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AL, AAE, o]Y7], AUy, AT, =4 L, ANA, JYF

Fer @A dAste #3752 S HP4g TEAY FYEE AQA e Faddor] 4
AFF2e XE37E] /3 e ez 4dA Jd EYAFA @ Hepge vy =g 4, 99 *
AFAdAst APP NEA dYHE oy =30 @Y. od AXge tdd Fuds 93y 24, 344 34,
g A NEA] & FRAoR 4% Radad 9.

1989 1289 %¥ 1996d 12474AA mejdieta F2gds @4 168944 & 34209 HepdF dHJF 224 210
AdM Wil o4 274 o4 AT E& Aol 9 FALAYY vF4 Hud @4 1849 (8% W= &
.

odd ety @4 1899 M AP 674 (254-68A)R L FAE 99, AdAE 93Ut FAAne A
ATE L 59(28%), SHAXNE 2% Z& 13Y(72%)oIen] ARE A= At 4AAFL FnYo) 69
(33%6)2.2 714 wston Ay Apq Agol 49 (22%)¢ldr). oA Eetny 71zH(0-90AY¥)L 674U &}
79(39%)2.2 A4 Bt Hergde WME0-38)= 187 103 (5636)2 2 /1% wstt. gdATneR AR Y@
Z2% SRAAE 8% & Aol ¥ ¥R, BUN, 94 creatinine, $# HEZF 5 Aol7t AU (P>0.05). nl A
E AAY dE34 HeY 8A44A FAE 5+ Xanthomonas®& X ¥ Pseudomonaszt 11942 744 €43 o
&2 2 Staphylococcus?} 6o 2 R$t2" Acinetobacter’} 69, fungus?}t 494, enterobacter7t 3l &olgitt. 4 A
Ho2 Ngd HJFYP FoAAE Enterobacter, Acinetobacter, Pseudomonas?t 27t 2o girt. S#AAE 28 2
A& Pseudomonas’t 912 713 @sten v&o] Staphylococcus7t 642 BStiL Acinetobacter 444, fungus 34
geldd. 42 FA & e} R v A2 Staphylococcus7t 615 64 EFAN SHAAE 2833 Pse
-udomonast= 1143 ol A, AF L 494F 3A4AAM, Acinetobacterz 6A4F 44AN =@AAF 835
gAARoR g ATH T $HdFE Enterobacter’t @gt2n] Staphylococcus 3 of 8} Psendomonas, fun
-gus, Acinetobacters] WA S#Y AAN L7, gty dFg Hepgds 2o A& FAEFY
Z87t A5dAAd Y& vlUzdoz YA & ATFANE A4 £ Y dBA oz BygHqN
vdyd Bepgef A4 g QARTFEY A2 oo} Amdd Ui @ A4F WYAe2 ¥ A7 Ay Ao
2 Add.
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A& g BGFY FRAA BHdg A4 F F44 K9 interleukin-6(IL-6),
tumor necrosis factor-a(TNF-a), phospholipid R CA125 %o #¥# 47

olstel A Wiotm Slfuiet wishet 24
298, AFH, F4Y

ARH2 peritoneal mesothelial cell{ol#t MC)Y R4 %7t ¥ 2&g He & CAPDY A4 #7HdY =iy,
#Auk, Joia vPNoR AEHD U FHAL U0 gA Hebs] g4 L vl UNE 2NN, XY
Hutg ddAdE 83 dodd oG o 954 A& cylokinedl o8 MCe + 34, remesothelialization
7189 &4, Bt 448 R ASAAA olaA dot. B dFAMNE B9y ¢4 BF Ul MCe ¢+ 2 & 7iFd
nAe 993 e} Fo| WSE A} $do HS MC bulk mass9] AXE2 rldia & cancer antigen
125(CA125)8 IRMA(Cobra NI, USAJZ &43a, 94 MCAAN ¥uso HY (3§ dAsE 4 e
phospholipid =& Z4-Y(Hitachi 7150, Japan)o.2 & A& £U T4 A UdA F@&sE cytokinee 2 42
IL-6% TNF-0F IRMA 33 o2 &48ta] o]F cytokine FE9 MC EXA F5 Wit Alole] 4#] A3 il
¢ e AF AX2AMe] AAE 44 paA s d4e 2ud U4 A1idol YA AHgglo] BYA W E
248 7hN T ey 799 CAPD ¥4 (d:1 43, FZAY 4954, CAPD 7|3t 384 AW)dM B4H 3 9d9
Hologol A A7 7173 vlY overnight dwell dialysated $E& 233, Y44 3¢ 453 Fo 98 ARG
E xASHG.

1. Beotg @A FHde CAI125 FE& A29Yd Hao =LHPa(i15 vs. 389 Umi, p<0.05), ol ¥ FA=z
B4 g7t 479 second peak(24.1 U/mE Jehidd. A8 FE 47 Folt ¥y ¢4 ojde ¥E=
sadgUud.

2. Phospholipid $5& M1gdd A & JehNA2(2.8 vs. 18.6 mg/mi, p<0.05) ol ¥ A&z oS
3. ¥aqdel ¥R w2} CA1259% phospholipid 371 A5 29 Ax Aol /AAR, FH A YT 59 CA125
3 phospholipid & X Alolddx= 29 e J#& gifld.

4. 3N 9] IL-6% TNF-a ¥E& A1 dol 42 $5o xe2iq o|F F43 zpasAd.

5. %M ode] CA125, phospholipid 59 IL-6 R TNF-a 53X Alold & o9 sie 4ol fid.

6. }2 1AW #dox 389 Aol Lol AAD 149 B|AAME CA125 ¥ X9 secondary peak’t AR
phospholipid ¥ 55 1.0 mg/di2 WA #AS L A& A4 oy )R AYFo2 AR

ol4s] A= CAPD ¥4 Hed @4 2P s I£HA W9 S8 4%, 43T cytokine #&
F7HM 7132 MC deathd Yod& %A% 4 STk CA1259) 7] F7t B wdez 9@ MCS massive
deathol 7llgle o2 AU second peaks] U4 ddsi: #EYE Fd=2 oiuix HdYAM AFGAA
dejis MC 443 #del 3l& Aoz #5480 WA FAA Wl CAI125 $59 second peak ¥4 ¥ ol F
AZHA A&} remesothelialization A <& Wt AH7} B zlold.
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