﬁfﬂﬂﬂi@ﬂag 60 mummmq11Qﬂaawqummﬁmmmmﬂuiavm
9 1 A A A v o W aa
RIDYAL 44 DYNUNDUNITUUITIAYNNADA (p =0.05)
{ 34

dyanadnluiuminaesnins 190512 negugisen1e aAnvau Tadagda Taan anwauTatia
a o a { [ 9 [ :1‘ 1 1 o 1
laneaTadn anuauTardauaunie a5 IMsAUTNT tazdns Mg ly Meaeenguiinnuuanaaiuodsl]
WAy ana (p < 0.05)

v awa A g Y ) A a 3 A o
Wafniﬂi'Jﬁ)m]qwa\iﬂf‘]uﬁﬂ'ﬁlﬂ@\Wlu Mlﬂllﬂ AIUUNUUUDIUODA, ﬂiﬂwmlﬂﬂ!a@ﬂm"n, TAATIUUDN

o w aa

1< A a a a 4 a I A z?/’ 1A 1 [ 1 A o
mmaamn%muﬂmﬂaa, wazdSuaunaanon MADINAUUANTVLANANDUBYWNUITIAYNNETD p <

0.05)

v A oa F ) Y 1 o J a . P
Wﬁﬂ’]iﬂﬁ3%%13Wﬂ3ﬂﬂﬂﬂﬂ1§lﬂ@\3ﬁu llﬂllﬂ 1 creatinine, 3¢ ‘]Ju’]ﬂ’]anlu!a'ﬂﬂ, Llazﬂ'lvlﬂﬂ']ﬁﬂﬂlu@]

SIS 3

uanaanueena lilTedAgn1eada (p > 0.05) 1eazBeafIn13 19N 6

]




d‘ a % &l \J A\ A d‘d a a & . o \
I 6 sﬂ“iﬂumﬂmman‘ym:wugmszmnnquqﬂwnuwym@mwﬂ (sepsis) DI1UIU 75 318 HazNYN

s \J a [ :i Y a a &’ o
ﬂ'J1N!‘i]‘1J1]'JU!!‘]J‘]J!ﬂSl‘UWﬁ‘In!Tlulllmlﬂ!ﬂﬂ‘iﬂﬂﬂ1§ﬂﬂ!‘l§ﬂ(acute)iﬂﬂ'3ﬂ 75 3¢
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e
=).

22

qmé’nymzﬁugm ﬂ'u‘néﬂ (daurﬁ'mmummgm) N30 p- value
DUIUNY (%)
sepsis acute

Foyaitugn
019 (1)) 62.2 (17.6) 62.3 (16.7) 0.96
WA (AU) 42 (56%) 42 (56%) 1.00
Tsamnu (au) 21 (28%) 23 (31%) 0.72
TsaanuauTariaga@n) 33 (44%) 45 (60%) 0.0
Tsa luiulwdoags (aw) 24 (32%) 34 (45%) 0.09
196N statin (A1) 19 (15%) 28 (37%) 0.11
Toyadayey 1T
QUNYUINIME* 38.6 (1.3) 36.5(0.5) <0.001
(DA ALTOE)
ANNAUTA Inan 113.23 (29.08) 139.63 (30.06) <0.001
(Haamasidson)
anuau latealadn 65.69 (16.41) 78.67 (18.40) <0.001
(Uaawwasisen)
mmﬁuiaﬁmgmm'ﬁ'ﬂ 81.54 (19.38) 98.99 (20.13) <0.001
(Naawwaslsen)
Fwos (ATadonfi) 116 (23) 82 (21) <0.001
oansimsnelax (ﬂ%ﬂﬁ"ﬁ)uTﬁ) 25 (6) 21 (3) <0.001
namsasamatesfiamslufusnfifiudechaien
ANUATNTUADA* (%) 32.00 (6.23) 36.65 (8.00) <0.001
YSnaudiadonu (wadae lulasans) 12,340 (7,739) 8,880 (4,948) 0.01
i Inswlad* (%) 79.80 (21.05) 66.62 (14.12) <0.001
ndaden* (e lulnsans) 165,000 (125,500) 234,000 (98,090) <0.001
Creatinine* (HaansuaoIATaAT) 1.39 (1.44) 1.77 (2.52) 0.92
lumsuewa (Hadluadoans)* 21.99 (4.75) 24.47 (5.31) 0.49
srdihanaludons (HadNTUADIATANT) 141.73 (78.34) 136.12 (75.22) 0.78

* fSsuisunnnas lael¥a0@ Mann Whitney test
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1 1 a a A o 4 < aa 1% a o
TunquiihenumgdaFeiinamua 75 510 mnziie ludeatuiluuuaiisonsuuan 8 srefmiluieoas

|

aa [ a 4 3 aa @ [ a o
11, Lﬁullﬂﬂ“ﬂlﬁﬂﬂﬁﬂaﬂ 64 318 ﬂmﬂu%’aﬂaz 85, !Lﬂz%u'ﬂﬁLl‘]Jﬂ’VlLiEJﬂiiJ‘lJ’JﬂLm%ﬂﬁiJa'U 3919 ﬂmﬂu%’aﬂaz 4

MUNANBUAVDIFBLUUANITY T18a21D8ARIN15199 7

d‘ o ¥4 Y ' a a &’ o a & S A
MINN 7 u'smaénmmuazsaﬂa:ﬁumqﬂaﬂunquwmmmmwe DIUNATNF HAVDIUBOLUUANLIE

yiinvoureuuafie nuudihe(se) Souaz
Escherichia coli 30 40
Acinetobactor spp. 9 12
Salmonella spp. 6 8
Klebseilla spp. 5 6.7
Staphyloccus spp. 4 53
Enterobactor spp. 4 53
Streptococcus spp. 3 4
Pseudomonas spp. 2 2.7
Proteus spp. 2 2.7
Enterococcus spp. 1 1.3
AR eriad U TuR IR 4 53
wuafiGeRsumeufunnnia 1 wia 5 6.7
39U 75 100

A v 0 yAa g = o Ay MY a Qdyo aa o
maumﬂqugmmamm‘uﬂammumﬂuwauﬂ"luvlmnm1ﬂmimwemmu 75 578 ARG 15A

i TddhenudrsumssnuluTsanernna Wi 7192 Acute coronary syndrome, 1172 TiAriaoaondnoiga

@ A = @ @ Y < A ' ~ Y o o
AUNIDUANULULURIVNAY, wazaeia laduvan L’iJ‘Llff"IL‘HC{]‘VIW’]J‘]J’E]fJVIq@IGluﬂﬁ!"ll'lﬁiJﬂ'lﬁﬁﬂ‘kﬂGluIiQWfﬂU'm

a o o v W 1 ) o aa o A '
Tasaailudooas 21.3, 18.7, uag 13 3musWuaIMIT19n 8 dmsuauansIianeou 1dun Rhabdomyolysis,

Anaphylaxis, Acute spinal cord compression, Spontaneous pneumothorax, Prerenal azothemia, Radiation cystitis,

. . .. =T
Corrosive ingestion, Acute attack of myastinia gravis wuau
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v
voya

d‘ o ¥4 Y = s \J = [ d' Y a a &
AN Sllﬁﬂﬁﬂ11!31-!!!'6185621ﬁ$‘1]ﬂﬂﬁﬂ?fﬂuﬂﬁquﬂj‘ﬂuﬂ?1u!%ﬂﬂ'JEI!!‘lJ‘lJ!ﬂEl‘lJ‘Wﬁuﬂﬂ?ﬂﬂ!ﬂﬂﬂ]ﬂﬂ]iﬂﬂwﬂ

o aa v
ﬂ1!!uﬂﬂ1ﬂﬂ1§?u‘i}ﬂﬂiiﬂ

msItanelsn uudihe(se) Souaz
Acute coronary syndrome 16 21.3
Cerbrovascular accident 14 18.7
Congestive heart failure 10 133
Dysglycemic crisis 5 6.7
Peptic ulcer hemorrhage 5 6.7
Blood dyscrasia with acute hemorrhage 4 53
Acute asthma/ COPD attack 2 2.7
Acute kidney injury 2 2.7
Cardiac syncope 2 2.7
m33ilades 15 20
33U 75 100

IS S A

4
1 U g a a I 1 U
Tunqudthensvua 150 519 BQideTIaluTsane1nna 29 510 Aadudosaz 19.33 dwenawnguiile
T 1 Aa a ay a aa a I 9 o FIR A A Aaa g;’ A 9
wuhnguitsmaansaideTin 21 10 Amiludesas 82.76 vosdwandiheiidedianiun wiiedovas 29 voa
R T A P TR ° A v Aaa A 91 9 o o
Ahenguinumgaade Tunduilidihed e 2 91 lunswaauzmsiziadesnndihedelusumssnm
A A 1oAA S 1 = o oAy Y a j’ S a g v
nlsanennaou nquiiinnunuihedsunaun lildinnnmsdasodedia 8 510 Aailuiesaz 17.24 voq
4

o IR A A Aa o A 9 9 1 VoA =3 =} (vd'lﬂ}Q Q&}
fl]'lu’Juﬁj‘]J’JfJ‘V]lﬁfJ‘]f’J@WNﬁiJﬂ rivsogay 11 "’UfNEj‘ﬂ’JEJﬂq%JVIiJﬂ'J'IlIH]U’IJ’JEJLﬂEJ‘UWau%llﬂllﬂlﬂ@iﬂﬂﬂﬁﬁﬂ!‘]f@

o VoA A Aa A v o I Ao oo o aa ) A
Tﬂfjcﬂqﬁ@\’iﬂaqlll'ﬂ’]jlﬁﬂglfjﬁ‘ﬂllﬁﬂﬂ’]\jﬂuﬂfﬂqMuﬂﬁ1ﬂmum1\jﬁﬂﬂ (p =0.01) ANNINN 20
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d‘ a \J I} Y a4 Aa Y ' a a &’ . ' aA < \J
HMNN 20 !!NHQN!!‘VN!‘].EEI‘U!‘V]U‘U@VITIﬂ"li!ﬁﬂ“]nﬂ"lli’)QQﬂ?UﬂQNWH!ﬁVJﬂﬂW@ (sepsis) !mznquﬂummmuﬂw

=) % d‘ Y a a &’
waunaun lildnaanmsfawe (acute)

80
70 67 (89%)

60
52 (69%)
50
m death

40 4
alive

Y

30 ® unknown
21 (28%)*

Mautiae (Aw)

o
&

20 *p=0.01

8 (11%)*

o
e —

Sepsis Acute
nqueae

10

9
o an % ' Y aa .
* ManfTeuneudnsinadedinvensaeingulyada Chi-square

msnfSeuisuszavezliflalifwe lvl3uagludiumagsznadihanguiiuvafaie nazngui

= s S o A Ya a A
Nﬂlnll!‘i]‘u‘IJ’JE]!ﬂﬂUWﬁuﬂﬂNﬂﬂ!ﬂﬂ%]ﬂﬂ]iﬂﬂWﬂ

A Y 1 = 1Y a a d’l . 9 1 A A I U = o A nm Y a
e 2 nqu fe nquiihelsmaaaie (sepsis) wazdihen TanudvihoReuwaun luldnaan

Y
MIAAFD (acute)IIUIUINNU Ao NgUAz 75510

mafSeuiouszaves 1a) lalyTys@ue I dsendnengudiae

[ = o 1A a d’l o = 1 A Vv
sravez 11 TaTsAwe lilunquitumaAairelinunae: dnudouuuuasgiu iy 37.47425.17
wlunsudeiiaddas mdnga-mganga fe 1.25-115.33 w1luniudoiiadans Ai5g1Y tinterquartile range

191111129.92 +31.92 W Tunsunelaaans

v Y i
seavoz U laTusAwe IS lundudiduihodsundui ildiAannnsaade idunde  diu

WDeuUUIATIIY AT 35.07+20.96u1 TunSuseiiadans mminge -Ageiga e 4.17-103.70u1 Tunsuae

1w

1adanT ANBEFIU Hinterquartile range IR 31.58+27.97 w1 TunsuAviaaans



50

d' =) = 1 d' 3 1 9 as . 9 ' (= 1 @ 1 =
LiJfJL“]JiEJ‘UL‘VIEJ‘]JﬂTmﬁElﬂl@ﬂ‘Vlﬂﬁﬂﬂﬂﬁjllﬂ’)ﬂ'J‘ﬁ Mann Whitney test um‘wmﬂuummummwnuamm

@

HodAMIaDa (p = 0.838)A90 NN 21

. . 5 ,
il 21seugiinfSsuisuaundarazmsnsznevesszavezflalsaiue Iwiszvndihenguiumada

&l . ' aa s \J a2 [ d‘ Y a a t&
150 (sepsis) !!'GWﬂ's]?»l‘nilﬂ'ﬂllﬁ]‘u‘l.hﬂ!‘ilEl‘lJWﬁu‘ﬂul?ﬂﬂ!ﬂQQNﬂﬂ]iﬂﬂWﬂ (acute)

120.007 48
e}
1 95
872 O102
100.00 o 2
E
o) 50.00 T
=
e
>
<
c
‘®  60.00-
L
o
.
o
)
2
S 40.00-
o
o
20.00
0.00 p=0.838
T I
sepsis acute
Group

*msnlsouieuanasl¥ada Mann Whitney test
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mafSeuiiouszaves 11/ laluTys@we Il fnwaudnsazaiubu

seavoz T laTuTdsAue IS lunguiihoiseadinduu 119 10 idunde + daudeavuinasgin

@

WNY 38.14+22.22unTunsuAelianans ANSE9IU  + interquartile range NNY  32.58+28.41 u1lunsune

fiadansszdves 0l TsAwe I lunquiihendediasan 29 s feunde +drnndsanumasgiu
AL 29.55+26.00 W1TUNTUABNAAAAT ANNIBYIIYU  interquartile range 1MIAY  19.50+29.00 U1 IUNTUAD
faaansiienSouisuaunasvesszaves Tu'laTd Tusaue inunsiFinsealuTsamennanuiuands

fuedniiedyneana (p = 0.008)dmsudihe 2 im“luﬂfcjuﬁymﬂﬁwﬁyac?ﬂﬁmmﬁmuzmwmiﬁ%‘i@]
deviinseiuendiu 2 n3dl fe nsdifie 2 318309F30 wudszduez Ty la Ty TsAwe s lunguiisen
Fataunde + daudesvnasgu ity 37.00422.28 mlunsudedadans lunduiidediafidunde «

1 c!’ i\ g o \ = aa Qsl, \ =Sl Ad' %
TIVVIAUVUINATIIU MDY 29.73 £ 25.57 ‘LHI‘L!ﬂﬁll@]E]Mﬁ’c’lmﬂiIﬂﬂﬂ\iﬁ@\iﬂ’qn%ﬂWLﬂaEJGU’E']\ﬁS:ﬂ‘]JﬂgIﬂll’diﬂ

o w aa

1 o 1 o I { a 3 ' 1
Tols@ue Trliasfusdsiidoddameana (p=0.009) duflunsdifdediats 2 310 wuhszdvezTalaly

S oA A ' { ' { "o v 1 a aa
TsAwe Wi lunguitseatialinunae + dawdieunuinasgiu miny 38.14 + 2222 wlunsuaeiadans lu

]
1A

' 1 Y
nguAEEFIANAURAY = dIUTIAVUIATTIU MIAD 29.08 £ 25.39 W1 TunsuAviiadans Tasnsaoanquinell

q

SIS 3

Aunasvesszaves 11 laly T1usAwe IW Taaiuegaitioddaynieada (p=0.004)

5]

szavoz T laldTdsAwe i lumenedwou 84 5w iidunae  + daiundisanumasgiu iy

a

32.20+21.25 wilunsuAeiiaaans AMSYFIU tinterquartile range NN 26.65+25.16 U1 TunFuAplaaaAT 1U
a o =y o J { 1 { [ %
memaes i 66 swiiszaves 11 laluTsdwe 10 mae + daudssnuinasgie iy 41.45:28.48u71Tu

niufplianans ANEETIU Hinterquartile range IMNY 35.36+32.02 U1 TUNSUADINAAAATFIAUNAVLANAIIDIN

o w a

AN NI IAYNINaDA (p = 0.014)

]

seavoz U laTuTdsAue IS ludiiilsn lufuludeags 1w 58 5w fidunde  + daudoanu

WATTIU A 34.78+19.70 W1 Tunsudoladans AI5891Y interquartile range MY 30.92 +£32.36 W1 Tu
niudeiinaaasdinludi i Tsa luiuludenged i 92 5o Taumdsszavoz W laTusaue s =
drudsuuumasgahfy - 372122500 nTunsudefiadans Aiseg 1M “interquartile range 1Y

31.04+28.94 uﬂuﬂi"miaﬁaﬁﬁmgf‘]mﬂ‘%ﬂmﬁauﬁuué’qwudﬁmﬁﬂﬂlmﬁymmﬂcjn”liiﬁmmgmminﬁuazinﬁ

HodAYNIa0a (p = 0.960)

seavoz Tl laldTdsAwe S lunquiilfenaalusfungy statin §1uau 47 510 fisunde = dau

g

[

WOAVUNIATYIV IMINY 36.34£19.16 W1 TUNTUAONAAANT ANTEFIY tinterquartile range 1AL 32.58+31.75

o

wTunfudeiiadans luvaziingui 1 18190 statin $1uu 103 510iiszaves T laTu Tuls@we vl imae = dau
HeUUUIATFIV AL 36246411 TUNTUABUIAAAAT ANTYYIU tinterquartile range NN 30.25+28.32 U1

1 v v
TunSuseliaaanslonlssuisuiundmunaundsuesisaesngu lilianuuanaiuedsiivedAgmn

a0a (p = 0.534)
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seavoz T laTuTdsAue WS ludiitinng laneiesiszorgaiio 1w s5e lisunde  +du

a 1w

WHeUUUINATFIV NAY 27.58+14.8201 TUnSUdDNaAANT ANITEFIU + interquartile range 1R 27.88+14.60

v
A @

wlunsuseiaaans luvazign liinng lanesesszezgaieoduan 142570 Taunde  + dandieaun

WIATPIU NN 36.76£23.43U1 TUNTUADNARAAT AIIFEFIN = interquartile range 1AL 31.54+ 29.68 U1TU

@

1 v v
niudeianaasieSeuisunuudimunaundsvesisdeangu ilinnuuandaiuediiisdiAgnieana

]

(p = 0.306)

19 = J 1 1 a a § A 4 { @ = 1 y 1
szavoz T laldTdsAwe T lunguiihenivmgaasenvwsensuuind 8 sieliaunde +dam
v v Y k4 v
DeuuunasgIu Ny 34.88+17.63 u1luniuaeoiinaans ngudvudeniuaull 64 swiiaunde +diu

4 9 Y
v A

d'd 2 Q/ =) = d'
UNVUNUBDNTUUINUASNINAVN 3 F18UAURDY

WEAVUNIATFIV NN 38.20+26.41 W TUNTUADIARAAT N

Ce

1A

D!
+ @ DeAVUNINTYIU M0 28.84£14.85 1 Tunsugiodana

a3 Meawnquiiszauey 1 laTy T s@we ndli

@ @

UANANAURINUTITIAN1EDA (p = 0.971) 519AZ1DIAAIAIT 1N 9

5]



53

mei anfSeuisunindsvessziveyliflalilsfue v isznanguiihamugadnuas uandiaii

paanbazveihe szavazlialii)shuelud anluniuneiiaaans) p-valuet
Aunde (a'amﬁmmummgm) MABAFIU IQR

nguVBIKIIE* 0.838

ﬁym@ﬁm“ﬁy@ (75 918) 37.47 (25.17) 29.92 31.92

Lideiae(7s 110) 35.07 (20.96) 31.58 27.97

INA * 0.014

WY (84 519) 32.20 (21.25) 26.65 25.16

N4 (66 518) 41.45 (24.48) 35.36 32.02

MssenrInlulsanenia * ¢ 0.008

50AT30 (119 510) 38.14 (22.22) 32.58 28.41

1@eTI0 (29 319) 29.55 (26.00) 19.50 29.00

Tsa'luiiuluaonga * 0.960

(58 510) 34.78 (19.70) 30.92 32.36

1aidi (92 510 37.21 (25.09) 31.04 28.94

mslienan’lusiy statin * 0.534

Gl,‘i,f} (47 510) 36.34 (19.60) 32.58 31.75

12114 (103 510) 36.24 (24.64) 30.25 28.32

nnz"lmmée%’aszmqﬂﬁﬁa *

1(8510) 27.58 (14.82) 27.88 14.60 0.306

aii(142510) 36.76 (23.43) 31.54 29.68

mIfadueuANSE ** 0.971

ASUVIN (8 310) 34.88 (17.63) 35.83 31.92

ATUAY (64 910) 38.20 (26.41) 29.88 33.79

Aadiaoeriia (3319) | 28.84 (14.85) 21.67 -

IQR: Interquartile range

* 1¥aD@ Mann Whitney test, ** T adaKruskal-Wallis test

fSeunsumuaudnyaz lunguidediu

< I U
nudoyald 148 109 nudeyaningile 75 510
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msmanuduusvesezTiflaliNisfue )y tertile AsHUfUSATIMITOATIATY

Tsanenina

dionaszavey T laTd Ts@ue Wiy tertile vziifilooglutertle 1 uag 2 nquay 49au uazog
10 tertile 1 3 $119m 50 AL Taw tertile 7 1 Hszavez Tl laldTsAue lWifesndi 23.20 nTunSudeiiadans,

tertile 71 2 Hszavez T/ laTdTsAue I foglugae 23.20 — 40.78 wilunSuseiindans, uaz tertile # 3 i

a

szavoz T/ laTd TsAue Tl funndt 40.78 wTunSudeiiaadns Iaowuhidihadediaiwou 16, 6, uag 7

5191 tertile N 1, 2, uaz3 awdwu Worhumanuduiusvesszavez 11 laTldTas@ue 5 luuday tertile

@

1 v o Jdou o = a LIRS T2 aa @ A
NUNUANUFNAUTAUEATIM ST IA Tu Tsaneuiaedalidodaun1eaon (p=0.019) AA1TN 10

5]

M3190 10ANNFNRUS SzHNIMssearIalulsanenanuszauaz]ilaluTisaue Iw 3mu tertile

Tertile M350ATIA p-value*
509 (F9002) Ao (Foeaz)
Tertile 1 1 (49 510) 33 (27.7) 16 (55.2)
Tertile 1 2 (49 510) 43 (36.1) 6(20.7)
Tertile 71 3 (50 510) 43 (36.1) 724.1)
39U (148 519) 119 (100) 29 (100) 0.019

* 14aD@ Pearson Chi-square

01N AATIEHIIDAT U ( Odds Ratio) lumsidedianud 1diheliszaves 11/ laldTs@we
1 H § a I 1 4 @ 1 § 1 4 o
Tleglu tertile 1 1 Hanundsslumsideingailu 2.98 wiulieioududiieneglu tertile 1 3 wazdnlSuay
T a a dy = o w v 1w A A d?l = I [
nqulsanbmaaaio, o1g, nazmsl lsadszddnumnuudamonoasudesezimugainlusmilu - 331
3108I08ARIN5 19N 11

Y

maei 11easuaedlumsidedInvesdibeniiszaves T/ lalulisAue W 3lu tertile 7 1 Mevi tertile 1 3

Fasuaedlumsdesin (Odds Ratio) 95% CI p-value*
Tiladsuem 2.978 1.099-8.074 0.032
ﬂi"mmﬂzjﬂiﬂﬁquﬁmﬁga 3.333 1.184-9.379 0.023
Ysumungulsauazeny 3.298 1.165-9.337 0.025
Ysuaungulse, 019, nazlsallsedumnnnu | 3.308 1.168-9.367 0.024

Y aa .. . .
* 14ana Logistic Regression analysis
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3 $G°1J‘1J11‘Vli ﬂaw ?)"l‘i Gitotalcholesterol ttas HDL-cholesterol

nmsSasedluiuiduia 150 1 wuhsedn Insndue lsdnay + dudisuuuasgu e
134.93 + 75.28, AT5U§ 1M +interquartile range 10 118.50 = 84 , Lazedfiqn - Mgsiiga fio 30-554 Haansude
INFAAT AWETUTZRY totalcholesterol 1980 + dauifouuuanasgiu o 14340 = 54.04, AuisegIy
~interquartile range 1D 140.00 + 71 , uazMdiiga — mgaiigqa Ao 34-317 Taansudendans mumdusedy
HDL-cholesterol (HDL-c) méﬁl + damﬁmmummgm Ao 31.63 + 17.47, ﬁWﬁﬁﬂan tinterquartile range fo

31.86 + 25 , uazAIAINgA — Agaiga fio 2-92 TaansuAoMTaAT MU

A o [ o =} =} 1 T Y a a dy Sld' 3 1 a v A n Y a
werhszau lviuumSeuisuszninanquiihenivmaaadouazdnauihodeunaui luldmann
a dy ' @ = X 1A a dy a1 = 1 A "o
msaare wu  szaulnsndwe lsalunquitbmaaaie launde  + dawdeunuanasgiu vy
142.1671.59 NAANTUABIATANT ANNTHFIU interquartile range INIAY  120.00+88.000aANTNADIATANTTLAL
a2 1 < U = v A [} a a g A A [ ~ "o
Insnde lsd lunquiiduihodsundui lildinannmsdaie taueas  + darudisauumasgiu iy

127.69+78.61 UaansuAOIATAAS AT +interquartile range 11INU 111.00+85.001aan5uAvIaFansHa laj

@

' ' { o s ' ' v o aa
WUﬂ'ﬂlllmﬂﬂN‘U@\iﬂHﬂafﬁl@\ﬁ$ﬂ‘llmh/liﬂalcﬁﬁ)mlﬁﬂiXW’JfoﬂﬂﬂTwﬂﬂ?ﬂﬁuﬂﬁ?ﬂfﬂ’ﬂﬁﬁﬂﬂ (p =0.109)

5]

4 1 H
5291 total cholesterol TunguiiMaAAye IAunde = drudeunumAIgIu NY  122.33+45.79
HaANSuABIATANS A58 interquartile range N 120.00+£56.000a8NTUADIATANTIZAL total cholesterol

Y as = o Ay Y a a dy A = 1 ~ (Y
Gl,lllﬂ@‘llﬁl‘ﬂﬂﬂ’lﬂmEJ'U‘Wﬁ‘L!VIlliJVlﬂLﬂﬂiﬂﬂﬂﬁﬁﬂL‘]fﬂ UAURAY £ FIUVIIUUVUNINTIIU (NNY 164.47+53.69

HadNTuABIATAAS A58 Sinterquartile range NN  158.00+61.000aANTUABIATAAT IAGWLANULANA

YBIAUNAYUDITZAU total cholesterol T¥HINABINIZOINIUITIAYNINADA (p <0.001)

2 1 '
52A1U HDL- cholesterollunguitumigasiye Iaunde + arudeunuinasgiu iy 25.06 17.15
HaANSUABIATANS ANITEYI tinterquartile range AL 24.24+26.000AANTUADIATANTTZAL HDL-cholesterol

v 9dg 1 = Y= n Y a a dy = A [ ~ 1Y
‘luﬂﬁ]llﬁjlﬂ1J1]’JEJmEJllWﬁuﬂblumlmﬂﬂ%”lﬂﬂﬁ@lm“]ﬁ) UAURAY = TIUVIAUVUNINTIIU ININY 38.20£15.25

[ a

HadnSuABIATAAS ANITEFIU tinterquartile range 1INU  37.66+20.000a2NTUABIATANT IAGWLANULANA

]
=2 @ o @

VOIAUNAYVDITZAL HDL-cholesterol 5 HINEDINIZOINUHITIAYNNADA (p < 0.001)5100210IAAIAT 1N

0]

12



= = = v 9] ' A a a A . J
AN 12!‘].]58]‘]]!ﬂﬂﬂﬁ%ﬂﬂﬂ‘uuui%ﬁ'ﬂx‘iﬂﬁquﬁjﬂ?ﬁlwyl‘ﬁﬁ]ﬂﬂWi’)(sepSIS) uasnqu

AllldivaanmsAare (acute)

u
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v g =) v
AnduieReunau

szav vy Gladnsunemdans) sepsis acute p-value
Aunde (@ | Aulseg | auede (@i | Ailsag
Lﬁmmu (interquartile vﬁmmu (interquartile
UINITIU) range) UIATIU) range)
Insnaiselsd « 142.16 120.00 127.69 111.00 0.109
(71.59) (88.00) (78.61) (85.00)
Total cholesterol T 122.33 120.00 164.47 158.00 <0.001
(45.79) (56.00) (53.69) (61.00)
HDL-cholesterol * 25.06 (17.15) | 24.24 (26.00) | 38.20 (15.25) | 37.66 (20.00) | <0.001

Y aa

) a ' = ¢
* 1Seuneuannae lasl¥ada Mann Whitney-U test

+fSeuieununas Tasl¥ada independent t-test

A o o Y = = ' | | ~ Aa o YA A aa @ Y o o
LNBH1§$@U1"’IIIJU3J"I!‘]J§EJUW]EJ“IJi%‘Vi’JNﬂq%@ﬂ?ﬂﬂiﬂﬂ‘ﬁ?ﬁﬂ'ﬂ@ﬂlﬁﬂ‘]ﬂﬁﬂﬁ\i‘ﬂ"Iﬂlfll"li‘]Jﬂ"liiﬂ‘Hﬂ‘L!

1 1 { a @ d { 1 { ' v
Tsanenuanunnguiseadiaiszau Insndwoe lsamaes + aaudouuumasgiu iy 13143 + 72.48

A A Aaa A

NadnSuABIATaNS AUTEFIN Linterquartile range M1AY 118.00 = 85.00 NaANTUABIATANT NQUMIABFIAL

19 = s A 1 { 1 v a a o 1 aa Vo
‘izﬂﬂhlﬂiﬂalcﬁﬂul‘iﬂmﬁﬂ immﬁmmummg@m Mny 14428 + 81.02 WaaNIUABAKANT AUTYIU

. . Vo a a o 0 aa & =) = v = o = 1L
+interquartile range (111U 120.00 + 74.00 Naansuasmdansienlseuiiouaunasvesszan Insndie lsalu

A o o

4
Arhensaeangunui lulinnuuanarsiuedisiived1Annieada (p = 0.445)

5]

lunquitseariniszau total cholesterol IRAY= AIUTPUVULIATFIU 110U 150.82 + 51.69 Haan5u

A a o 1

ABIATANT ANITEYIU tinterquartile range (1AL 143.00 + 59.00 HaANTUADIATANT NQUNITFINTTA total

cholesterol 1nAY + AAUTHAVUINATIIM DY 11141 + 54.06 UaaniuADIATANT ANTEFIU +interquartile

[

v Ed
range NAD 102,00 + 74.00 HaAN5UABIATAATNUIIAUNABUDITZA total cholesterol VOIFIIIUNITDINGUT]

o o

ANVUANANNUOINT U AYNNADA (p < 0.001)
lunquilseasiniszal HDL-cholesterol 1A= AU THUUULIATTIU IMI0U 34.91 + 16.67 NaanTy
ADIATAAT ANBEFIY interquartile range NN 34.36 + 21.00 HaaniuAvAFans nauideTInllszAy HDL-
cholesterol RAY + @IULBAVUIIATTIU MIAY  18.84 = 14.55 NAANTUADIATANT ANNBIFIV tinterquartile
' 9
range AD 1330 = 22.00 HaaniuAOIMFAATHDINAUNABYDITZAD HDL-cholesterol Unad1)reMaananguil

@ @

Hod AN 1NEDA (p < 0.001)51882108A AIA1I 19N 13

o

ANUUANANINUBEIIN
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szav ity (RaanSunandans) 500 me p-value
Aunde (@ | enaisegu Aunde (@ | anisegIu
Lﬁmmu (interquartile vﬁmmu (interquartile
UINTTIU) range) UIATIU) range)
Insnawsels5a * 131.43 118.00 144.28 120.00 0.445
(72.78) (85.00) (81.02) (74.00)
Total cholesterol T 150.82 143.00 111.41 102.00 <0.001
(51.69) (59.00) (54.06) (74.00)
HDL-cholesterol * 3491 (16.67) | 34.36(21.00) | 18.84 (14.55) | 13.30(22.00) | <0.001

* fSeufieunnnaeTag1¥ada Mann Whitney test

+ fSouiisuaunas Tagldana independent t-test

v . /. A o o aa ¥
1138313 Receiver operator characteristics curve mernnelemalumadeiianlulssnenuna lagly

T lalTsaue W inazszavlusiunszdunanaany

L

worthszavvetez 1) 1alyTusAme W7 Tnsnaselsa total cholesterol 1t HDL-cholesteroli 1311418

Tomamad@esialulsaneuna wu ewnsaldes 1o TaTa Tasdue W73 total cholesterol tag HDL-cholesterol

lumshnedinann1d snnuannsalumsdnnesesnnunigalidesnga e

v ] 2
cholesterol, tazoz 11 lalyTusAue W3 Tasinunldnsmaudid aeil Ao

F9ALDIARINTIN 14UazIHUYUNINN 22

HDL-cholesterol, total

0.769, 0.690,

e

0.663
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i 1angaaminildnslumsinemsideiialulsmennavessyduez T lalulysaue vl Suaz
Jasiuengg
asnIald wuildnsml Freanuisesiudonas 95 p-value
oz 11/ laTy/TsAwe s 0.663 0.544-0.782 0.005
Insnawselsd 0.444 0.329-0.559 0.339
Total cholesterol 0.690 0.579-0.801 0.001
HDL-cholesterol 0.769 0.672-0.866 <0.001

1 v 4
e S nudeliuasen 0.5 wwedeasin liianuawisalumsitnneTemamsidedinlu

Tsanenuia

4 a v d o
MW 22 1aAWRUYT Receiver operator characteristics curve ¥993zavezlilalilsivelvlinazlviiui

U \J o s Aa
szaumeq lumsinmnemsidadinlulsanena

1.0
Source of the Curve

— Triglyceride (mg/dl)
Total cholesterol (mg/dl)
High density lipoprotein
(mg/dl)

—apolipoprotein A V
(ng/ml)

Reference Line

0.8

ity
o
[=2]
L

Sensitiv

00 T

0.4 06 08 10
1 - Specificity

T

Diagonal segments are produced by ties.

) Y9 99 A ] S o ~
‘Wlﬂﬂﬁ’i@! ﬂ’]!,ﬁuﬂi']wel]ﬂ\iﬁ’ﬁGlﬂl"ll']Glﬂalffuﬂi\?ﬂﬂgllﬂ\n}!ullﬁﬂ\?'J']ﬁ’]ﬁuuﬂﬂ?’]ﬂﬁ’]n’ﬁﬂiuﬂ’ﬁm’]u']ﬂﬂ'lﬁlﬁﬂ

F v
FialuTsawernalédes @nunldnsviios)
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MmsanaNNFuRHEszrNneszavezlflaliNsawe lvituszauluwiulaealunzndini

< \ = U
Uil egunau

A~ < U = 1% o U :JI 1 [ s
Tuamziinnuiduhedeundu answaudihenarua 150 510 wunszaves 1l Ta Ty Tus@we 13
Ianuduiusiusedy  total  cholesterol 1@z  HDL-cholesterol Inglianuduius ludauinuatvunaves
o o o a d "o a v W . . o w
mmauwuﬁm ﬂmﬂumauﬂsgamﬁwmwuﬁ (correlation coefficient) & 0.226 g 0.257 @uaiay

319AI08AAIN15 197 15

M <
maef 1ssmdnlssansandiniussznnesyavesTflalflysfwe W iuazlviiusaqluanzaaunduilhe

suuRgunay Gudibe 150 51a) *

rHavea luiiu mdanlszans anduius p-value
Insndiwelsa 0.118 0.150
Total cholesterol 0.226 0.005
HDL-cholesterol 0.257 0.001

Y aa .
« lgana Spearman correlation

A o wa ' ' Y 1A A I 1 oAa 3 A v Ay Y a
werhtheuuismnungu 1aun nquitsmgaade taznquilinnuavihodeunaui T ldmann
a & o a ¢ o o ¢ ! a ¢ o 1 ' o
M3AaaLaiN I FURINT sz nI9e: 11 TaTd T s@we T uas Tusiuara wud sedvesTila
a do A SN o o o o " a a
To Tos@ve I 3dsnadinnuduiusiFaaniuse@y total cholesterol ttag HDL-cholesterola lunguituiiaan
dy J < U = o A nm vy a a Li’ = ¥ o Ia ~ = v o J
WwonaznguanuuheRoundud lildinavinmsaaie Taelvuiaanudusiusngangs Avanuduiug

@ a g "o a v w1 W @ .
N1 total cholesterol AndlumdaudseanFandunus imnu 0.32251&ﬁ$l§8ﬂﬂ\1@]151\1ﬁ 16

v d
maef  1emanlsyansanduiussynnsszavez 1l lal Tsdwe lwinay luiiumaquanmungugihediy

Y.

a A . A S = o ya a A
ALY D (sepsis) !!ﬁxﬁ;{‘ﬂuﬂ?1Nli]‘]]‘ijilﬂllUU!ﬂﬂﬂWﬁuﬂuanlﬂ!ﬂﬂﬁnﬂﬂ]ﬁﬂﬂ!‘]ﬂ’) (acute) *

AV JvaTH Sepsis (75 318f) Acute (75 518)
Mdulszantanduiug p-value Mdulszansamduiiug p-value
Insnaelsd 0.122 0.296 0.093 0.428
Total cholesterol 0.322 0.005 0.228 0.049
HDL-cholesterol 0312 0.006 0.317 0.006

Y aa .
« lga0a Spearman correlation
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diothdthenninguammsseadialuTsawenna efnmanuduiusszniees T laTu Tosdu
o' 1 uaz luduaieg woi szavesz 111a 11 T1sAwe Tsianuduiusimainiuszau Insnawe lsamnie
Tunquitdedia Tavivinanuduiughunan Aadumdulss@ndanduiug whdu 0.419 tagl
anuFuLTIBauantussdutotal  cholesterol 1@z HDL-cholesterolininz lunguiisenddn Tasfivina

o
I 0 Aa

¥ @ < '@ a v o 1w o w o {
anuduiusnmaadumdulseansavduius imnu 0.157 11 0.226 AURAUI18aDIAAIATT 1N 17

Y [ S v v d [y J U
maeh 17dnlszantandiniussznieszavez 1 lallUs@we W inaz luiiumaquanmungumsseatia

Tulsanenuia @ihenanun 148 51a) *

sHAVDI JvaTy 00 (119 518) e (29 518)
Mdulszansanduiug p-value Ardulszansamduiiug p-value
Insndiwelsa 0.058 0.533 0.419 0.024
Total cholesterol 0.157 0.089 0.334 0.076
HDL-cholesterol 0.226 0.013 0.053 0.784

* \9ana Spearman correlation
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afUsemanaz vorauenue

@

a a dy < A o & o VY A 9 o @ A Aa a
mazwymcﬂmmﬁvmﬂumm@mm ﬂl“li\i’i/]ﬂﬂ@ﬂ’.lﬂ“ﬂlélﬂJJﬁ‘]Jfﬂﬁﬁﬂ‘lﬂﬂlﬂi\iwmiﬂalﬁﬂéﬁ’m INANIIT
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