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##t 4074766230 : MAJOR MEDICINE (NEPHROLOGY)

KEY WORDS : CAPD/MESOTHELIAL CELLS/HOMA: IR/PET
RUNGROTE KHUNPRAKANT @ ROLE OF THIAZOLIDINEDIONES TO INSULIN SENSITIVITY
AMD AGAINST PERITONEAL MEMBRANE DYSFUNCTION IN CAPD PATIENTS. THESIS
ADVISOR: ASST. PROF TELER JpMABUCH, M.D. BE pp

Background: Inz clerosis vascular disease, IS
g

present in uremic pall noulatory peritoneal dialysis
(CAPD) therapy. Amak aled long term cardiovascular
complications. Cu:rn'.mi:gi;. nphysiologic perntonaal dalysate
- pd thereby coninbules 10
ultrafiltration falure, ig " £l ghd 1otk A - L sludy was 1o investigate the

effects of piogliazgh®, an gl ofegfigler o=l AN RAC NI 1Y i peritoneal membrane

Meth hirg & i wgc CAFD g8 =0l T A =-=- ™ rolled and randomized
(opened label) 1o S e | 0 oralyl :- B0, Insulin resistance was
evaluated using . ‘ il 3 M ogh 7d £5EMBL P o (HOMA: IR). Overnight
exfoliated mesothelial : g flow cylometry. Adequacy.
Periforeal Equilibniu e I, ang [ Ll  eluated at the beginning ang
after 12 weeks of therapy |

Resulls: The baseline gl ween both groups. Pioglitazone group

showed mgrﬁt'y [s1- a= [ 10.34s
P-=0.05), tot& | o .

mesothalial

(13.43+10,58 ve 28

13.48 vs 3.5122.72
: P<0.05], apoptotic
ncrease i CA-125
ipping, ultratitration, and
pentoneal KtV in litazone group = no significantly change
in D/P creatining anu DDCI glucose. A significant increased in uuu-} weight (61.41+10.98 vs

63.41411.50; P<0 0~ \ -=~ ious side effects was o ed in pioglitazone graup.
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|r1q warrant further evaluation to determing whether long-term benefil ex sts

RIBINTO

NI

Academic year 2007 Co-advisor's signature




naRngsNUsznA

IDUDUR U N‘T]Qﬂﬂ’]ﬂlﬂ?’]@’]?il UNLLANE Lﬂ@\‘iﬂﬂﬂ mmf«muwﬂ 'ﬂ’W’W?EIV]‘]J?ﬂ‘I:I"]

InenTNuS GRS mejm;mmmwLﬂuﬂiﬂmummmw

-j)fﬁmmmiﬂ' UNEUWNE @ute

dl 1 = ! o o
WREINADY WAY FBNAN Ne] W @Mmﬁﬂmmum?mw

1BURLIALY GG g V137 fnsAal] uarenansd we

Al Ty e

Walalnans a9 0131 989N 112348 2 e18 Mgt 190 LRl vin L LT Ad N o e A e
2 1 Q

WARAIWNATANITNN

vERdAND

ﬂUﬂ’JV]EJVI?W na
ARIANNT INAIINENS




A19118y

UNAREBNIEN N, e -
UNAREANTENEINYE...........

ARNANTINUTZNA.L.......

#9139

a137tygnn

2 anansuaz e o 6
til" L ‘ 2 A a a 1 II
2.1 19]’3'7?;”@ ?gﬂzﬂﬂwqﬂu@&ﬂqqzﬂ@@uﬂﬂu 6

3.1 Peroxisome Proliferator Activated Receptor-Gamma (PPAR-Y)

3.2 Tnseaiuazindaauransaasanlungu thiazolidinediones (TZD) 48



X 0y
unn A%

B BT T A oo, 53

5.1 agdnansisgl. 4.0 N A W T 70
5.2 anlsena........ = I \ Y 70
5.3 TALAUALUL................ E cossaks R 71

PNEINTIENBL oo AN T R 72

ﬂ@ﬁﬁp}ﬁﬂu@ . ]) .................... 86
L A

AUINENINGINS
RIAINTUNRIINYIAY



ANTUYMAITI
A0 TN
1 5 NQANATNNANITNARADL PET........ 25
2 BAANLTUNLTARA INISEIQATMAN A NN TET LI ... 38
3 @7UANAINNANNUTREALTLINU VLT RN AT HAMNT AR PET................... 42
4 LARNKHAY RN asRaRshiaze lidinediones-UaHIANBEANINDT LA ... ... 48
5 ter, plasma
........................... 50
6 LAANAUANIGIEN 1IN EN T DDA UIBNE N Ehiazolidinegdiones. ................. 51
5
o — ' WERh . CTETPRTPPPPRRRRRR 62
8  uansuanisAginufagh I (fasiife MeuBl. s2itlasluien
(lipid profil€s), f: -‘ £ ’, iX ..... P 65
9 LAPINANNIAR wf " AR A cells, apoptotic
mesothelial cells al - | ,-\" equacy of dialysis...... 68

4#.;:,

10 meﬂ\l@ﬂ’]?ﬂﬂ‘ﬂ’ﬂmﬂ ‘--v--~-1-'-'* Brse side effects).......coovini.. 69

ﬂumwamwmm
Qmmnsmnmmmaﬂ



71

N

© 0o N oo o A o w N

12
13
14
15
16
17
18
19
20
21
22
23

26

)

A1guglnnw

A
7N

NN BAAIAIMNANNUETZIING

LAY capillary ne

LarglATadE19

WA pinocytotic vesiclesdM

AR pln@

memm:rmzm me
Hd

LAAS barrier = DT s Suuuusuu - ... /T TITTTTTTTTTTTTTe
LA d|str|but|ve .........................................................................
LmeapHIary blood flow limit model 114192 normal permeablhty ....................

AN capillary blood flow limit mo‘l sl,qu‘“ hypoperpigapility....................... u23

LL@ﬂ!ﬂW bb qnalﬂmw nn

memﬂ,ﬂ@ﬂuuﬂmmmLﬂ@qmﬁﬂﬁmﬁm ................................................... 30




317 Wi
27 WARUTRLTRITRMEIENTIA 40 FUe.. oo 31
28 WAARIHIIUDNNITUGAABNTEY MeSOthelium CelIS...............coovviiiiiics 31
29 LAY mesothelium cells AATIANG ki ; 31
30 UAAIANHIULYD mesothghIRRIS & 32
31 WAAY mesothelium . ) 32
32 uansdneizie ! 32
33 uapanaiae 33
34 34
35

Tannetesies.. ... oy SRR W 35
36 WARNTEAL VE I ngh el dadae . - T 36
37 uanasziu veor Wi ACaw . e b . . 36
38 WAMINIAA |

naGaL PET........... T8 BN /768 N T 36
39 uamanMsuLisFaTecTgiliung S SR 37
40 uana3unms mesothelium SIS LS AROPIOSISI e AN lATHAFT............ 38

41 uanpnudNiusszudastieRaniitéta e ysothelium cells ARQILAZAN

D/P creatinin@. | - ) .................. 40

42 LL'ZQﬂ\‘iﬂ']’]Z-h v

A1 D/P creatmmmlj ..................... m‘ ...................... 40
| i
43 WAANAIINE! uﬁr@vudwlﬁémm total exfoliated mesotheliufrcells ARELAZAN

Auanenineans

45 memmﬁuwuﬁiymwﬂ?mm t‘al exfoliated mesqifiliiium cells AagIuarA RS

o). o

AN NG AIDPING. e e 41

47 wananaauisufunosaadaiingne) Wtas HHA uas LLA ..o, 42



917 Wi

48 uaMINNTFEUMeLBNN total exfoliated mesothelial cells TugiladAn Na

dipping #a8NI1 5 LATNINNINTANNAL 5 MEQ/L...eeeeoieeeee e 43
49 uamanaBaufauiunn fidAn Na
dipping  1aENIN 5 LAY ONUEMEY .. 43
50 memmﬁﬂumau ol jlneflincolls iwdwliﬂfmﬁl,ﬂu
LL@”T,uLﬂumemwnmrﬂ LQMLA@EI YO L 44
51 memﬂﬂ@ﬂ' SHQA N TTCAPD............... 45
52 uamalassa e ' ‘ | X R 46
53 wamanalnniae oy ARl Btansactivation LAz
transrepression......... "L AN N 47
54 1anaA1 HOMAIR naglsndn =7 +24un i 1108 [WiosiglitaZele. .................... 49
55  uangdesidu dlitazone WaLLNAN
AUAN............. H°.. . Tir. 50
56 LAAINA flow cytogile y AT £ x""‘a. ( eghtive control)......... 59

J : \ '
57 LAPANHA flow cytometglif 1oL DT B2l antis@)/tokeratin WAETUNEL.... 60

58 L‘i_r’;‘f;l‘l_lwlf;l‘]_la‘umummm (F bioglitazone WA placebo...... 64

59 nFaLaLTEAL HOMAJR ABtR: NN ilazone WAz placebo......... 64
60 LL@EUL%H@ G ' ﬁ pioglitazone

Way placebo.‘.. i
61 Lﬂ?ﬂULﬁﬂuﬁWopt m%’uﬂpioglitazone uay
iUl | i
; 67

PlaCEDO. .. ...t e e ereaeaees s R rer—— i, e R,

62 mﬁnﬁq o8 ﬁiﬁu@gjsﬁpmﬁdme is pmfelb ﬂ ﬁ
R ANNIUNNIINYIAE



&2

AadLnaduANHiLazAEa

HOMA: IR = Homeostasis Model Assessment: Insulin Resistance

PET i dadliligrium Test

LFT /

FBS OGN () BIO8 SU g
CCr = ni

ACEI

CBC

ARB
PPARs
CAPD
AQP
SPA
PDC

i
Vascular Endothelial Growth Fact

TZDs [ &% Thiazolidinedionedld

WUIRRRANEN

NF-KB = Nuclea.%actor—Kappa B

ARTANNIEY HAIINHIRY




and Rationale)

2 iageIutlvng gémmmvmiaﬂ nazlanuides
?:ﬂ:zgmmmﬂumfa 4N D¢ Py a9t Lazaa9L@n Tug1enie
vy = g " = T
N iglaadannn 14 1oy g Paga; VAL TN TIHNANTENY

P a P v Ay v aa \
FRINNNEILAZAR | T R P AR G N
A19anAam N34 Nagk A W01/ AvLszARe n1sven
. o/ 6 o N
WBa < LTS NeNNTHNN uazeon
e A8 RN T8 L iegann TN ulad
A 5 %

L TE . S~ 1 o

B edR TN aeinaunnlullaqiiy
o FaszazgainaNiuinzan

Wl 211309 n13nan e leies

AR ‘ e v "

Fantuieinine tnel AR 421108 Bnviacthaannsniaanioanly
o £% o ! ; A i a £ '

ﬂ’]ﬁ‘V]’ﬂ‘ML‘MlIWz’&NﬂUEﬂLLUUﬂ FANLLILT QB9 7s ‘mmLﬂmm%nwiﬂsﬁmm?uﬂﬂmﬁ

<1190 5N ANNZN1IN NI ULRS LT

L! jﬁlﬂ')’] ?QNQ\‘]NWJ’]N

ﬂmumuﬂﬂmwﬂqw

1 3
fdilhaiveniden wenainiidgEed

"- _..
wiaaag L mn@g

ﬂ@’ﬂﬂ.ﬂﬂLL@vﬁ‘&

Naniaan @ﬁﬁ’]ﬁﬂ!ﬂi& A4 mammwmmumﬁﬂm
/ a Yo d” [ v Yo
zifiaelanneFaiisvargavina ldiunnsdn Memsteariesunnay

‘U"J’]Nﬂ’]ﬂi"m?ﬁ‘yﬁlwﬂL‘WﬂEI‘V]VLWJ“LMT]H’]I@ﬁlﬂ’ﬁ‘@’]\ﬂﬁ]%’]\i’ﬂ@ﬂ/]ﬂ\iﬂ’ﬂIﬁlﬁ‘q

ﬂ ﬂ a quﬂw ﬁ ﬂ ﬁ@ ) wﬁmmﬂu‘m
L an AANDIA LA !

BAQN LASNTS m@ma@umum EAINELTRINTSHUSAANIENNTICAD

PAN AL IUAL

ﬂ“umummﬂfmmLﬂum’]mmuayisﬁummmu [1] ﬁ?mmmq m@maﬂu

INHIRE

(vitamin D deficiency) %QﬁNﬂVIWIVLu‘ﬂLEI‘ﬂMWﬂ ] mmm\imﬂumm%mﬂumu@mm

is



a

fnnsAnsmuninshasesugaulugieenlaiudlanisdesfies [2] Wasanndilos

a

o o

azlasunnsdudanglaalutnadnelaflumaiuiy Auaniiliifinn1smasdugauniInau

v a

v 1 13
aufiusnFuBugAY (insulin receptor) TuilaiEiasing < anae vinligamuniazheseauganly

9

e ldFudnelaniedasios [3 ingugauinain e livaeninenudsi

(atherosclerosis) WATHARS rdiovascular mortality) (4] i

NN3ANE1909 Kayo ShinoliAremuasgtL: 5 mwvwmmmumq Aasie

fugau (HOMA:IR %m?@mmmmﬂmmmﬂu46 WiNT89

z\juﬁﬁmqm@m@ <1 1. 4110 anadnesinlvignsnsen

]

aa [
Tnuadilauany

v 30, 170Ng
ol a a L K = o A 1
Tnenanvimadulonias; S, 79 T A A SERME RN

& ISPV o o

71849 AgaudAnylunisunan.yl A

o

o o o o

ot ’ﬁ?u’] ‘ﬂﬂVl\‘]LﬂuLsﬁ@@VI@NN@ JuUNeN

@W\iiﬁliﬁﬂﬁ]ﬁ‘ﬂ LJJ@V]’W]’]?'J

N WUNﬂ’W@

submesotheht

d 1 4 v 4 1
a1 taavies udiloadelaniedes

w - . X Y
@ﬂwmmmummw
=

fg}}ﬁumﬂmﬁﬂmm
A 11] BIHA 3 [1ﬂTﬁluﬁﬂmQWNWﬂLWEﬂu
- a0 o P, | o
sinadasadileg uesaaasealasudsiEInEmauule laqiiy
LN umamam‘@mmm@mmmq mMﬂmlmﬂqmmmmmmmmmmm

é@iﬁ’} Bﬁ%ﬂa Hﬂf]%“mw

‘ﬂﬂﬂuﬂ’]?m@mﬂ@\uﬂ@ﬂﬁ@\‘m@\? peuaNadadunuI189nN1sANE

v
n19819lmanAg

LW@MWQﬁﬂW??ﬂEWLW’ﬂ@ﬂﬂWQV insulin rglstance LL@v‘ﬂ@Qﬂ %ﬂQWﬂQL@@N

wwmnsmumfmmaﬂ



1.2 AMNINYRINTFIAE (Research Question)
ANDINUAN (primary research question)
21 Pioglitazone 1tinfuilszniudilsc@nsnmlunisiiuaaulosiedugaulugilaele

9fie4 IngdmannAl Homeostasis Model
¢Naan 30% e i

1.

£
A o

£ ndl Yo v
fmmL@ﬂi\wzﬂz@mmﬂwimumim
Assessment : Insulin Resistana

ADINSBY (seco

811 Pioglitazone

a

At RN A augan T

v zi/ o £ = o D . y .'- ) «
gilaelnonaisefssalfanigt 3 fidy 1gls WU anaensnl LAy

\

| del Assessment : Insulin
R) §

s 4 g
WmnUsedanTay

Resistance (HOMA:

0110 Tunnsflesiunisiaenaeditiay

| L4 Y 1 4

daavies Tudilgelng B0 19T 907189229 1PN LG
aiinasnaniiaglaweruaatiuiia AriaEwamu Tnenasnsaand & foliated mesothelial
cells WAy ap CAMEA-125 Tutinendnale

— - e
LL@Zﬂﬁ‘tLﬁu@ﬂWWﬁmﬁﬁim%ﬂ itoneal equil@lm test (modified PET)

ﬂU’JVIEWI‘iW na
ammmmwwwmw
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2.3.3 Pore model [78-81] (319 21)
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2.) Flessner model [49,86]
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2.7 Apoptosis of mesothelial cell
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RSN TOUNIINYINY
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AN9197 4 LAPNEA
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E.

PPAR-O ARtifibrglic | BrC A NhoRebwn % Antiinflammation
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PPAR-Y ;‘ Ant|prol|ferat|ve Antiinflammation

ifibrotic Anti-

antiinflammation | antiinfla me ' atherogenic
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=

{nnsAneedShin . ‘a’;f 32] W Igk0 feBiglitazone aNNTLNHAYNN
Tosiadugauludile i elasi et < Wl iy Mo Auau 15 91e 1le
AnnNglaadusvey 8210 3.2:0.6 11 2.1£0.4

(P < 0.05) lugiln 54

Fasting d‘-r 1.4 - fS . * 87.

7.3+ 1211
Fasting i 5 * 91+121
HOMA- ‘ i y . 21+x041
151 'l 53+07t
Insulmogemolﬂ!zx (I 116 =16
iﬂm 54 LWAANAY HOMA:IR fiaudniuazd 12 dlanii um‘[ osiglitazone
u %ﬁﬂﬁ ; “m L
[133F oo NeMe 9N AN L AN TN 297 F 1AL AR 101 52
Fald] Lu@mmmwﬂqmﬁuiyﬂuma’] 24 .%Jmu mm:mam mmmi@umu 27

IR INIRLUNIINENAY

8.59 mg/dl; P = 0.03) Tnelinunadnames hypoglycemia, liver impairment wag fluid

over load WANANNTEIING 2 NQN
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-36

77 55 uar e s s aehEs7 af LEaE UNAY rosiglitazone WMALIMLINGN

AYLIAN

doudasiiuaulif i sf nfae 4ol il oy Mg RS uaShouz  [134] wudnen
thiazolidinediones #8sigligfizogfe) i Uaelaage (wa8 W8 '8 » Tdmvia i Ll duiumanu

AU 12 918 (e Al gE 82| AAURNALd0En  thiazolidinediones

a | = d = k| y
(rosiglitazone) a1:g 0 M2 1610 AMARL IVANR anaaan 6.7:5.23 1lu

2.4£1.15 (P=0.003), Wl 2.31:3.06 i1 0.9740.98

o
1

o o

(P=0.01) WHANLAN tofl bo Slas o=”\=\‘¢ Aae 9 TuE A ATUN19ADA A

AN9199 5

o 5 z '
AT NN S LAANTDHA HOMAS] ptal body water, plasma volume

NDULAZUAY

parameters
HOMA:IR
hs-CRP (mg/L)

6.745.23 24+1.15 0.003
! &0 31+3.06

plasma volume 4.29+0. 80.' 5. 08+0 0.01

. mmm pAbG 1 gIa

LﬂummuLummmnmmmmm@ﬂLmvmmﬂmwmﬂmﬂw 1®LLﬂ uwuﬂmmmu nne

LIQN‘LH LAZNITAAANIDIAN hemoglobin I@ﬂﬁjﬂﬁ]ﬂﬂ’]\ﬁ"]ﬂ@’]’ﬁmitﬂu hemoglobin aAAY 1

gm/dl - wuANguussAenataNnaulugUs e laFusndaniunsldaugau Tnadgifniend
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iazolidinediones [135]

1-10%

dlovascu ar:

)

590!
=

g—1

su onylurea or insulin

Hematologic: anemla‘ 1%)

compination W|t!1Hrlfonylurea or insulin,
the incidence of edema was as high as 15%)
’ a igue (49 )
crin / ﬁ— ] ﬁ ﬂ%on with

ﬁﬂﬁmmﬂ% NYNa Y

Elevated creatine phosphokinase

Elevated transaminase, hepatic failure (very rare)
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(15,560 918) Weuiuenlunguause placebo (12,283 318) wazwudngiloainliiuan

rosiglitazone  NAMNIALNARNTSLN infarction  WANAWDS 1.43 1911 (95%

confidence interval ligvascular deaths 1.64 i1 (95%

confidence interval 0.9 9LANTENUADNNT MEEINFINAD

811949 denaliid Wo=F437] LI interimerepormiiLa A gNaLL T LTELEId9
I L dl Vo -, g
naufiloadlazy szAuUmnaldAanen
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death A1N13ANT LA § 3N 15 14 1990 49 10 siglitazon L) L4258 primary  outcome
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a 1
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Tae 0= (n,-1)SD,” + (n,-1)SD,’

el el nls T8 il A g1 Fe 3z nTinE LAY
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1 )

TaaneNUNaTINULND A1Ag Silple randomization

3.2 28015 (Intervention) vy ")
g1l Tmm
Taangnunaq e L TINTTNATI VLN

g
1#5un 199508

ﬂm , A mmuumﬂqmvimums
_ 111
| N8l M99A1ADA (WaMNA1 CBC, LFT, FBS, HRAMC, insulin iaAIuln

ﬂ@m’m Tuanunisals

jmmmmmﬂmm

dnusedp meaag

HOMA: IR), ;994 m‘I“PET R399 total eXfgligted mesothellal cells Waz apoptotic

: ‘ ﬁmmﬂuu
(oPeft= i azl@su
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q z o o o 1
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n. mevm@u modified PET

AUgINENINETNT

° Vﬂﬁiﬂﬁﬂﬂﬂiui’]?lﬂuﬁ‘ﬂﬂ ummﬂuuﬂ@@ﬂmm AN 4 %

AWRIANNTEN ﬂﬁﬂﬂ“ﬂ%ﬂﬁ‘ﬂ

o

° mﬂmm 200 NaAAMT ‘ﬂﬂﬂfdﬂ\‘lu'm%ﬂ@ﬁ ﬂaummm 2-3 ﬂﬁ\i L‘W‘ﬂ

q

mmumﬂﬂwmﬁu Lﬁuﬁq@f;mmm 10 Napams LLma_la'@f;lmmw

¥

\Wiaa (190 Hadass) Augrasviod tuilunati 0 ud



56

v
a a o

® g 2 ﬁqim fnetingn 200 Hafans aangnatinenilan naung

Hen 2-3 Ase denaNtnen WAt Fusegneingn 10 Tadans

udalaeeinanivae (190 Waaam9) uzg' g9 tiunan 2 dalug

o

aetlnelFnaliunan 20 w1 nAL

NAANNIVIIUNA

AU N Uaastinme
I- i f - - ! '.V.I .I.r ) " d| o

a1 AT atihi ek |4 R L LileganIzALIAINN

gt s : Adk Tl TRl N 97399328 U creatinine

N . 'l'| I o 1 ¥ Y
EIfJ J I AL ARXN A AR 1L laelfuanAIANITNY
¥y = _ \

,nQM?
= = <
@ D/D0 glucose Negazliay 4 CRIEN,
o Al
311 ANEQATINN 1

AN ANz 0, 90dium 11utingnanale

| ‘U I8N 0 m‘w
mmmmmm’muﬁmmwmiﬁ‘mmmmL Wﬂ?@ﬂﬂimﬂ‘ﬂu‘ﬂ‘ﬂ“"ﬂ’]

‘ mmmmmmmmmm ﬁlﬂ’]ﬁ“ﬁ\‘lu’muﬂ (ultrafiltration)

Autananinens—

° ‘11/1mﬂfmmmi?mﬂﬂuﬂuﬂﬂummmm@u PET  Ineldtingnpany

ol m%%%m 1B Y




57

o igasingnaananniuuvAaumastenlugawindy 1 ans (1

Alanu)

° L‘IJEIWU’WEI’]ZW%VIW@@IML%I’]T]%

b

AlipNeRamber L BRNTasT

AdLaE e isotype 1gG italfiilu
\
cells Tagnstianaaniamwiziu

o =
1T NTLREIA

— t‘%f_{j“” biotin YN0l 3

Jmmumm PBS 5

LIA7 NLH@‘VLQ@']L@N
> y ||
° a L]
9. INUNLIEIULUNY ‘

‘ mf]uﬁﬂﬁmumma@ 4 u)tavedln PE 15unnu 2 lailesans #ield

QW’I amﬁmun IJLEJMEI

n. mmmmummm'ﬂ 1118 1% paraformaldehyde 5 NaAAMT Lm_I‘VI

(=2

oM 4 a3 EATEA WK 15 WA



58

1
a

) ’6’ dl y a [~3 a
9. Weidliungumg sauauduazinahia

A, INUENAI UL

1
=

v 1
3. ENden PBS 5 Hadass i llifuiiguungi seumanniiauey

1
a

ohol 5 HaRanNT LNGUUNH 4

LAZLIATLAN
UAARGT

BRLTILATIIA AN

’ ¥ 4 a4 a4
Al lutinsndauiniuae WAun
Ok TMAIENYN 15 W7 (DNA

25 lulmsdams + BrdU 8

8n73 + reactant solution 10

1 gt e duZ 28 ‘
—_i A q@ NATLAN

i

@m Mirnendauiivae (alexa

ulnsan? + alexa 5

i rﬁlﬁ 56-57)

° mmaﬁ%’mmuqmﬂuﬂ?mmmmwammnmnuﬂummﬂ@nim

ARIANNT AN

solution LFFUNAIN rinse buffer 9




59

n g A
Anti-cytokeratin-PE Counts Counts
- . R .

103

102

107

] il o

gﬂﬁ 56 LAPNKA Tl WAk naviEe 9 isoty Pelig G thegative control)
(N w&@m9 dot plot Liel gl BB Al AN BN A A A n LSRN LT AN AN

alexa 9 Uaz A ugan9fist 03RRI+ u0 ALl g L ABHE N LT A )

ﬂuEJ’JVIEJVIﬁWEﬂﬂﬁ
RIAINTUURIINYIA Y



60

n a

Anti-cytokeratin PE Anti-cytokeratin PE

Counts

L .
10! ; | 109

g

Anti-BrdU gt a

. m
917 57 uanINg

(N Ay 2 LAAN dot plet 114 anti- -cytokeratin v C height Wag anti-cytokeratin vs. anti
-

“AUYT NENTNYINT

A. Udsunew CA-125 ?‘mmmqimmwm ek mloropamcle

ARIRNTIUHN v NEIRY

v
=

ey 4 intraassay coefficient <10%

cytometry 1aaimaaUnEWan InAidan anti-cyfgkeratin uazTUNEL



61

3.4 N1559U5INTAYA (Data Collection)

Lﬁuﬁq@ﬂ'wL%‘@mmﬂs;iﬂqaﬁmm:ﬁmmmnf]ﬁﬂﬂmﬁ@mm CBC, LFT, FBS,

HbA1C, insulin (Lﬁﬂﬁﬂmm HOMA: IR), UG q@mqmmmwm (Lﬁ@ﬁﬁmm modified

PET Lasiin total exfoliated mesothe p otic mesothelial cells Way CA-125)

3.5 NM93LATIERT YA

A hest LLTELEUIENININgN
14 unpaired T-tesptur o afin e . b1 7 WA b iiinsnszanasalaing
L‘Ll?fﬁmﬁﬂumﬁluﬂ Wil ‘ , d Rer U LsEnIanguld Mann
Whitney U Test | |

ANAINUANFNNANAT ‘_f’.ﬁ:’
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N9aATIzdaNa 11 SP >S5 Versio 7.
a . H_ r ::,’?"v

ﬂuﬂ’mﬂﬂﬁwmﬂﬁ
QW’Imﬂ’ifUSJW]'mEI’]ﬂEJ
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4.1 TayaNugIu
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978 Tnenilugfilonan Finlaenenunatinuuia a1in

WTU 12 978 I Manuguresdtheiaes

¥

gulaedaulug léFunng

dnalanedesiiodlnullbigit @hllyln web: Ailin 5  igmeas 68 Heu Afilae

° = - o) % 2% A o = |
AU 6 8 NLAEIFP iAN P14 I TTREN Lﬂq?QNﬂq?ﬂﬂHqLLNW‘Uﬂ’VJx

ultrafiltration failuggfaqu Qr‘ deficier Jaic\GialySiglhen PET test Tnaiadtiag]
r r ] !

Twnousfing v
hi
A31adl 7 uanedienaiy r’ 295119 NG 115\l Tl L5 FueN pioglitazone
anmnizdeya _d N{u pioglitazone(15918)) | P
a1e) (1) | 51.9(18.3) NS
IWATE NS
TsanenunaqinadReoie T oY YT L7 NS
Automated PD NS
Tapilsyansin
Teatuanu 10 (67%) NS
lsnpanuanlatings ‘ v 13 (87%) NS
NS
NS
NS
-Calcium channel blocke u
QAT s
-Nifrate ) S
q -Hydralazine NS
svaznaniinanlannetesias (Mo) 8.6(6.8) NS
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dl 1 ¥ dall L I 1 1 Qll Yo . .
F197 7 (i) uansteyaiugiuredilaaszudnanguacuanuaznguitlfFuen pioglitazone

sy ARnnsdniauindelutesios 1(7%) 5 (33%) NS
Systolic blood pressure (mmHg) 149.1(18.8) NS
Diastolic blood pressure (mmHg) 84.7(13.9) NS
vhutinga (Kg) 61.6(10.6) NS
ArAMNdNTReR (Het %) 30.6(6.4) NS
uﬂ‘i.lu’]ﬁl’]ﬂ (FBS, mg/dl) (1 137.2(39.8) NS
ivmumm@mmu HbA1% 7.1(1.5) NS
HOMA: IR ' | 5.2(5.0) NS
Cholesterol (mg/dl) ; ; ; \ . 196.7(39.6) NS
Triglyceride (mg/dl) , ) " y 1623(320) NS
HDL (mg/dl) o , 062 : ) b 54.5(22.9) NS
Albumin (gm/di) . { & e W W 3505 NS
SGOT (ul) o J 41 ~ A A W RReoe07) NS
SGPT (u/l) ' i AW N 73(15.7) NS
Alkaline phosphatase (u{‘l) 106.3(45.6) NS
Total exfoliated mesothéfial cell 0.3(0.4) NS
Apoptotic mesothelial cells (i 0.13(0.28) NS
Na dipping (mEg/l) 7.8(3.7) NS
D/P creatinine 0.6(0.1) NS
D/DO glucose 0.4(0.1) NS
4 hours ultrafiltration (ml) 7 748.5(377.8) NS
Panauilagnnsiiy di) LY : - NS
Peritoneal KIV B wrm——— : J NS
Renal KtV ‘ r i\ sy NS
Total KtV :—' | jamst1.9(0. NS
Dietary protein intake (| L ) (gm/kg/day) M-0(0-2) NS
CA-125 179109 15.9(10.3) NS

U] VI%M?W &N

Qﬂﬂ@ﬂﬂﬂ?ﬂﬂfl pioglitazone szAurimng (fasting blood sugar) @mmm@

RAGIATHNRITNEIGY

q LMY (6.945.4 vs 3.5+2.7; P=0.03) Hilaeinguinlafuen placebo HszAuunmna (fasting

an

blood sugar) AndwienBeanfauszudnanewldFusuazdcldiuen (125.8+40.2 vs
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1 v
WauBeumauszAuinma  (fasting  blood  sugar)  MASlAFUENsEMInangu

a

ApaselledAyneais (99.8423.6 vs

7+11.5; P=0.11), HOMA: IR 12Ny

(3.56+2.7 vs 10.3+13.5;

317 F I IR (FB AU VALASUEN  pioglitazone LAY

placebo

ﬂw@wﬂmw R E

mﬂqmﬂ@umim@um plog||tazor‘ H32AU HbA1C Mﬂm\mmﬂmﬂuimluav

a?um'mﬂ@ﬂm‘ummemimum (196.7+39.6 vs 201.1+75.0; P=0.78), 7¢Al triglyceride

Taiumnsngszninanauldfuswazndaldsusn (162.3482.0 vs 150.2+77.1; P=0.45)



65

filoanguilifuen placebo H3vdu HbA1C Tdumnsnsszudeneuldzuaiuaznas
1658 (7.841.7 vs 7.4+1.3; P=0.07), V9261 cholesterol luumnsnaszudnsnanldiuenuay
nAalAFUEN (192.0+£36.0 vs 208.6+72.7; P=0.37), 326U triglyceride ldumnsnaseudnanan

IiFueuarndsliiuen (175.28 7p!8-8.6; P=0.90), 526U HDL 13JLLI§1ﬂﬁi’]x‘1ﬁ‘$Wﬁ’]x‘1

1 Yo [ Yo
AaulasuanuaznaglFsusn

A13799 8 mei:?mm fasmmm seaulasiuluaen (lipid
profiles) kay N9 A -.

» k\ | pioglitazone (159181)
Anmouzdaya il wasldfuen | P
izﬁu{iﬂma (mg/dl) 99.8(23.6) 0.02
LUt ANAaTAN 6.6(0.5) NS
(HbA1c, gm/dl)
HOMA: IR 3.1(2.3) 0.07
HOMA: IR (DM) €0 3.5(2.7) 0.03
Cholesterol (mg/dl) 192.0(36.0) 2 T ] I'\‘ 96.7(39.6) 201.1(75.0) NS
Triglyceride (mg/dl) —_ '_ D.3(82.0) 150.2(77.1) NS
HDL (mg/dl) : ' 54.5(22.9) 47.0(17.7) 0.04

4.3 Nﬂmﬁ‘ﬁ@ ,,,,,,,,,,, ) _) mesothelial cells,
peritoneal eq@i f J

ﬁﬂqmﬂm\m N5le] Bated mbsothelial cells anadiile

wRausussuiithanldsusnuazuaaldsusn  (0.3#04 vs 0.1%0.1; P=0.004) a1u9u

apop sotheli 13 srydnapaulAduenuaznadlasuen
AU RIVEWNS

mu@:ﬂqimnm (0.43+0.11 vs 0.3520.10: P=0.01) 1 D/P creatinine fiAuuANF

immmﬂﬂmumLL@vmﬂ,m‘um 0‘01 vs 0.740.1; Pﬂ4 ) /1 Na_dipping 13 fafw

RN

ultrafiltration 1NNﬂQWNLLﬂﬂ MINTENINNDU L?'LIEI’]LL@.VMZQ\‘] AFLEN

.8 VS
806.2+259.2; P=0.67) A1 peritoneal KtV ldlAuuansteszmdnaneauldiuanuaznaclasy

1 (1.6£0.4 vs 1.6+0.4; P=0.38) A" renal KV NAMNLANANIZUINNAATUENLATUAS
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giloangunliiuen placebo A1uau total exfoliated mesothelial cells laifiA2N

wANFANLB I LN UTTUINIA WA igalgFuen (02402 vs 0.3+0.3; P=0.19)

41149U apoptotic mesothelialeBlsN '1_|Lﬁﬂm”udwrﬁ@u%’?umLL@”‘M@”@

LANFNNTLUINGNS

ANANLANATZ VG 7: P=0.92) A1 4 hrs

ultrafiltration liiilge#upfripfsfifinaiah AR WaThd Heley (785452309  vs
696.9+273.5; P=0.39) 4" pghitg ok AR A e B (90 1ane A Fueuasnas a5y
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A13797 9 LAANKANIIAN®NURY Total exfoliated mesothelial cells, apoptotic mesothelial

cells, peritoneal equilibrium test, L8 adequacy of dialysis

ﬂ@mmwm (1 ﬂ@iLI pioglitazone (1591¢l)

Anwnuzdoya fowles) \\\‘ﬁ”, Aeulsfusn | waslasuen p
il

Total exfoliated \ 0.3(0.3) ’V " 0.3(0.4) 0.10.1) | 0.004

mesothelial cells (million

cells/bag) 0.02(0.03) 0.008

Apoptotic mesothelial

cells (million cells/bag)
Na dipping (mEg/l) 8.7(4.3) NS
D/P creatinine 0.7(0.1) NS
D/D0 glucose 0.35(0.10) 0.009
4 hours ultrafiltration 806.2(259.2) NS

Buautlaansnvag

4.0(4.8) 0.02
Peritoneal Kt/V 1.6(0.4) NS
Renal Kt/V 0.18(0.25) 0.03
Total KWV 1.9(0.5) NS

= | o - ,-.."" it
4.4 pannsAnE TkduadnaLp s "r-
mﬂqaﬂ@uﬂmum ‘:_v__;v:; gody weight) NTULHALFELTEL
o
sxpqnanaul %EWL

PO HLAN A IR R MM AE AT IR I (30:66 £673; P=0.64) A1 SGOT

. il L, .
AP NUANAITZY W \<03.0£16.6; P=0.34) AN

111

FNTENINNNBUEATUL A ZUAG MATLIEN (24.624602 vs 19.6+14.2; P=0.14)
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A13799 10 WARINANIIANEN IR ATN9LAENY89eN (adverse side effects)

NANAYLAN (15 312) NN pioglitazone (15314)
Anwnuzdaya nauls3uey (a9 i nouldfuen | waeldfuen | P
thonidn (kg) NP 61.4(11.0) 63.4(115) | 0.004

Hematocrit (%) 30:6(6" % 80/9(9'5) g ¥ 30.6(6.4) 29.8(6.3) NS
SGOT (IUL) 22.9(/- 0 4(21.3) RS ol 1 4 23.0(16.6) NS
: o (214)

e 16.2) 19.6(14.2) NS

SGPT (IU/L)

Alkaline phosphatase (| 86.7(39.0) 0.008
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