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B4 A3l chdad deda 2r) ARA
o8 olfiyl @k & 78dfle, oF 2¢dE @)
ARAE AGen FHARE AZRPA 3489 o
of Abualga, 6o FMANEE ANRY JF AYH
A F3@Fol BrbsEo Asiden HEHo
2 F 7049 827t B AT 2gHAG o] F
AT AL, =7t 294019l ew, ohddl Ad B
o BFEF ABL 456%10.7419% (Table 1). ©7)
ARA A Fale]l dF gL 510116409
W, gl FGegRE @] ARHog ojyg of
742 B 71k 511564 0lgitt (Table 1). 97
A%H Feds dealsdiE 9181426 me/dL
olQl, elolElde 11.6+55 mg/dLolgon] =d
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olEid ¥4 &€ 62%32 mL/min/1.73 molln, ¥
A & 99 65109 mg/dl, gRWIL 37105
mg/dLol%T (Table 1). %7} A%H AY Fal9
¥y THE 77113 mg/dlolew ¥H Qe
67+2.3 mg/dLeIN3, PA2E 80+17 g/dLoIl
o HulEARNE 244:151%°199 (Table 1).

Table 1. Clinical Characteristics of 70 . ESRD
Patients. with' ADPKD

Sex M F) 4]1:29
Age at ADPKD (years) 456107
Age at ESRD (years) 51116
Duration from . ADPKD diagnosis to 5.13%56
ESRD (years)

BUN (mg/dL) 21.81+4286
Cr (mg/dL) 11655
Protein (mg/dL) 65109
Albumin (mg/dL) 37105
Calcium (mg/dL) 77+13
Phosphate (mg/dL) 6.7+23
Hemoglobin (g/dL) 80+17
Hematocrit (%) 244151
Cer (ml/min/1,73 m% 6.2+32

The data are expressed as mean +SD

ESRD : end-stage renal disease, ADPKD :@ autoso
mal dominant -polycystic kidney disease, Ccr: cre-
atinine clearance rate :

2. ¢k RN HX FUS! 4N By

F 7049 O B F A ojAg ¥ P& 194,
RURY 88 We BAP %694, 181 YA4F
N ARE W AT 2Bol Y.

gyl AG DAY WF A"e ol y@RPo)
3831934, HUREA #aFo] 490:104, 2
AT BalEo]l 478110048 o] fAFe] B
SR ST YR fRTo) v BT fo
A thddl WY uelzt wgton (p<005), HoE
A BAs gA4%Y @2 Fuol e Aoe
Q1 (Table 2). B8 WrIARH AT FAlg) HF
ARE o4 BATo| 4321934, BN @7
o] 539+11.34, ¥ARM FrlFo] 540+108HS
o]4 @aFe] BN AT YARH x|
uish slelgiAl @2) A%A A BA d"e] wsto
M (p<0.05), BEHEA BT AR BRAF 3
A& frele 2el7t YT (Table 2). thddl Agke
2¥E @7 A9HoR ojgy wWAX WF e
o] $akFo] 47+50d, BUFAH fAlpo] 48+
509, WAFA @apEo] 581670 en] A #3}
of 9eigle Aol §URUTH (Table 2). @] 4%
Y FA gARAWUAE o4 BAR?o] 7331336
mg/dL, HeFA @apie] 959384 mg/dl, VY
54 #xFe] 10181384 mg/dLolden 4 3

Table 2. Clinical Characteristics of ADPKD Patients on each Renal Replacement Therapy

KT (n=19) CAPD (n=26) HD (n=25) p-value
Sex M:'F) 1415 13:18 14:1 NS
Age at ADPKD (years) 383+03" 4910 478%10 0.001°
Age at ESRD (vears) 432+93" 539+11.3 B4+ 10.8 0.,002°
Duration from ADPKD diagnosis 475 48+5 58+6.7 NS
to ESRD (years)
BUN (mg/dL) 73.3+336 9591384 101,8+384 NS
Cr (mg/dL) 11.5%58 11.3+6.6 12+4.1 NS
Protein (mg/dL) 6.3+09 67%1 64107 NS
Albumin (mg/dL) 37%06 38106 36+04 NS
Calcium (mg/dL) 83+1.1 81t13 7213 NS
Phosphate (mg/dL) 54%13 6,1+1.9 54+1.7 NS
Hemoglobin (g/dL) 86+15" 83+1.8 72114 0.018
Hematocrit (%) 258+4.2 224154 245+5 NS
Cer (ml/min/1.73 m® 73142 6126 54%29 NS

KT: kidney transplantation, CAFPD . continuous ambulatory peritoneal dialysis, HD : hemodialysis, ESRD :
end-stage renal disease, ADPKD ‘ qutosomal dominant polycystic kidney - disease, Cer: creatinine clearance
rate, The data are expressed as meant5D, "p<0.05, NS: not. sigmificant
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of #83 ztol= giAT} (Table 2). YA Azeleld
& o4 @abio] 115458 mg/dl, BHFH #xF
o] 113166 mg/dl, BAFH #alPe] 120141
mg/dLolglem™ A 23t 2egly Aol glen,
AdolEld A2 EE o4 FATH BurRA fabF,
agja @AEN gAdolA 4 7.314.2 ml/min/
173 m®, 60%26 mL/min/1.73 m® 54%29 mL/
min/1.73 m’2.2 7 Fe] FAHHo R F¥
ol fIY} (Table 2). ¥4 F W& ol falo]
63%09 mg/dL, EUFY #RFo] 67+t1 me/dl,
YHEY gxlFol 64107 mg/dLE H FIell 2lg
e Abol7zl fisdrh (Table 2). 84 &¥YlE o 4§
Ao A 37106 mg/dLeld e BuRA @}l
A 38%06 mg/dl, EAFY BalFoA 36304
mg/dlLe® A Tl #2% 3ol gLl (Table
2). #7] ARA A FA Y €Y e ol EAT
oA 83111 mg/dL, BHFA FAhdefH 81+13
mg/dL, WAFEH fAFdM 72113 mg/dlLes @
A gl A KoldtA @A dEldes, HA
& ol gl A 54113 mg/dl, BEHFA B
qNM 54117 mg/dl, BHFEA #aTedM 61219
mg/dLeller 2ejgle Aol RolA] &4ttt (Ta-
ble 2). ¥ty olHBATdA 86+15 g/dLelf
o BHupgs #RFolA 83+18 g/dl, HREY
PaprdM 72414 g/dLoE EHFA #xpFelM
ool Al Fhet (p<0.05)(Table 2). FHrIEARL
ol @Al 25.814.2%, BHFA  Fapael]H
224+54%°1 29 @ARA xRl 2451509%
o2 BANHOE {Fo¥ Aolx AT (Table 2).
47 ARH e FA] FUEE «iREg W 189
o] MA) 709 BA F 0HoR P wekew o4
gabdol A 149, EAFY @XNTAM 209, 295

Table 3. Comorbidity at Diagnosis of ESRD
with ADPKD

KT CAPD HD Total p-value
20 50 NS

Hypertension 14 16

CVA 2 2 4 NS

Cardiovascular 1 3 4 NS
disease

Hepatitis 1 1 NS

DM 1 1 2 NS

CVA | cerebrovascular accident

o HAFolM 16MLs A T ey Aol
it HAMe HEY F HYSAP] W
UAY 4= 4922 HARY TN 29, &
HEA PapFoA 29elglon, AYERA dAge ¥
HEAN gabFolA 39, BURA Pl 19l
i, a8 I, 9 5& FHEE 39 Bl A
o} (Table 3).

3. 2 ACiM QU7 Jle MER W YES

APAgAA 2 AdA 8 XA 271 A
A 88 #X7REE el @abTe] 5401101704,
Hebged @apPeid 388197170Hel o dAR
4 @aol 711113127048 EHRY @RTN
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$ew, z+ ddA 2¥dA Kaplan-Mejerdl we
7l€ AE&S Fig. 13 2o o4 ¥4, Y%
4 @2, neln BN gAT £o8 R9FY
gapols i Zie 4EE0 HolAe dHelU
o ejelsle Aol BolA| ggkd.

HepRid gAgds EugMg o9 Ave
F 1092 Huigo] 3d, @0 24, 297 st
1o, B4 {30] 142 74 2F gdF4es
H@sigen ol9] Ao g 99 2347t 24, o4
o2 AEF B9t 1dlAUrt (Table 4).
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Fig. 1. Technical survival of each remal replace-
ment therapy in ADPKD patients.
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Table 4. Reason for cessation of CAPD in

ADPKD patients
Patients number
Death 2
Transplantation 1
Transfer to HD due to
CAPD peritonitis 3
Hernia 2
Ultrafiltration failure 1
CAPD leakage 1
Total 10
100 ""_':;[' '''' v
SR oy e
s 80 2
-
EF 60
2%
EE 40
g5
§ 20 RRT madality
e FHD
- - KT
_ peNS
0 100 mo 200 mo

Duration after renal replacement theragy (months)

Fig. 2. Cumulative survival of ADPKD patients on
each renal replacement therapy.

Table 5. Cause of Death in ADPKD Patients
on each Renal Replacement Therapy
KT CAFD HD Total

Infection 1 2 1 4
Bleeding 2 2
Malignancy 1 1
Total 2 2 3 7

APEE F 77 R en BAFY JApA 3,
BeRY @A 24, 2eln olq@AeM 247}
AN AHFUAE Pl 4 (FUHFY g2 24,
HARY 8§ 14, o)A@ 1)), &) 20 (WA
F4 @, 283 4489 14 (148D AN
o (Table 5).
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= Abstract =

Comparsative Stady between
Renal Replacement Therapy in ESRD
Patiepts with Autosomal Daminant
Polycystic Kidoey Disease
Hoon Young Choi, M.D., Young Suk Goo, M.D.
Dong Ki Kim, M.D,, Hyun Jin Kim, M.D,
Heung Jong Kim, M.D., Tae Hee Lee, M.D.
In Hyun Jung, M.D., Shin Wook Kang, M.D.
Kyu Hun Choi, M.D., Ho Young Lee, M.D.
and Dae Suk Han, M.D,

Department of Internal Medicine, College of
Medicine, Yonsei University, Seoul, Korea

Background : Autosomal dominant polycystic kid-
ney disease (ADPKD) is one of the most common
genetic disorder that accounts for 8-10% of patients
receiving renal replacement therapy in Unites States
and Furope, and approximately 2% in Korea. ADPKD
patients on renal replacement therapy constitute a
particular group with typical clinical chiarateristics
and differences from. other patients on renal replce-
ment  therapy. The objective of this study was to
assess clinical features, morbidity, mortality and
technical survival in end stage renal disease (ESRD)
patierits with ADPKD and compare these between
each renal replacement therapy.

Methods : We retrospectively analyzed 70 ADPKD
patients who received renal replacement -therapy in
Yonsei university medical center (Jan. 1980-Dec.
2001),

Results : Among a total of 70 patients, 41 pa-
tients were male and 29 patients were female, Mean
age was 4561107 vears and average fime from
diagnoesis of ADPKD to start of renal replacement
therapy was 51156 years. As the initial mode of
renal’ replacement therapy, 25 patients started on
hemodialysis, 26 patients started on CAPD and 19
patients received renal transplantation, Clinical fea-
tures. and laboratory findings at the initiation of
renal replacement therapy had no significant differ-
ences between each renal replacement therapy. Cu-
mulative and technical survival in ESRD patients

with: ADPKD receiving each renal replacement ther
apy had no  significant differences according to
Kaplan-Meier. Seven patients died within study pe-
riod, - including 3 hemodialysis -patients, 2 CAPD pa-
tients and 2 renal transplantation patients. The most
common cause of death was infection followed by
bleeding znd malignancy. Among: patients on CAFD,
10 patients had stopped CAPD because of peritonitis,
hernia, ultrafiltration failure and CAPD leakage.

Conclusion : In summary, there were no signifi-
cant differences of clinical . features, cumulative and
technical - survival between each renal replacement
therapy in ADPKD patients. The most frequent rea-
son for cessation of CAPD was peritonitis, The most
common cause of death was infection in ESRD pa-
tients with ADPKD. (Korgan J Nephrol 2002:;21(6):
982-989)

Key Words @ Autosomal dominant pelycystic kid-
ney disease, End stage renal dis-
ease, Renal replacement therapy
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