Py ER 2R 2015 : 26 : 48-59

e, & MRS PR AR AL IE

MBS AT Ak’

GRTLBSBIELRE T —AAFH ZERAR M R AR A

wm =

& 4 b 8 R AR AL S (encapsulating peritoneal sclerosis) & 78 4= % M B 3 47 69 9 A Lf2 &
T HER GO RAE o AIA—B2RMBEEN LM EZ LB RABRER » RETHE - Bo
ek AR EIRENTSE LR ERBRERERE R ERBERERAR > B G SR
IR BeAr B AED & 6L F ML ERAGIE « 72 R E T M BEEAT 0908 A b BUIG TR a9 S5 KB
BH 8 M B AR ACIE 69 7T AR 0 AR SRR B S 004 BT A H By A — F 04455
B o 6L PR ARALIE B B e A7 R WA B 0 T AR SLAEEL K R & % 4 (multiple-hit) 78 7 84 45
R REZUARRETARIEZ R EN MK o B0 F X S48 RIS 3 9%
SR ENT 0 4T G5 3 k) ] 4e #8 B BE (corticosteroid) & Zx 3 7 4 (tamoxifen) % ; g EAF A E
T AEIE R 6y g8 AT VAL ) 518 3% 2 IR 8 Al A& o 0 SR s ik 4 A fiT (enterolysis) 4L % —

(EE T

REtEE © B EIMARAERE{LSE (Encapsulating peritoneal sclerosis)

FER&E % (Peritonitis)
IS RE5E#fT (Peritoneal dialysis)

il

Al

0, B2 4 I8 IR RE {1 (encapsulating peritoneal
sclerosis) /& 2 EE TR A 22 RAHZ SR T RIE S
HIPIA o EERIEURIEIRAIEE « L~ $510
i GE S G ZE - SEARE ARG ~ T
M~ JEAR ~ BER RN o gk IR R LY
HEREFERE  BERRBHEEREENR
A B HBUNSE » Haf TR GRG0 B i 1 5538
S RER L o BEYIGHR H IR — 262 B/ N
e B9 - R 9A 1] ¥ I B 52 3% (case-control
study) AU o AR ZERY EEBE RFEATER
W SZ MR ESEATE R A EAR Y 35 B 32 (screen)

R AR IR L RE R B A - Rl HBUR A1
FIp A -

ARSCEL 7 2 M B M R IR L AE SR
Bl - St E B IR BB L AE R R R AR ~ B0
i AT~ DUSE BRSO
BE - A ERIGRAIIE R -

RS

— 7 52k 2 M AE 2012 47 8 H 2 & fg Ft
FIZ2ELR2 - LAREFbe » WL ~ 7
AR 7 — 821 - 58 AR RLBE IR
IE B RS R B i AE A e 12 32 IR IR AT 16
- U6 fF A & IR T (hyperparathyroid-

WEEA  tRAkE) WHUR C ST RBEETIR GATIBEBERE-ERERTE
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ism) - Ji§ A B A 2 © Bl 5 15 5E A7 (automated
peritoneal dialysis) » FEHTR A& 2 & 5L 2 2.5%
dextrose Dianeal (baxter healthcare CA, Singapore
branch) o J5 A B9~ FHSE42 A () 2 Y BHL B
7l (B-blocker)  J5 A & #E7E 1998 4 8% £k fi K I8
& » 2002 Jz 2011 47 HIf 25 3¢ 4F — K - iy i
i S 7 301 B (peritoneal equilibration test) 7 1998
- I 4K V- £2) 5 52 3 575 7 (low average transport)
FI| 2009 4 4 48 1 1=y S £ 30 3% 1% (high average
transport) » 2011 4F . £ Al Ky = BRI 5E 7 (high
transport) °

Far e i s A B 15087 » BB R 43037
IB 94/65 mmHg (S5 I JER#E+ 140/90 mmHg) -
i ALk 84/min - #5H 37.8°C - B2 AL H
HEER LA 3R ) 2 BLERE (rigidity) - SR Al
KEiEE s - HERAE B R AR - 7K
e 2 BRI HLIE 7K iz 1 I EK (White blood
cells) : 5950 cells/uL » HF % HIMEBK (poly-
morphonuclear leukocytes, PMN) {5 95% - FF 518
ESENTHBANE IR R 2 28T - (Ehete e /KB 1S
= E e 2 8% BKE (methicillin-resistant
Staphylococcus epidermidis) - I & 55 2 HIZ H
R B - R T4 32 H 52k Y amoxicillin +
clavulanate 2§ i vancomycin fii1 A 3% M7 & 9 1T
IR o RPN AR KRGS - (&
bE o 12 H 5 [T T S MBS R 3 BT g
20 cells/uL ; {HZ7EEREE 18 HBH4A - WA
PR M R A 28 o B IR AR -
B E ~ GEATEL ~ &~ DL - B
KRS ERE - E RN AREES AT
REFI36 T - FEERESE 24 HiW AR R = 2]
39.0°C - BB A BIIEESERE - SOFEZ IR
Bl nEE - HEREC A ISR H 2 B ¢ E/K{bER
H ILERA /1N 100 cells/ul  FFM A RHAE 1
ZWERENT - HAENEIR 2% R L BGIHZE
ESIR » PR R S B L M AR I REAL - [RI
GHET — RV B2 -

— RRE
i A B Xt (KUB) (Tl —) w] LUE 245
NI B BE 5L (RTHHA) - BE e I B (parietal

peritoneum) Bl G Z#5IK (curvilinear) (#7588 B) k& 228
21 (conglomerate) 7Y 45 1L (Fi B C) 5 1 R $5 1k
Il E I A RLHE5R (FiEE D) -

i 8 o B 7 g (CT) (el — ) w] & 2 5 BE 85
b (B7EE A) ELAE5 1 LA bk i st fu. 2 e 2k (i75E
B) ; MG E TR (BTHEC) 5 K BHEEAY G B IR fifs
(HHED) -

e A (e =) A A B2 feg AR G B vy
[l (FiHERR ) - REEGRE AL -

— - IRBEER

FH A B R v 1 5 ey R A R PR L
Kl SL IR & S MR B AT B S TS bR A IR IR G
A7 G B BTG - TFATREAE SRR e S

B— : KUBORE NEMZEREIGL(A) - IBERERAK
(curvilinear) (B) & 22 & (conglomerate) ) £5 1t
(C) - REBLHIZEMT RIEIR (D) ©

B : CTERTEESL(A) - K5 tHREEREDER
K (B) ; BzEIRR (C)  ROAFRHVEZERIRASA (D) -
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By ([E0Y) o - ATDUE RS H 2 Rk, (&75E
A) ; 1538 i g% & ik (cocoon-like encapsulation)
& WgEENE A (BFUEB) -

HR A B IHZERER ~ I BB s Kk
Ml st AR IR - ARt a2 Fo B 3 M N IR AL,
JiE o B Rz magiG e » Him A hiRE
AR RGeS B RUE - TiAE 8l H & 58T -

B=: BEKRENIRIBIENEESDS (FiR
Z) - REKBIZEBEPLIFIE o

B0 : [BrRIR I8 - I\ BREE 2RSS (A)
I8 Bl #% 2 E@Ak (cocoon-like encapsulation) 2 fii
EEERB)BEE -

PBRIE R,

DIk S

S
S RATIRER

R NR SRR AL AE By RIS A2
RAHZSECRIRERIGFRIE - R TR R
S5~ S5 LR E R Ry Rk - 5 RIS
R BoE e N - RFCEEUEE A R UK
IME B - HL 3 2R R AL0.T%H|7.3% K F -
A SR 3 AR 3 A4 R 2.5% » SER AT By
3.3% - HEEZEESEfREEE - WARE
EREERE GRS - HARZHTEE
BRI (R IEAT SR 2 - 85 556 0 HR 84
HOPPAN= Sl S 3 G =4I P ol 26 5 S Ll s
1.9% - 6.4% - 10.8% - }219.4% - 3L C3RAI#E
i@&ﬂiz’“ o

LR MRS AL th & 28 A A R e SZ IR

EATHIRA > QORFBELOFIE /R B0 - IR IE Tl
firtk ~ o8 F ZBURHET R SEY R E - B ieei%
Pgi ~ MR R R B2 % 11 (idiopathic)

k;\-5°

CBRRAT
BRI REALIE P RE 2 2R R L

¥R (multifactorial disease) » &/ B0 -
(—) IREIE

IREFEARE » A —EEZZIEBENT - 5
AT A5 o R I e B I 8 ©
() BEZEREEATAVFFFERFRE (duration)

F 52 IR MG AT PO IR ] I T s 3 A R s i
oo 3L, 0 Y S AL E 1 e R LA IR T
AE— 1l 157 BRI 9 1 2 U SR R+ Rk B R
TEALITE S A LS 3 B RE A e e i B TS AT RE
(32.7 £ 23.3Hvs 18.1 + 15.7 H, p=0.006) ; 3&
A]REAR TR N NN 2R AE B A VRV AR 15 T YIRS 1]
Rt
(=) EMTRAD

7 M R T /Y A BE & BB B B R R
fi## (aldose reductase) DL k2 % It i i& € (polyol
pathway) » i 15 [LIZL % [ (sorbitol) e £ ° » i)
e B (mesothelial cell) & BB B A RIAT
B (transforming growth factor beta, TGF-B) f1 &
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¥ BR #1t.2& B9 (monocyte chemotactic protein-1,
MCP-1) ; )7 BB A bR th g plom L
J RE A A L RB YA BRI IR EENS A% H R (nicotin-
amide adenine dinucleotide) » [H BT ER & 8L
HUSREL » DU MR BRI 7E P9 jz A8 £ [KI¥- (vascular
endothelial growth factor » VEGF) 4 i1 » 3% ik
A A 105 kb - b th e i 2 R
JERERE FL (L (nonenzymatic glycosylation) JE ik &
E W i #5488 /L 1 (advanced glycosylation end
products, AGEs) - 1 i #5 8 b2 I & HERE AE IE
FEE AT AR REIE I ST 22 B S I A A
DU Kz VEGF i [ A1 e B ik s A 1 o [RDRRE
T NI 75 2 76 7 BB 1053 O AT SE K IRE - BEOK
F 53 8 A ET G B MR AR 43 B EE W) (glucose
degradation products, GDPs) /175 /il % (methylg-
lyoxal) » 3-%j % # i il (3-deoxyglucosone) » F1
2.1 (acetaldehyde) 5 2 » 1y PN ER S A2 K B EE B9
HhEr i LS 4 8 1 (matrix metalloprotein-
ases) ~ S PYAUE 1 (collagen 1V) LKz VEGF
HIAE R 5 IR BB AE (L RS BE 3 B = R AR Y
PR A B - 3SR B R TP I S
b o FH LT 0E AT R TR A BE S g EE Y ~ {KPH
1E ~ FERAPIREAEE (bio-incompatible) HYRE R S
L S ERGES R G E (B2 ATk - U5
T e HA B FH T 2% e (0 R AR W AR S B AT iR mT LA
e AR M M B LRE Y 4 -
(PO) RERE &

o, S VA MR A L i R 3 38 AR IR IR AR O A =R
A AR 28 T LS 26 R 15 251, 2 1 R MRt AL o A
Mt HAESe A MR R L 2 1 - R
WA —E YR EWEELR ; LR AR 2D
RER R HIE AN AR RIS » RAERHEEI
ENTIRIF R T eE 159 A B 5 3 At 2P I
EEREALAE o SR HE R vl IR IR 8555 - 1
HARSZEE BT 3555 (two-hit theory) » FE—{HIEIEC
A GG HERIHETIIRILT » —REEER
MR 28 ~ BRI AR & M4 (R IR EGEAT - FRTRE
5|2 eI LEE -
(R) &4

B VERIR ST B M N R A LA 5
ARSI HE BT B 2 (S FTRE R R

B G KSR AL LR ISET - R 28 AE I
BT E I 2R R R -
(77) BlefztE

R E RS HENES - a4
R IR ISREALAE Y HATREAY R IR EE ¢
HIPTHE R R T ARSI R A BE ] - AL S AT
DA AR B 38 1 i R s e /9 28 4 5 calcineurin
Inhibitor Z[1E% #1U 3& (cyclosporin) 4 2% I /F 8 ¥ &
B ey (e 6 TGF-B AN H At A AHE (L LRI KRB 5
A - B R A AR R -
AlRER Az — -

= - B2

IR 1[5 BEX iE E5E Afr 22 &7 (internal society for
peritoneal dialysis) A 2000 4% 2 € £ » Z BT 5
PERERRBEALE 2 T R85 ~ BRIRIEAR ~ B
YR DR AR TR S T -

e A A IR EAE L - WA/ b AE
B AIBHEEIR - S AR BHEEREE
A (LB RS G2 g - AR ZE
IEHR o K E e 2 —TEER RE2 B - T34
S — Loy TR BRI - I gE—
i e
(—) BRI

0, 1 I ISR i AR e PR B Y R - B
5 E 1538 BB o7 B 5o B 288 BRI EAR - A1
IR B ~ WL ~ WM - BEAR - MR - IRERRE
B~ AR - MR EESE o 1120024 H AR BER
AR SR, 0 1 Y PR s A i Y A 53 e P MR
BHREER 1 o 25— (E P B R A A M A R A LS
1] (pre-EPS period) » R ARIEINA IRIRHEETERE
JINIE ~ IS A S 53 P (e BB a1
RIMEHEH - BRFL - MESETKSE - 5
T B B K W A (inflammatory period) 0 fE R
1 I 3F 1Y C- [ Jf€ & 1 (C-reactive protein, CRP)
DURc FHIMER T ~ 2808 ~ 2R ~ MEENTK
Mok ~ BEEPE - B HE - EBEAR
MERR R S5 o 55 = B /2 0. €157 1] (encapsulation
period) » ERATEIR R B FHZEREIR - Br2i ~ &
M~ B~ (RS~ IEKEE - FRAVIREUR MR
ANAHER o SEPURE B2 5 56 2 FH ZE R H (obstruc-
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tion period) - FRIRTEARZE L ~ SERRAHER -
LR Ry I P ] 157 38 B 28 5 ol e B S ~ 9% )
TR~ IR L TIRESE » & B IR E T 2 W
[IIEISSéx 28 S 0] )7 =3 K i el P Ry
(fulminant) i RH 28— - {HEFERZ R F 1% -
BRI » Tgees 38 AN R ~ NEFE R e
W2 B ALt n] DU SRR B - BREERR IR SR
BR Zy i B2 B B e © e At —ERE
BAUSEARIEFE - (&R Z R Bl S R LA
i % R BGENT B8 < B R @t - B
e IERE IR IR ARAE — R S M
RIBERES L VURE BEEAR » KA G ANl o3
B+ HRTEE—RERE BB —10 R B a2
WAHEm
(D) AR BE2ER
o IR e 5 75 215 - 1 B0 78 i ik 2

Pt TH - (HREEARE - EbE
= eGSR 2R EEE AT
BRI EENT 2 a Nk DU B2 R 2 BRI R
1% - BB AEEAOE - BEHK A -~ &
sl E ~ Bk~ g IEE (magnetic resonance
imaging, MRI) %% -

R x S AT B E 22 SRR e A2 S i (air-fluid
level) ~ B R ~ $ERAY/ NG TR SEAE I B o ]
(mid-abdomen) ~ KefEIEFG{L ML, -

158 SR b A v DA BRI B A - NS
R 5 1 15 3 FH 28 B2 Je S s 1 DR S il - e SRR
Filkp g n] IR B2 BTG T PHZER - (H2E
i BN I H R B HE i R R » e IG PH ZE I
HAt S IR FTRE » FTLGEAESRED Y -

B M g AUl m] DUE B BERI I I8 = i
s (b B s B ~ B ER R/ DA — -~ 15
EVERGIHE R ~ 22K IRAE A S ~ RNl
RESZ I (increased density of mesenteric fat) ~ Jz
SRS REAE R (loculated ascites) o

I ] LU B SR A I 4 [ E TR 1R R
BE o+ Ji5 BE 2 BB = B1I6 i = & 5 B (trilaminar
appearance) - 7k N EE @R 0 -

s e AE T2 B TR LB EIG
J& 5 /) K 48% = (circumscribed focal wall thicken-

ing) ~ TimZZ G HEnR ~ KSR - ER AR

PBRIE R,

DIk S

RSB SCRA B TR ISR ©° - SAONITAE A B
feii& 5% (Cine MRI) AT DL 28 B0 A, 8 4 1 1t { L e
(1 835 I BRI i iR B IR Rk T 05+ AU —
fise ATy A s AR A R ) 2 -

(=) RIREZER

N IR ELY] (e RS L A
PR R N NS B T) 75 2250 P B e » P AR Ry
A » IR E B AR SR B 2 B B2 SE 2% 1
HIA TR A o IRESE T NIRRT LA Bl 1
HECHE 2 A0 [E] jsiR ~ R B aleiEh i e e ~ 151
b vhRG ~ WE s = R R AL ~ WSS TR A
BIIMUE RS AE - R HARE IESE AT A A i B 1o
e g EECEE Y] T - AT EEE
HEL A S e e P > ik AfE 1A e (fibroblast) 38
A~ flImAE a4 (capillary angiogenesis) ~ BEAZER
=i~ MMM ERIHERE o SR e R
& (compact zone);R1L ~ 8/ - {HE BRI AE
{EA e 2 M AR A LA E AR A T B ~ BB AL
JERE ~ A~ MR - DU RTEMN T ER
LR AR AR 2R o Kt - RE
ZENETFE LRI -

(P9) &= #1252 (Biomarker)

B EEME R LE AR A MR AR & T L2
e - R HEHIMAE - C- S H (CRP) 1Y
5 0 M E AR INERE B (B2-microglobulin) |7 e
IR DI RERI R R OBy - i 2 M R /K H Y
EYRIRE G TS - B4 RIK T (growth
factors) ~ i #(5% (cytokines) ~ il Jifd 5% i & H
(cell surface proteins) ~ HHAE R R T (intracel-
lular signaling molecules) + Z&EK% (hyaluronan)
LA KK 1B (TGF-B) ~ M M R AE R T
(VEGF) ~ /THE -1 (IL-1B) ~ /- H'E -6 (IL-6) »
I 1’8 -8 (IL8) ~ [ifi &g #H 3L [Kl F--a (TNF-a)
HE & B & -2 (matrix metalloproteinase-2,
MMP-2) ~ ESHE(LEE I (AGE) 5 » DURARIRE
HofESE TR 125 (cancer antigen 125, CA125)2 -

C-JEHEH(CRP)ZH|AEN » E=HH
BRGFHEG TS - EEEEERELERN R
Wit 7t - CALBAE & FHIREER - 7
HAFE SIS B B VL 253 CAL25 BRI RS 22 1 o 7
ARG & IR - AR Tk T 0 H R A
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Mo i e - T AE R A A i B A
fuds R - H LI ER - TR AR R
02 M R L E AT A - SEATIRAY CAL25 3%
e MR Z - HEWE R R Rl ¥ - i
il o Rz AT A S i 22

IL-6 /& FH B WRAH Y ~ B AL BRAE 38 2R I 43 9
H2R IR R b Rz i A 52 B 88 K 52 IL-18 )
PURF ] 43 WA HEY IL-6 © 1L-6 A JLAE Hh B At it 52
SR ] DI R IROK » B A S M 3 R s Bl
et REE TPt E B A T o (ERE P EER
AR AR AEE - AR b 3 4 T B2 B B (E mRNABE §%
B H AR AT VR T REY IL-6 3% i (soluble form
of IL-6 receptor, sIL-6R) & F11L-6 %% & P8 2 2
Rz A B B E A9 8 2 11 130 (glycoprotein 130,
gp130) A7 B » {5 AT yE Ak Rz A L B A% BR
b E (MCP-1) BRI » 35 il B AL BRFI R L R
Kb g7 AR - 5 [ —E R S - ST IR ST
SETRAE SE AT I 1L-6 FY 382 5 L I 375 7 TL-6 382
& T 15315 » BRI ENTIRAYIL-6 ENEIREES
MR RBE R IR - M5 BMrEr
JER LSRR 23 o SEAT VR AR A I L-6 3 R A s/ N 43
T8 g =X (small-solute transport rate) =2 1 FH
BARY » 005 A 3% e 0 Ry 0. 2 14 i MLt 1 i RiT R
o BN IL-6 5 T15 A R
ALHERS ARYEEIERE ST P RERS - [RIFF 5 HET
WALHY CAL5FITIL-6 & » 75 CAL25 YR A,
143 Ulml H1L-6 =577 33 pg/mI** » BB 3w
J&K M (sensitivity) %) F570% » 5 B2 14 (specificity)
Fy100% - [K] 35 Rl A Ve ARt s b mT DLk
R g M R AL E 2 o K B e
K HENE (omentum) A4 I 1) R A A e 7 e i 5
T R 7K R o R 5 1M1 A 1A B At 43 9 VEGF » fi
VEGFHYEEE LFt « IRZ SR EGEE 73BTy
=R RTEBE - BE R EY) (GDP) ~ (KPHE S
R BENE ISR I A A Rz Il 53 0h VEGF » (e HE I
Bk~ IR o A S R .

PAb3E S 4= Yy v- iy el - B T IR IR
Y ERpeE » {H B R 2 L M IR R
HORBURR MR SRR R R B 5 b sk 438 -

~ R

R IR R LE R BUR S EDE N 2 1RE
%2 (HRRE H RTR e AT HE S0k i o3 Ry 2L
EL
(—) 3 &2 #l B2 B & 1k (Epithelial-mesenchymal

transition, EMT)

i P2 2 15z 0 e 1 e D 5 S P e i A
PERY— i B B o B — N A B tn i 2 IR
FENTIR - RIS M g i A Rzt R e 2 v iR
FIFERRIBL - TP REAIAE S 12 1S B BB A
R (fibroblast-like) YA » 38 265 A R
HeFro R e e A B ) R R A D T Y B W L o
W TGF-B » TGF-B th (i BEME AR Kz AL,
Ty N AEAERT I (myofibroblast) - EMT 4E = H #Y
BT RS E R — i E - (R A
P - Aiers | B L - EMT 38k B il s
AR A R 2 -

(=) EEEIB 5 ("two-hit" theory)

TR EEEE “Two-hit” T 3 A A fige e (. 2
PRSI T B o 16 2 B R AL T
OB RE K R R LER - B —REFE R
¥ (predisposing factor) - ZMIEMEENT ~ FREFFEA
B~ REWI RN RS ~ BEIGE T SE KA BE T
=R BRI ACE B BE o R EY) » RPHIESE -
TE BRI AR I S R R R A
B hse 882 - 5[ E B AL ER ~ I KA M (mast cell)
A RERH AR B - BRI/ MR AT A2 AR R A+
(platelet derived growth factor, PDGF) ~ [[%E A %
AR KF (VEGF) ~ 25 — AUREAE RERRI A R X
(fibroblast growth factor2, FGF2) - {4 KK 1
B (TGF-p) ~ BB AMHZFA(IL-6) ~ HMZERE(LE
H-1(MCPL) 55 » 5 [ T i e A ek R AAE A L
AR ~ MY - DUR I A Ay 6 ML K]+
FIEAE T 1 (fibrin) B E(EREF - &HIEEIVE
ST REEREAL, » (o A5 B IS T RE R 1 52 F 52
B A R e R M T R B B AT R -

5 B2 2 B )[R T (initiating factor) - £
e G R ~ W Tl ~ Bdst 1k R RE A
% BB R R AR B R - 1
ol F B R F AR - BRI ENE M
5 B R AR R E - (SRR IR A
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R e B - 5 Ay 4 - S
HERBARE (LA SE RS Rl -~ J s ol A 1
{BAE

AREE “BERR” PG - PR AT DU Fy e . 22
TR EE AL AE PLHR A 2 38 A A B B B AT
REVH AL L R TEEIER R - 1B R
WER TR » SE R B — /N IR IR S R ] 3
R ILEIERERELE + A IR E AT B
[ - AL SR EE AR IR AR A5 |38
(=) #[A (genetic predisposition)

MEEZERENZFRA > BET S
RIBIRER AN B2 O 2V R IRRELAE  HHE
[y > ANDREAR R B8 A WIS R A IR IS AT R A
192 7 UM IEIERELAE - AR98 H AR 50
2 BRI LER R ARG 37T E 2R
HE RS 295 BBy - T3 A5 AT (RIS B 15l e Jek 32
MR EITFAE S -

0, B8V B BT L E B9 EL B E H AR LT T
el o ATREAD H AR AR R IREE TR
MR EAR - A A R A R T R
28 o — {5 F AHIF SR B B R 2 IR IEOE BT 9% A
AR A 2 e A T IR R AL iy B A
RAGE 1 55 429 flfl #% 15 B 17 48 A [71*° = 11 2010
F 32 B Y IF 5 th 2% B A R A0 ECUE {6 B (Alport
syndrome) {95 A LT ELER 25 2 A e M R L
EARE -

A Ak

H ATA B PN BB L E TG R IR IR 5+
ik 0 (HEHEAR EAIPEIEEBGENT  fEH %
PAHRAIPIEHE(LSEY) ~ R/ - fEH
AR RIS (o FH BRI S0 B AT
(—) ZHFHEREA

FFIEE RN AR 28 - nIAEIGH 2Ry
tefk S Ae AR A E > o RBIWTFERURAERL
Fra R E BB LERR A > TRl
ke T THIR Y » (52 B B A0 =i
BRE AR - SEBIRFFELE T A
RIS NS CE R AR A - BB 2
IR 2N AE A ZE e - rlREEfE I &
=SSO EPNIZSEN R S Y E A DR AMES (3

PBRIE R,

DIk S

=R -
(Z) AELAE
1. 2525 (Tamoxifen)

Tamoxifen Jg 328 45 115 e 33 3R =2 45 R BT 22 1)
(selective estrogen receptor modulator, SERM) »
'E AN T #EHE £E A I (fibroblast) [fi 5 753 TGF-B
(AT 3t o 4F 1992 4E 5 2007 4E[ » 5 141
RN — R B FE PR A B 1 S { L e (5
tamoxifen 135 E » JELEIRFEIL G 36 R A - A
162 51 ] tamoxifen 169 - A5 282 & GFSETE I
SMEFFlT G - Tamoxifen (1975 & Ky 7K 10 mg
F]80 mgA5E - H Hr 214 95 A 2 i (resolved) -
2011 955 A A 2 3% (improved) - 141 fi5 A 1% €
(stable)® - Del Peso 7F 231l pre-EPS 95 A+ (5
W MEREAL, - MR IEGE R IR RE )7 N A= R s i
MEEZBEATFEIRA) - BhatisT—K 40
mg 11 tamoxifen & FHE I SEEIZL 4748 H - A5 R
EEEHA 9 B A R S M IR IR LE - 5
= H AR A O ZEY)Ry 14 A5 447 H B A
PEREREREALAE > -

Tamoxifen 79 gl 7F A A4 & @i AL ~ WL~ &
o~ RS Kb D B A AR 2R
3 HpiETR S — L ARG REERE ST
FEA S ERAMIE FH L -

2. JH[ElE (Glucocorticoids)

1997 4 Mori 1 4t B 3 {5 F 2% ] B S v 7%
B B IR AL RE AR A% - FE 2001 4F H AR
Kuriyama®® #{ pre-EPS (1955 A 435 AE 1997 4F 2 Hi
& I FE S A 1997 4F 2 86 H B[S BERY I AH B
BT A THP R M IR R L - B R R
X prednisolone 0.5 mg/kg » 6174 15 Fi % [E B Y
i N i el s AR A g M R R LE - 1T SR BEH
FEEI R R A BRv 4 - Horb 448 5 A LSRR
iR A FF#E A — K 5~10 mg prednisolone 5% -
R EEEEE - o PRS2 AT DAk A LUK FE T
WE MR RBAE LAV RS © R B s e A ik
WERRE AL FE A ZE IR - 50 P v g P 2 ] P
AT DUBE SRR 15 B 37 - S R AE AR
HE R L E A ZE AR A RG24 - (H2 ATRE
BRI SR R T R R RR o IEIBEAT IR AR
) ) %0 B8 2 8 0TS 2 1 R C (protein Kinase C,
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PKC) DLz £ ## 5% K] 1~ (nuclear factor-«B, NF-xB)
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Encapsulating Peritoneal Sclerosis

Wen-Ping Yang?, Ching-Chih Hsia?, Chen-Chien Cheng?3, Chien-Hung Yu4,
and Yung-Hsuen Hsu?
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Taipei City Hospital, Jen-Ai Branch, Taipei, Taiwan

Encapsulating peritoneal sclerosis is rare but fatal disease in patients receiving peritoneal dialysis (PD). Here
we presented a 52-year-old woman, who had end-stage renal disease under PD, presented with abdomen pain,
poor appetite, nausea, vomiting and body weight loss. Her clinical symptoms persisted even after the peritonitis
was well controlled, therefore we arranged a serial imaging studies for further survey. Finally the diagnosis of
encapsulating peritoneal sclerosis (EPS) was made. By this case, we emphasis that EPS must be considered as
a differential diagnosis when patients under PD presented with ileus or uncontrolled peritonitis. The mechanisms
of EPS are still unclear. The duration receiving PD is the most important risk factor. Imaging studies can aid in
confirming the diagnosis. The therapeutic strategies including shift of the patient from PD to hemodialysis; parenteral
nutrition support; and immune-suppression therapy such as steroid and tamoxifen. When the medical treatment is
not feasible, surgical enterolysis to free the encapsulated bowel loops is an another choice. (J Intern Med Taiwan
2015; 26: 48-59)
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