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## 4475247630 : MAJOR MEDICINE (NEPHROLOGY)

KEYWORD : Vitamin E/ CAPD/ Carbonyl Stress
PIENGTAP JIRARATTANASOPA : EFFECACY OF VITAMIN E IN CARBONYL STRESS OF
CHRONIC AMBULATORY PERITONEAL DIALYSIS PATIENTS. THESIS ADVISOR :
PROF. SOMCHAI EIAM-ONG, M.D., THESIS CO-ADVISOR: ASSOC. PROF. TADA
SUEBLINVONG, M.D.; 64 pp. ISBN 974-17-2210-9

Background The development of carbonyl stress with accumulation of reactive carbonyl
compounds (RCOs) and advanced glycation end products (AGEs) in peritoneal membrane can
change peritoneal membrane transport, increase morbidity and mortality of chronic ambulatory
peritoneal dialysis (CAPD) patients. Many strategies aim to inhibit RCOs and AGEs synthesis.
Vitamin E possesses antioxidant activity has been used safely and effectively to reduce carbonyl

stress in hemodialysis patients but its efficacy in CAPD patients is unknown.

Objectives The present study was conducted to determine the efficacy of oral route vitamin
E on plasma RCOs, dialysate RCOs, peritoneal transport and dialysate albumin loss in CAPD

patients.

Method An experimental prospective study was performed in 16 stable CAPD patients. All
patients were given oral vitamin E at the dose of 800 unit/day for 3 months. Modified peritoneal
equilibration test was done and the measurement of plasma RCOs, dialysate RCOs, dialysate
albumin at the time before and 1.5, 3 months after giving vitamin E, finally after stop vitamin E for 1.5

months.

Outcome The results show that oral route vitamin E exhibited a minimal side effect and no
effect in peritoneal solute transport, dialysate albumin loss, net ultrafiltration volume, plasma and
dialysate RCOs in.CAPD patients.

Conclusion Oral route vitamin E not only no effect.on peritoneal solute and water transport
but also no effect in reducing carbonyl stress of CAPD patients. The lack of efficacy of oral route
vitamin E. in the study may be due to inadequate vitamin E dose, duration of treatment or

inappropriate route.

Department __Medicine Student’s signature

Field of study _Medicine Advisor’s signature

Academic year_2002 Co-advisor’s signature
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AGEs
ALEs
AQP
CAPD
Cr
CML
DN
DNPH
D/P
DR
GBM
GO
HA
HPLC
LA
LP
MAP
MDA
MSR
MGO
NCV
NF-KB
PAI-1
PD
PET
PUFA
RAGE
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ABBLNER ANl ANED

Advanced glycation end products
Advanced lipid end products
Aquaporin
Continuous ambulatory peritoneal dialysis
Creatinine
Carboxymethyllysine
Diabetic nephropathy
Dinitrophenylhydrazine
Dialysate plasma solute ratio
Diabetic retinopathy
Glomerular basement membrane
Glyoxal
High average transport
High performance liquid chromatography
Low average transport
Lipoprotein
Mitogen activated protein
Malonyldialdehyde
Macrophage scarvenger receptors
Methylglyoxal
Nerve conducting velocity
Nuclear factor kappa B
Plasminogen activator inhibitor-1
Peritoneal dialysis
Peritoneal equilibration test
Polyunsaturated fatty acid

Receptor of AGE



RCOs
SEP
TGF-P3
TNF
UF
VCAM-1
VEGF
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AR LR ANEMILAZANED (AR)

Reactive carbonyl compounds
Sclerosing encapsulated peritonitis
Transforming growth factor beta
Tumor necrotic factor

Ultrafiltration

Vascular cell adhesive molecule-1

Vascular endothelial growth factor
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NNSNUNIUITTUNFTHRLAEIT A

38l Wei.2455 Maillard LC siniaflanaslfassldsennuniafinansdinaedainnism
poruzensnaziiuuaznglpadouminuien Fundn Advanced Glycation End Products
(AGEs) * Fan131AA AGEs anAeILauns nonenzymatic glycation 189nsAaziluAA schiff
base suflugnsianansignunsnnlaaundulilunld (reversible intermediates) fiaanaziing
Fnieasalu amadori product 3auluans ketoamine AAmAsFaNNTY LaYTinNIda e
Isiifluansinnng (nonreversible end products) (380 AGEs JLUAUNNITINAT Bandn
Maillard reaction”™” wananniluataunseandindusesnniiylansnuas s afnanang
nAWTIEENTY Reactive Carbonyl Compounds (RCOs) TeazaudiunInesiluiauans
AGEs uaz Advanced Lipid End Products (ALEs) sielil (372) Tnai3annnazildn Carbonyl

stress 491 Miyata WazAnzazizen end products TUNAAINYLAWNNGRIN Carbony! stress

end products” TMNNED9 AGES haz ALEs 1

Glucose+Amino acid ‘_> Schiff base 4” Amadori products >
AGEs

Carbohydrate RCOs »  AGES/ALEs
Amino-acid

Lipid

51N 2 uansiumeunIafinans RCOs WAy AGES/ALES tneiinuguaunie Maillard
reaction WAZALIUNT oxidation [MNNEWA EWRNIMNIEDINITHIUILIUNNG

ADNT AT

AGEs fininTuainauqunisaienielusianie (endogenous) daaznuldunamnn’lu
dilaeunway leane uazdgeans “ Iaginainauaunig nonenzymatic glycation  n19

AANTLATYU LAY NIIN9ANNIRAARY  WanANNTie AGEs fanaliuiainnieansanisg
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(exogenous) “* An AMNN19qUUNT WizansulsEnuamInilesnamanuFen (heated food)
dl dl o v a a a A dl 1 a dl Yo

TN19IgUYMTaINNIavn WA NEanArewduaen  @adfinannisnladu  exogenous
AGEs Tngianzlugisainmnu - dau AGEs Nldainamnsludthelnanaazeangninszsiu
NM7a519 cytokine UAZIAANIINNAE 289 glomerulus’’ AGEs #ldannaivngazil
bioavailability AMUszanndesas 10 HesaInnIa@eNseiuaed AGEs lua1msazyinlinuse
ultdlunnsdes wazarsmattazidaulsznaunuansneaiunnlinnsdnszau AGEs lAsU

anansnlganun®®

AGEs HansaniififluansFaquas (fluorescence) UWAZANNNIONN
Ufjfiseniu bovine serum albumin™® Saanawatiazilnsaaiefiuansnaiu (gﬂ‘ﬁl?,) 16un
pentosidine Carboxymethyllysine (CML)  Carboxyethyllysine (CEL) crossline pyralline
pyridinium  glyoxal-lysine dimer  methylglyoxal-lysine dimer  imidazole  cypentodine
Tne) pentosidine WAz CML adnasnlanIAnaniTRives AGEs 16aTign  pentosidine 1Anann
N1799UFANNUARY  lysine arginine Laviinma pentose Ha¥azaz 95 azduiudayivanienay

o a

5% aziilu free from @21 CML Fazias 80-90 azALALAAL N nfeuaz 10-20 aziilu free

£l

from
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519 3 gm3lasead1eues AGEs THAMNN 7] (R Unu lysine dausinge R unu

arginine )

nsidensieiaes AGEs ﬁuiﬂ?ﬁﬂmﬁﬂLﬁ@%%ﬂ%ﬂiﬁmﬁqgﬂﬁiﬂmmﬂmﬂ nng
densetuilunalnfifutenlng dednfaadediu Iysine” residue” Feazifinmnuudausians
sfiumsnn  dhannenisiaueeddlsin wasifinpunusenstiasaaiaifinnisazasly
ideiflesiag | flusmaiasintnAaneg sdranliadezang o ) lagrunsazaniu
collagen type 1&IV  atheromalaaduiann néwidlevala e fu ln Bl
dszam  auden  Wadenuas  ladi nszgnaau  B2microglobulin amyloid plaque
WAL tau protein

AGE receptors ansnanuuneanituafiasine o ldud  Macrophage Scarvenger
Receptors (MSR) type 1&II  Receptor for AGE (RAGE) AGE-R1 AGE-R2 AGE-R3 laginy

Tugaasng ] nangaiin® 1dun endothelial cell podocyte mesangial cell macrophage
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monocyte astrocyte microglia Wae smooth muscle cell G receptors UNTUA 111 RAGE

AGE-R3 aznwuxnnaulugiaeiunmanu™™ uanainiiu RAGE fanulugilalsalaniinnsdniay
= o 1 -dld o o dl 1 KR

wazlsifinnsdniay Tneamusnnlungundnisdniay faunuaes AGE receptors NLNTNA

|
N al

auriRuae AGE receptors 151'611/123@ An RAGE duilu multiligand 489 Immunoglobulin

. o b4 dl [ v 1 o & QI o
superfamily n111NLLlu scarvenger Tmﬂﬂizﬁ;umumcyﬁyﬂmmﬂiuLSﬁ@@ b7NAN AGEs Azl
il RAGE Uui9 macrophage {intlfjfisen AGE-RAGE danaliiinniazeandindunaznszsi

ras

transcription factor™*** 1#un Nuclear Factor Kappa B (NF-KB) #11un19 P21 /MAP kinase

T9RNUANFIUNNSETLEY P21™° azduganiInszsutas NF-KB Tne NF-KB azlasianisnszsu
fingl free radical nim gene transcription 2849 endothelin-1  VCAM1 tissue factor Wae
thrombomodulin ¥nliiaNsdnaLTedu@sn N1sraRIzasduRaaLaznITuiFITedAen
57 dl dl Y a =2 a ) ¥ .

(gﬂw 4) Feldesunananalnnisiia atherosclerosis N1LLENINTGBUNIN microvascular
waz macrovascular Tugianinunu lasnauay dgeany wudinisld soluble RAGE @asiusis

N1INN9IULRY RAGE @181308ANTAAAINRALNAAZ permeability 2aaduiannls

nalnlunnsnndnaes AGEs hudleiflauazitad - AzenAan1sauiuseudng AGE

a all o o d” dl A raial a 1 Y |
receptortiNiUad macrophage NANNISNLLUBLEANTDTAANN AGES naniseiasaans i
AGE peptides awmdnfiazatsiiisazgniaasaanunlunszuaimenuazgniuaannisle
daunalnnienndn AGEs Metflunataun™ azadenisaunuszidne MSR Uuia kupffer cell
waz endothelial cell Tu-sinusoid 28961 11U AGEs TWWa1ax1 fin endocytosis WNTAR Laz
totaanedsluraaAnAaaInLn insulin A1NNIANIZHUNNINNIUIBY MSR U endothelial cell

Tuduwaziiuninidnuey AGEsls ©
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MACROPHAGE

!

Intracellular generation of free radicils and oxidalive siress

Triggerng
of key ecll
signalling $

NF-kB Activation

:

T Bxpression of NF-kB controlled penes

p21™ { MAP kinase

& S
- =
L N
Generation of Pro-inflammatory Pro-coagulant State
Cytokines T Tissue Factor
T Thrombomodulin

I-la

L. Vasoconstriction
TREZ 1 Endotheliri-1

Enhanced Adhesion Molecule
Expression
T vCAM ]

519 4 U[A3E199M919 AGE-RAGE Waznn3nsesii NF-KB Gatnlildniay oxidative

stress NIFENLALUBUAUADRN NITVAFIUBUAULAAR WAL NITUINFUILARA

1 %
aa

n1anfszAU AGEs gaaulugihelnauazieliifianninzunsndeusine ) A3dndn AGEs

\lu uremic toxin - SeRuvinluanatunans  Tae AGE proteins aziuviiniuianaa)

63,64

99N 2200-6000™ @9U AGE peptides azitmtiniuanasgszudne 1500-2000 szdu

RCOs way AGEs #gelugiloglaangaziinainnisaiaiiaauniuanuniseandindudasing

ANHUaEuIIuARAAIN  nonenzymatic  glycation FaseENaINLINTEAL AGEs AU

o

fructoselysine @il amadori product azlsduiusiulugiloalaaneausazduiusiulugiloe
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wanonuw™® wananiiszAu RCOs way AGEs Migaauiiduinainnisdusienelaanasuas

NN3AARAITAN antioxidant fatl  KATAY RCOs satiaydesiiasludiaalaonaszazqavinanlasy

Cl

N35NENANENI9ATRiRIuLLN9S (CAPD) wananifinain AGEs @aiflu end product
azanlufaytewiaudofdiainnsniiaain RCOs Tnamsasaeiiiadarn RCOs AztianIgasng

284 Vascular Endothelial Growth Factor (VEGF) Mislunyiazuaannaaadniilidsuinudu

'
1 4 a

= o X £ o g oa ' oo L X . =
LZ\]@WH@\‘ILEI@‘].I‘T]@\W]@\‘]LWN‘IJIM\W]’]I%MT]’]?%IH@Q@W?NW%LH@H%@QW@GQQ%H (high transport) ¥

3
% 1

= 2K o IS 1 4 1 g . =l b~ 9‘: .
N17G0ULAEN17ANUNTRNLEDLTDINDY (ultrafiltration failure) @mmﬂm?mﬂumm dialysate

1
a o

QI é’ ' v a & a aa v [
PANTU ﬂ@ﬁlmﬂmmfsznw‘lmmm? (malnutrition) LLZ‘]ZLWN@@?’]ﬂ’]?L@H‘ﬂQﬁlﬂﬂ\iﬂﬂﬂ'ﬁﬂ ER M

1
=

RCOs figeanlugilelanedenaliiia n1azhasadmdum (vitamin D resistance) 1agl RCOs

a

v o Aa

a dd‘o 1 . o 2 a A 1 o o ¥ ] dl
AEAUNUIATNUANATLNAUN |ysme‘m1mmuumhmmammu receptorim A1UA1T AGEs %

=

q
zﬁgﬁmmmﬂuﬂmﬁﬂfﬁm i jinsnanaerialFRan1ozunsndausiig 1 16w

1. pnz atherosclerosistazanufintnaedlasi®™ s AGEs axanly
atherosclerotic plaques #n 1N mTAes endothelial cell AntnAll Snnsulasulas
permeability 289dWlAan  NNIMARITedEUAen NIsudeiaaedien Imaﬁéumﬂmim:é’ju
MaAReUEME8Y macrophage WA T-lymphocyte sl udiAenaainannnis
Lﬂls\éu 1949 VCAM-1 expression Way AGEs %Lﬁla\l VCAM-1 expression Tmﬂﬂixﬁw\i’]u NF-
KB n1999u6a189 AGEs iU LDL azinalilis AGE-modified LDL (Glycated LDL) daunisinadl
N3N AGE-RAGE %mtzﬁumﬂﬁmqu@@ﬂ%L@*ﬁmﬁmﬂu oxidized LDL @4 modified LDL
waniazlaianunsndusiu LDL receptor 1119N13N0149A LDL anas A nnisAnelnean AGE-

modified LDL angilagiunuaundlmanasansaelu transgenic mice NAN1TUAAIBANTDS

human LDL receptor @a1315an11n13n19ma2e9 LDL apad  1ananniii modified LDL €4gn

Qe e

ViuAulng macrophage N9 MSR 1198 AGE receptor 41 lipid —laden foam cell Tueiisdi
Tuaeaduasnuas ( tunica inima) uaz reactive AGEs azaan1sd (efflux) 189 cholesterol
annulanagAldanitinsanninsidansnizing extravasated plasma lipoprotein AU matrix
protein mw%u@ﬁ_uiﬂizé’jumﬂﬁm atherosclerosis N19A9IAA9EAE ELISA WLAMNANALE 11
uanswing AGEs luniaduienunsuas AGE modified LDL luftlagiunuany uananntiuds
WLANMNANTUS IS UINIZWINe AGEs TunaanaiaanilAYINIuILINaedNI9in atherosclerosis
Tnaiagnisesunaniaiia atherosclerosis flasann AGEs 1§an 2 hit model Gf'm*mmﬁﬂﬁ
M9819¥1919 AGE-RAGE i lsiiianiansesunialuiasues macrophage MiAN1saNIAL284

WiudenseNnBNin1sazantea lipoprotein i aterosclerotic plaque naliannseniaLzass
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N3zFUNN3AA atherosclerosis WxAU Tunneidsyauiaaluaanguia glycation 999 HDL

1
v

am paraoxonase activity @l HDL-associated ester Nivtinglun1stlasiuniniinniazeen

o

1 1 1 %
Fiaduaes LDL MldiAannzesndiaduaes LDL winaw Tuilaqiiulduansliviudiauounig
glycation 484 LP (a) Tugtlhaiunmanuazannisine PAI 1 uay AANIIATINTUEY tisssue type-
plasminogen activator aAN19LAA fibrinolysis LL@%ﬂ?:é’um?Lﬁm atherosclerosis

67,77-80

2. N19T nephropathy 14 Diabetic Nephropathy (DN) aziinLlAny

o A = o

uiasaas glomerulus NAATYAD NN1IULIFT U8 glomerular basement membrane (GBM)

glomerulosclerosis AT mesangial matrix expansion %IQ mediator ﬁﬁﬁﬁﬂﬂuﬂ’mﬁmﬁ@
TGF—B ’Lumimw’jumm’m fibronectin laminin proteoglycan Waz collagen type 1&IV W&
IBINNTASANTRY collagen typel N1 MIAA mesangial matrix expansion  NATBINTAZANTDS
collagen type IV li GBM 9NliaANNIAUNMIZMINS  noncollagen CN1 domain fiu helix
domain AR FIHT99 GBM uazlAssaiises GBM  ulaauuladliinlitinisan

1
=]

a4199 proteoglycan TafllszailuatuaziianINseinuIasdayNWAn  alouminuria @9
AGEs \flusianisdnAnyluntsnagsiunisiinues TGF-P laaiBununisazansas AGEs Azl
ANAINIULITeY DN Taeily mesangium a¥dl AGE receptor @4 Horie uazanuzliuanalii
WINDIN1TAZANTD4 pentosidine Las CML Tu mesangium matrix b8z glomerular capillary wall
Puunsdaau Tugdilae DN lussavusnaslinisazanyas AGEs 1w nodular lesion LazAnIsazan
Tuniladwdenuasluszezsenn  Tad@adnisdasuudaslundlasairauazutinile DN Bu
AN mesangum - tAENIINIZEUEIU protein kinase C ANAsLNAULAY C-fos waz C-jun
protein waz TGF-P wananiu Gupta uavansyliuanalifiiind) AGE-modified LDL azduiu
extracellular matrix ﬂixrﬁ’ju macrophage LAZAANIINIANL LD glomerulus Tudninpaasnig
W AGE-modified albumin dniduiaanaznazfuliiinn1snuIfaUuaes basement membrane
. . . dl dg/ [ 2% . . . dl [

glomerulosclerosis WAL proteinuria Tanaqzilanunailesiulalag1d aminoguanidine #aLilu

= by L% o o
eneengnetiuiNNsmeNseiuIey AGEs

3. aqzunsndeuludilaiuiueiy wanain atherosclerosis waz DN A9 s

| Y o a = = P P A a Y

NANINIRAREIHNNIANEN NNz UIMINdaudU | AN AGEs lAun

67,81-88

3.1 Diabetic Retinopathy (DR) WUN1IE background DR

AnuuFetiar 90 uax proliferative DR Auiuiasiar 8-26 aavgiloaiuuauiiiiuniuiu 25 1

¥

TAN17AINNN1982aNT89877 AGEs luduiann1easmunn i permeability WsTW 1w

N o 49( < o A i = % a 49{
BAAUUIARIY  ANNATNITD IUNTTUINAT9UARANINAU LAZENITATIN growth factor LWNTUW
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1AuA VEGF \fim angiogenesis WAz neovascularization ludninaaasainnisan VEGF dinlu
vitreous azifianTilasuutasuienl non-proliferative DR Taaiinnsiia permeability 284

dudenlusiuinlisiuiuon  Ninenean i microaneurysm  UaziAN1IgARuTadIdL

1
=

won  TunisAnmnfFaudausiunlufihendedinseudwdihaiunmauaiia background
DR  proliferative DR LL@téﬂQﬂﬁliﬂLﬂuLUWM%’]uWUﬁﬂ’]ﬁ‘@t@Nﬂ@ﬂ CML uaz VEGF saidu
wantadeiun ludiaenmnulaglinulunguacuan  lunaesnaasanudl AGEs axinli
basement membrane TadduiAnn lusRuT AT AsuILlasTaemL proliferation U84 retianal
endothelial cell nitric oxideanad Reactive oxygen spicies (ROS)L‘WIN%u ey mmﬁweju
geadudeniinaulasuudas  nn3fnmn AGEsly DR Widn CML uay pentosidine edzaailis
ARAANAUTBININTNATANNUSALAIINTUINLB retinopathy WA NI9LAA nephropathy 9ty
l?i“'mwﬂimﬂvl,sﬁuﬁumﬂ WA LATTTEIZINAN LN SR ALY

,89-95

3.2 Diabetic Neuropathy®' dad1 AGEs ¥R uAnUnAves
sruvtszamdaunans  sruutlszamaniudd  wazszuudszandautlaty  Taaeinisuans
@:’%uﬂfgﬁumimwjumemu@:i:ﬂmmﬁLflul,mmm sAzANT9s AGEs ludu vaso
nervosum %ﬁﬂﬁlﬁwﬁﬂm‘mmGTﬁuﬁmmmmﬁumué’uﬁ@m Eutlszamifianisanniaan
NAN9vNat2es myelin Laziin demyelination udan 7 a1nnisAnslunasanaaaanudn
N19LAA glycation 184 cytoskeletal protein 114 tubulin  actin 1A% neurofilament N1 nerve
conduction velocity (NCV) anad lAANTTHaLAZAATEU8d axon N19LAA glycation 4849 laminin
%mﬂumuﬂ?:ﬂ@mﬁﬁﬁmmm schwann cell basal laminae aznaliiiaAruianGlun1stas
Ltnveadulizann uenanniu AGEs SaReENUNTARLANITNLIsE growth factor L1
fibrin uaz nerve growth factor i lifinnagoudandnfinisinnuseadulszamly nng

ANENLNG AGEs AAaudrmnylunisiiangidulszann A n19ifia glycation 284 amyloid-

B protein %qwuluqu Alzheimer’s disease u@ﬂmﬂﬁumiﬁﬂwﬂu Amyotrophic lateral
sclerosis %uﬂu motor. neurone disease WUINNN3A<aNTBY RCOs Méun methylglyoxal
glyoxal @1uganaliiiia neurotoxicity AINNTRNANTER ROS @aldadndunisiu AGEs
i8997N AGEs fuiugiuNnzaenTiaduLaznsiunIsanTes ROS

3.3 nanafanszan’ "

NN9iNA glycation TavaUd Lar Na /K
ATPase \unalndrAnyluniaifiasianszanludihainmnu Tnaniaifia glycation aa9 Na'/K'
ATPase MIFinanaaauudasaeslonauuazin 1NAN192 osmotic stress  WAZ FaNIzan

[ % QI a d‘l =X a ¥ A L4 o & dll
‘Vi@ﬂﬂ’]uLWNLB‘]NV]LI\‘]‘]_I‘ﬂﬂﬂQﬂW?Lﬂﬁlﬂ@ﬂﬁ‘t“’m@’m AGEs A8 n19li pyruvate LLNARNINANBILNE
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fugsnnaifin AGEs sunsnflasiuaudainnnzeantindy  flesiuniania high molecular
weight Crystalline Zaiflunalnnnsiindanszan’d

4. pazwsndauludilalaoe AGEsuananaziiluganmeueaniafia ather-
osclerosis dyslipidemia  progression aadlsalalugilaelaone n19ifa ultrafiltration failure

war nazyninauinislugies CAPD uan gafluanmeaednising dialysis related

amyloidosis H4LTAIUANAINAILIUNNG glycation 484 32 microglobulin Ay  AGEs-[32

microglobulin A@WITANERUNIIANIELLAZIAAN A ede TaeEUaL9UNNg chemotaxis
98

2484 monocyte

43,99-101

5. nazunsndauluggaant 2R AGEs Tuggeengazinauiiasand

NIANTAINIY oxidative stress dn1aniapaslsfiutasas  warnaiinnIzhasedugau
dJ 1 v a [<3 o/ d’j dll dld o v a a a v

gena lviiianisudemzeaiiatiendneaaiay wazvinliinaanialnssine - luggeany o
1% 9 A a y o a a
tazanluduwaeniin - atherosclerosis  UazANALlalings azanlulaiin

glomerulosclerosis  azanlutlaniinlsanianilsesnes (emphysema) avanludaiianiay

donde  azanluaudnafesenszan azanlunszanaznavdy  1L6 uar TNF QL A

al

osteoporosis mmm"lu%uaquﬁqﬁﬂﬁqn&lL@ﬂmmﬁmmju azanlwzananedlnanaing
glycation 984 Tau protein B—amyloid protein kA lipofusin %uﬂu fluorescent pigment LA
Alzheimer's disease  WeNAaINLU AGEs ﬁqmmmmzﬁmmﬁuﬁlﬁmﬂﬂﬁﬁﬂﬁ@ﬁﬁmﬂﬁm
mﬁ?ﬂuée};ammﬁﬁu

N1IMTIATATLAY  AGES ﬁqL‘ﬂuﬁtymuWﬂiuﬁ@f-gﬁmﬁmmﬂﬂ"ﬂaiﬁmmmﬂmslumi
Wisnifenlustes fiinasfisnaiuinazauidalfannfesfmnmsfisheiudslianuns
WRoudeuiild  wenannthimaeilielisl  ELISA kits Swiine  srduansTinemsaaldly
flaqify  lfud RCOs Tnaldis  spectrophotometry Wemnszsilnesn glyoxal (GO)
methylglyoxal (MGO) 3 deoxyglucosone (3DG) %uﬂumi RCOs 1ag/l498 High Performance
Liquid Chromatography (HPLC) pentosidine Taeild HPLC¥3a ELISA ~CML lael438 gas
chromatography mass spectrophotometry %138 ELISA  pyridinium Tagld HPLC™ ™™™

AMNENUTET Mikata WazAE g 35U AGEs lufuhelnantszazaatinaaziia
FuannnnITRIZEL AGE-mediated protein 1AeAT radioreceptor assay SannarnEnildTunsg
guduainnismsadaszAu total unspecific AGEs  Total fluorescence AGEs  CML  WAZ
pentosidine  #13 RCOs fignunsnifinldanatauniseandindy 14ud MGO uay GO dau

3DG azausnaNsniialaglifiasarduatnuniseandindis a9 GO uasdAnyniia
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< A a a v 2 o o | v ] ! 2 v

OVEIeRAANBNAY  Awin1sdatBunnanslvininde1-2 Tnadaanatseudenisinegilee
£9A9NN peritoneal dialysis ANLINA

3.NIATIATEALANT

3.1 N9MIATLAU glucose creatinine albumin lutinen dialysateiaansng mas
Uagetiandndesiauarsziu creatinine albumin unatantnadensaanviesdfimnissin
141

3.2 NNIMTIRTLALANT RCOs Tuingn dialysateuasna1au1ninnsnsiann1miandauas
ATUZUNNEIANARTIANAINIOINMNINENAY  G9ERD  spectrophotometry  AINANIINHBTA
IA.NEY.51A1 AUNAUNA IALINTUALNIIMTIARIT

n. ld1nen 0.025 %DNPH 1id 0.5 N HCI a11a1 600 mcl Wanmiu plama ultrafiltrate

=

1saLNeN dialysate A119w 600 LU gl Ng g dviasluniauiu 30 W
1. ld1nen 1 mol/l 1@dacetone 4149w 60 W ke UfjAsaniu DNPH Mdestluiiin
DU AIUUNRWDIUIU 10 WA

o %

A. MNNN341913108 DNPH fmaeiiaansael hexane 3119w 600 LW uauiu 5 A%

Tneifadaunidiy hexane wiaaenzdauniiu plasma ultrafiltrate ¥3atnen dialysate 13
1 o dl % d‘ A 1
3. 14 octanol AU 600-LUl LiNe&nATNLAREE]
a. e octanol 11M3IAdAsIE spectrophotometer TAgAAINNIATLILAT
360 nm unANanslulFue RCOs i nmol/
a. YTHNos RCOs vanuaANindantBunm RCOs A9a lawnfaassungl RCOs Nl&

annglaa
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NMFTILTINTBYS

1%

nsAnEATIHaziiususndayauauaneaniiy 3 ngueasl

1. dayaiugiuresiaaazgnasusanainmisdnoininenseangieasaniunisguils

IR
2. dayanaaiuseAuanssing o Nlfainnisinnismagey modified PET liun
fn31d1a84 cratinine lutneN dialysate az NANEN (D/P Cr) 7 dwelling time 4 49
T
fn3daua84 albumin Mg dialysate Wa Waraxn (D/P Alb) 91 dwelling time 4 G4
T
8R31491194 glucose LWL dialysate 1 dwelling time 4 G2Tug WeUfUqAENAY
(D/DO)
131104 RCOs lutine dialysate 71 dwelling time 0 uae 4 Gl
131104 RCOs lunanasn dwelling time 91 4 Falals waz U3unou net ultrafiltration
ALYNIILIINAN LUFIENIUNAANINRILG RN WaznIsmaaasiaeia
spectrophotometry
o dl o 9 a % v 2 1
3. deyaneniuainisinuassaineiazlsaannisaaunininansaaingilon laun
dl ] £ % £ 4 b4 al
n. an1gAauld anuduies thavies Weuds
= %
1. Unarsry m1da
| al
A. BAULNAE
N53LATIEUT YA

WBenFeuAnauan a1 siLaes 153 RCOs Tutinen dialysate 13104 RCOs Tu
WATNRANN m?Lﬂ?ﬂlﬂuLLﬂmmﬁWﬂm peritoneal membrane transport AMNN1IN1 modified PET
negoyvEr alburmin aesieytewies iunas net ultrafiltration’ AewldAnadug wasldT
AU LAY NAINEATANUDLAY Immwmum@fa@ﬂmﬂugﬂmL@Ei'm (mean) + ATeN I

N1m351U (SD) uavnaaavingld paired t- test

NsUNLAURTDNS

daualuglmnirenaznan
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yuIn19asaass
L 1 o v dl a a A g nlld v [ %

1. ghlheagliidunsaainnisldeniiesandmiuafluaninislduium daessis
S 9 Ay ==y | ¥ T o
fuadnamsstias  wazlunstinliaunsonusianadnanesaesenldtuazgndneanainnig
=K o a
AN

2. ghelisesiuiaseurldansle lunisdansaaniaiestfimniswazanennld

3. fileannsndfiasnimeasuls Inelifinala penisguaiinueesunndsialyl

4. ghlheadldiudayanazipaadamuinssnenaulinnutivaeuiiuaradnunidnis
TnaasunalimauiingilszasAiazasnimases  asunenalsylamiazlfiusunmadig
= > Vo Ao aa £ o = = &y v
Rewanen  ggnnnasuaslaiunistiniud lanaazaeussaanainnisansiiiae lsfi s

5. naAnUlFHNINN93 789N ARIZNIINNNTATEHTTNTDIQHIAINTOINUNINENAE

%
LA
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uny 4

NANISANE

HanNIAnEAzutivaanily 4 naw laun
- > X 2 Y v A A
paun 1 deayaiugiuresiauasnadiafasainnisldiniiiug
paull 2 deyaieniuaiinues peritoneal transport tagilsziduaineAn D/P Cr D/Do
glucose
doa A — I
o 3 feyainaaiuiinind net ultrafiltration waz Usnnunisgaydedayiuluing
dialysate NaRlAFAAINUE MAHTLRRALD LAZUAIUEATRNRUDUAY
o 4 fayaineaiulsuins RCOs lunanana uaz 13u1as RCOs Miaawluuing
dialysate #AInN19AAaL modified PET  nauldiudnidug naslézinmiiug  uay ndsugn

a a a v
ARTHUBLLNT

naun 1 dayanuguresdiiheuaznadrapesainnisldiniug

filos CAPD ldFunigine u lsanenunaqiiaansnd lSdndanlunisineisdu
AU 16 318 TageanainnIsAnEIR LY 3 998 @9 2 SeillesannifiaEiadeariasdnia

\ = = o = P [y P o o a A oo

FLUINNNTANEY AN 1 2efia9anienis Aauld aaumay vaasulseniuimaug  Ingay
winagUaeddnlunisAneaisiifuaiuan 13 9a Whandtig 8 918 uay AN 5 9
\ = = Pt \ = , o =2 o oo =
ARATT8IENE Aa 58 1 AlleAtaedszaziaanlunfIan lanedesiiasaudeiunianisdne
= = ! = o Y a A ) Y o 2 ¥ , \
AD 28 AU ANRALTIENAIWINATYTUNNSNAEaYdeeiasdnal An 1.3 A% awsdeulug
199lA0naiTeisrazgarion Aa WNMeIL, 09I RS inguanms ANNAUIATAGY LAz
chronic glomerulonephritis  ATNANAL HANNINAGALNNINNG U0 TasiaNA08dE
modified PET ‘WUTUAYR peritoneal transport flu 1ow average NNnNgnm IANAINIAD high
average @7 high UAZ low transport AazWURaLgA AILAASTUAIIGN 1

Y o A a o ~ & A yey a X a A
NANINLALNUBANARATNURASWLLWEN 1 918 AR AIN1T ﬁ@‘lﬂ@ ARNULNAL LLMQﬂQﬂﬂQL@ﬁVI

auidnsanlunisAnsae
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5o

WATIE : INAUTS (378)) 8:5
ﬁﬁL@ﬁﬂm@q@ﬁﬂ (1) 58 (26-72)
Anledsaadszeznan NN san At asfiasiauntsAne (\Aaw) 28 (1-82)
ﬂ'f]mﬁlmmﬁmfsuﬂ%ﬂumiﬁmﬁlﬂuﬁmﬁmﬁmmu 1.3 (0-5)
mmmmimm (7181)

Diabetic nephropathy 5

Hypertensive nephrosclerosis 3

Chronic glomerulonephritis 1

Unknown 4

Total 13
NAaN1TNA&aU modified PET ﬁﬂuéuﬂﬂiﬁﬂwﬂ (determine by D/P Cr)

High transport 1

High average transport 3

Low average transport 8

Low transport 1

Total 13

NNLLUB AL TUILALLAAIAIGNEALAZ AN
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Aaud 2 dayaneaaiuTiinaes peritoneal transport Tneitlsziiuainen D/P Cr D/Do

glucose Tanansliiudnliinisilaauulassinaeg peritoneal transport WewFaLiay

1 1 Yo Aa a a o Yo Aa a o a a a % o
EPAZIMN ﬂ@u1mmmmuﬂ mﬂmmmmu@ LASUAINE AIATHUB LA (p>0.05) NGNS

13199 2,3 uazna w3l 8 9

AN5197 2 WAASTHATAY peritoneal transport tpeitsziiuaingn D/P Cr wazAn D/P Cri
1#a1nnns naaeay modified PET ( HA=high average, LA=low average)
filog | ewlimenfing | wdeldisdug | wAsldinniug | ndwgeiniug
e (1.5 1HIDL) (3 1AA%) (1.5 1Haw)
1 Low (0.46) Low(0.45) Low(0.45) Low(0.43)
2 LA(0.60) LA(0.52) LA(0.53) HA(0.68)
3 LA(0.56) LA(0.51) LA(0.61) LA(0.55)
4 LA(0.63) HA(0.66) LA(0.61) LA(0.64)
5 LA(0.57) LA(0.56) LA(0.59) LA(0.57)
6 HA(0.69) HA(0.69) HA(0.71) HA(0.72)
7 HA(0.78) High(0.82) Low(0.45) HA(0.81)
8 High(0.95) High(0.94) LA(0.60) HA(0.68)
9 LA(0.58) HA(0.71) LA(0.60) HA(0.69)
10 HA(0.79) High(0.23) HA(0.80) HA(0.78)
11 LA(0.52) Low(0.46) Low(0.47) LA(0.56)
12 LA(0.56) LA(0.59) LA(0.63) LA(0.62)
13 LA(0.60) LA(0.61) LA(0.62) LA(0.63)
ﬁ"nﬂaﬁl 0.64+0.13 0.64+0.15 0.59+0.10 0.64+0.10
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0.7

0.5

0.4

—— p/pP Cr

0.3

0.2

0.1
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N, A"@ALY84 D/P Crannnsnagat modified PET feuiuilssnnAanfiua Ae
0.64 +0.13

FlRAta D/P Cr aannnavagay modified PET MdssULlsznnudmfiuawn 1.5

\Aal AR 0.64 + 0.15

dayara 2 TddanuuansiumIeadia (o> 0.05)

9. ANRALes D/P Cr annnsvagey modified PET feusiilsznudmfiug e
0.64+0.13
ANlAgaad D/P CraInnnsmagell modified PET wasiuilssnidanfuawns 3 e
AR 0.59 + 0.10

fayars 2 luiAuERNFTuNI9E8a (p> 0.05)

A. ANLRALIEY D/P Cr aannnanagaL modified PET ¥AsSlsznnudanfiuau 1.5
PRl A 0.64 + 0.15
ANlRAtM8d D/P Crannnnsvngal modified PET wdssulsznnudmfinaunm 3 e
A8 0.59 + 0.10

dayaria 2 TANuuANENTMI9ana (o> 0.05)

4. ANeABUed D/P Cr a1nnsnaaed modified PET wéadutlssniidmnausuu 3
Aew AR 0.59 + 0.10
A1iaALY83 D/P Cr aannaiaaaL modified PET WAME AT ALD
Aa 0.64+ 0.10

v
dayans 2 iAuuAnsiumNans (p> 0.05)



A15197 3 WARPNTHAL8Y peritoneal transport IAElzidlaINAY D/Do glucose AlFann
N19InA&aL modified PET ( HA=high average, LA=low average)
fdiloe | newliandiug | nasliinndug | ndsliamiug | wdamgain1dug
87 (1.5 1hau) (3 1haw) (1.5 1hau)
1 Low(0.56) Low(0.64) Low(0.60) Low(0.61)
2 Low(0.50) Low(0.56) Low(0.56) low(0.58)
3 Low(0.52) Low(0.56) Low(0.49) Low(0.51)
4 Low(0.51) low(0.55) Low(0.54) Low(0.60)
5 Low(0.50) Low(0.53) Low(0.52) Low(0.53)
6 LA(0.45) HA(0.38) low(0.52) Low(0.54)
7 HA(0.36) HA(0.35) LA(0.45) LA(0.40)
8 HA(0.27) LA(0.42) LA(0.47) LA(0.47)
9 Low(0.53) Low(0.53) Low(0.60) Low(0.60)
10 HA(0.34) HA(0.34) HA(0.37) LA(0.44)
11 Low(0.65) Low(0.68) Low(0.60) Low(0.56)
12 Low(0.53) LA(0.48) Low(0.53) LA(0.46)
13 Low(0.56) Low(0.53) Low(0.50) LA(0.49)
ﬁ’]L’ﬂ?ﬂlﬂ 0.48+0.10 0.50+0.11 0.52+0.07 0.51+0.07

34



35

0.6

0.4

0.3 —— D/P Glu

0.2

0.1

before vitE1.5 mo vitE 3 mo After
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. AM@ALYeY D/Do glucose AINNNINAdaL modified PET nauduiseniuinniiug
A8 0.48 +0.10
ALaAL89 D/Do glucose AnNN1snAagay modified PET #aaiudsen1udmauauny

1.5 172U A8 0.50 + 0.11

v
%

fayana 2 lddmnuuansaiunieada (p> 0.05)

9. ANeAL18s D/Do glucose A1NN13NAFAL modified PET Aaufulszn1uimiiug
Aa 0.48 +0.10
AnlAEe99 D/Do glucose aINN13NAFaL modified PET nasfulszn1uiminauny
3nau An 0.52 + 0.07

fayars 2 luiAuEAnNFTUNI9E8a (p> 0.05)

A FlRAET8Y DIDO glucose a1nN13NAGRL modified PET #a95LIUsen11i mniiuauny
1.5 A1 AR 0.50 +0.11
ANLRAEM8 D/Do glucose A1NN1INAGRL modified PET #aaFLUsen1uimiiuauiy
31AalU AR 0.52 + 0.07

fayana 2 ldlmnuuans9iumnIeada (p> 0.05)

4. ANeABUe9 D/Do glucose AINN13NAGaL modified PET naufLidseniuimiiuauiy
3hau A 0.52 + 0.07
AnLaAEIad D/Do glucose ANNNNINAAEL modified PET WA AFUUTEN IR HLD
Aa 0.51+ 0.07

v
dayans 2 iAuuAnsiumNans (p> 0.05)
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paufl 3 deyaeaiutiuno net ultrafilration WAz ﬂ?mmmiqmﬁﬂﬁ”@gﬁﬂuﬁﬂm
dialysate  FeuanslsiiuinlifininaeunlasresBunns net ultrafilration e Reyfie
sendnananldffniug  wASlHTLAMAWE uay MAIEAIANRWBLAD (p>0.05) Auanslumn
3197 4 waznasvlgdd 10 LwiﬁmmmwmmiqﬁyLﬁﬂﬁ@gﬁﬂuﬁﬁm dialysate 29.2%u#aqlA31
ATUALY 1.5 weudaRuumauiuneuldiAnn e (p<0.05) Tnelaifinsilasuuas
wAFRARIUEWIY 3 Wenuazudwyafmiuauds (p>0.05) Fuandluneeglil 5 uas

N33R 11

A1519N 4 LAAILTNNDL net ultrafiltration yivdnelfles G

filee | newlidmidiua | naelddeniug | wAsldimiue | wAwmgadndug
e (1.5 1HDL) (3 1519%) (1.5 1HBL)
1 480 220 400 420
2 150 180 320 320
3 320 340 520 420
4 160 180 200 100
5 360 400 400 380
6 300 250 250 80
7 -50 120 60 -120
8 -240 0 110 200
9 200 280 340 320
10 70 200 420 -50
11 360 640 0 600
12 480 140 225 100
13 480 400 440 400
ﬂ"]lﬁﬁlﬂ 236.15+218.12 | 257.69+160.74 | 283.46+158.82 243.84210.6




300

250
— -

200

o
=150

—— net UF

100

50

before vitE 1.5 mo Vit E 3 mo stop

517 10 naluanr@aLYad net ultrafiltration wiaently 3%
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n. ANRALT8 net ultrafiltration ANNIsMAgaL modified PET newiitlsznnuinniue
AB 236.15 + 218.12 T
ANLRAtMad net ultrafiltration AMNNNIMAZaL modified PET #&e31tlsznnuAanfiua
WU 1.5 1Bl A 257.69 + 160.74 T

v
%

fayana 2 lddmnuuansaiunieada (p> 0.05)

9. ANRALURs net ultrafiltration ANNNAIMAGEL modified PET Aawusitlsznnudanfiug
Aa 236.15 + 218.12
ANlaAEUaY net ultrafiltration ANNNNTNARAL modified PET waadutlsennudanfivg
WU 3 AR AR 283.46 +158.82 T

Tayaris 2 luiANEANFNTUNI9E8a (p> 0.05)

A. ANQALUDY net ultrafiltration A1NN13NAZAL modified PET $A95U15en 113 A1 81
141 1.5 AW AB 257.69 + 160.74 @
ANLRALIUAY net ultrafiliration AINN13NAZAL modified PET #1495U19en113 A 81

UL 3 LAAU AR 283.46 + 158.82 T

v
%

fayana 2 lilmnuuansaiumnIeada (p> 0.05)

3. ANLRALURY net ultrafiltration A9NN13NAAaL modified PET a151U1l9en 11 nnRua

141 3 1AAY A 283.46 + 158.82 d

1
| =

ALRAEUAN net ultrafiltration aINN1TNAA2U modified PET Mﬁﬂﬁﬂﬁ%ﬂﬂﬁ‘tﬂﬁu

a a4

ANNUA Aa 243.85 + 210.62

D)

v
o

dayaia 2 lTAuLAnAaTuN9ans (o> 0.05)

U



5199 5 memiqmﬁﬂﬁwﬁﬂuﬁﬂm dialysate Wguiulunatan oty %
dilos | newlimeandiug | uasldamdud | naslinmdug | wdsugadnnHiug
e (1.5 haw) (3 1haw) (1.5 haw)

1 0.72 0.80 0.78 0.95
2 1.21 0.68 1.24 1.10
3 0.90 1819 1.55 1.07
4 1.02 0.72 0.61 0.58
5 0.77 0.77 0.63 0.51
6 0.97 0.63 0.69 1.05
7 1.94 0.56 0.98 2.58
8 2.97 0.78 1.17 0.97
9 0.60 0.98 0.60 0.70
10 1.90 16 1.20 1.14
11 1.07 0.82 0.76 0.90
12 0.54 0.62 0.93 0.74
13 1.04 0.89 0.95 1.14
ﬂ"]L’ﬂal?_l 1.20+0.68 0.85+0.29 0.93+0.29 1.03+0.51
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1.4

1.2 \
1 —h

0.8

%o & —— alb loss
0.6

0.4

0.2

0 T T T
before vitE 1.5 mo  vitE 3 mo stop

a

al 1 dl =l o g . = o
Eﬂ‘l’l 11 ﬂ‘i’W\lLL@@\W’]’]L'?l@ilﬂl‘ﬂ\‘lﬂ’]ﬁ‘@ﬁyL’&El‘ﬂ@'i.llluiuu']ﬂ'] dialysate WiauniuTunaiaun

a

el % ( * P <0.05 e ilFauiauiuneusulssniuiininug)
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'
| a a o a

n. AveanreInsgyidedayiuluiien dialysate auiulunatasinenuiulszni

a

a a a 4A

MWHNUR AR 1.20 + 0.68 %

)}

[ %

v
AeAtveInsgydsdayiuluiien dialysate euAvlunaanasiulseniu

A

AMRUAUNY 1.5 1H81 AR 0.85 + 0.29 %

a o

Hnnsanasaednsgrydsdayiiuluiingn dialysatewiniu 29.2%uas5ulsznu

AAUIUIUT5 IheWNLLAUNeUTULTENIUAANELE aellad1ATYN19ans
(p=10.048)

| a o a

ARATTEINNIGaRsdaLHLuIEN dialysate aLALTuwaNaNn neuiullseniu

a
a a a4

IMIHWA AR 1.20 + 0.68 %

'
al

AaREIadNIg e aaLAuluing dialysate WeuiUluwaaNIMAIT sz

AMNINUDUN 3 1AW AR 0.93 + 0.29 %

fayans 2 iAuunnANiLuMeans . (p> 0.05)

1
' = = [

ARATTaINNsg e aaLNu e dialysate WAL uwa e AT UL sENY

a a BN A

ANRUDUNY 1.5 1AW Aa 0.85 + 0.29 %

a o a

ARATTaINNIg s daLHl e dialysate LA uwaaN AUl sENY

a
a A

AMNNUDUNY 3 1AL AR 0.93 + 0.29 %

v
'

fayans 2 Tiauuansiumeans (p> 0.05)

1 [ % a

AeALedN9gaAsdayRuluting dialysate WeuiuluwaanuasF sz

a a

APNNUAUIU 3 1Al AR 0.93 + 0.29 %

o a

1 v
AadzveInsgrudsdayinluiien dialysate auinlunanaundsmg Ay

k1l

13 M71aANRYD Aa 1.03+ 0.51 %

doyara 2 TddANuuANFTUNaTA (o> 0.05)



Aaud 4 fayaRaaiuiiuno RCOs lunatann waz 15uno RCOs i luinen
dialysate ¥aIN19INAEAL modified PET Faugadliifiuiniinsanasaes RCOs Tunanau &
IE5 AR 1.5 Beuwindy 23.1%HeuBauiauiunewl@iuanius (p<0.05) Wil
nolasuulamaslFiAminau 3 Wenazwdmyeimiuaud (p>0.05) duuanslum
197 6 LLazﬂngﬂﬁl 12 dauLBanns RCOs Mfisnilurinen dialysate lifinsiAeuudacile

= 1 1 Yo a a [ % Yo a a o o a a A v o
L'Ll?‘illlLWﬂUizﬁ’lqﬂﬂ@utﬁiU’quNuﬂ M@Qi@iﬂﬁﬁﬁﬁdu@ LAZ NAULAIATHUBLLARA SIGI NI

A3 NN 7uaznavzia 13

A1519N 6 LardiENne RCOs Tuwanana niaedls walunsu/aaaans

gilog | rewlimadiug | naaldamaue | naslitniue | waameadniiiue
80 (1.5 1HBU) (3 19%) (1.5 1HBL)

1 16.18 10.68 14.14 13.95

2 16.14 3.45 14.27 3.64

3 17.36 8.23 6.95 10.59

4 15.00 241304 6.23 16.59

5 12.68 590 16.73 7.41

6 21.27 17.95 19 6.91

7 25.82 25.14 29 22.32

8 9.55 6.90 5.91 22.27

9 13.10 5.86 16.73 18.14

10 12.91 8.59 20.45 17

11 11.36 14.14 7.27 5.73

12 1.82 5.18 10.59 7.5

13 12.14 10.82 15.27 14.86
ﬂ"]lﬁﬁlﬂ 14.26+5.74 10.97+6.90 14.04+6.71 12.84+6.30




—i— PRCOs

16
14 n /I\.
12 g
10
6
4
2
0 ) T T
before vitE 1.5 mo  vit E 3 mo stop

5N 12 newluansiadeuedtinand RCOs lunaiann miaeniu unlunin/miadans

(* p< 0.05 WeanlFgumeuiunausulsen1uan1nug)
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A, ARATeYLENN RCOs MNANANIAaUs UL n1UIRNaWE Aa 14.26 + 5.74
ng/ml
ANLRALIUAILTNINS RCOs TUNANANIMAISLLIEn1UA A RUaUIU 1.5 1AaL

A8 10.97 + 6.90 ng/ml

AN19780891991507108 RCOs TNAENWINTL 23.1%UA95U19en 1A HWA WY 1.5

a o

aunauiLneusulsen 1l mSuaed NNt ATYNNalA (p= 0.028)

2. ANRALEAIFHNU RCOs lunananinausuilssn1uintua Aa 14.26 + 5.74
ng/ml
1 dl

ANRALIUAILTNINS RCOs TUNANANINAISLsen 11U ANRLAWIY 3 1hau

A 14.04 + 6.71 ng/ml

doyaria 2 TANNLANFNALMNATR (o> 0.05)

A. ARALUE4UFNINE RCOs TUnaNaNIuaeiULseni1un nRuaulw 1.5 1ha
A 10.97 + 6.90 ng/ml
ANRALIUAILTNIS RCOs TUnWanau11adsulseniiinminauny 3 thay

A 14.04 + 6.71 ng/ml

v
dayans 2 TdauuanaNiumNats (p> 0.05)

1. AeAsedBuIn RCOs Tunanaumdssilsznnudmfiuaunm 3 e
AR 14.04 + 6.71 ng/ml
ARt et iunt RCOS Tuna g uAE A FU e N U LR
Af 12.84 + 6.30 ng/ml

dayans 2 TdaanuunnawiunIeats (o> 0.05)



ANSNR 7 uanauns RCOs lutingn dialysate Fiiaan viaendly unTunsu/daaans
filog | rewlimendiug | udaldamiug | naslitnniiue | wameainidiue
80 (1.5 1HD) (3 1haw) (1.5 1HD)

1 16.93 12.59 9.52 6.05
2 2.55 9.25 -10.00 3.65
3 6.47 14.16 4.52 -1.01
4 6.20 14.50 5.01 8.67
5 18.04 21.61 7.51 1.17
6 -2.08 12.71 16.73 10.02
7 942 -0.21 11.45 3.54
8 -4.59 21.54 0.72 9.23
9 19.47 10.10 12.58 6.95
10 0.31 8.80 27.87 20.24
11 -1.36 3.82 16.95 6.38
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13 11.70 35 12.39 11.79
ﬂ"WL'ila‘IEI 7.38+£8.11 10.79+6.46 9.52+9.01 7.21+5.30
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n. Anedsaeslinnns RCOs lutnen dialysate MiNnaunauiulsesn1inniug As

7.38 + 8.11 ng/ml
ARALU89LNNe RCOs luinen dialysate TANTUNASTUILTEN1UAARUEUNY
1.5 P01 AR 10.79 + 6.46 ng/ml

dayara 2 TdaANuuANFTUMeaTa (o> 0.05)
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A 7.38 + 8.11 ng/mi
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3au A" 9.52 + 9.01 ng/ml

fayary 2 luiAuEAnNFTuNI9E8a (p> 0.05)
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=

318K AR 9.52 + 9.01 ng/mli
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7.21 £ 5.30 ng/ml

v
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