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A CASE OF ALLOGRAFT REJECTION INDUCED BY THE
INTERFERON-a« THERAPY TO HEPATITIS TYPE
C AFTER RENAL TRANSPLANTATION
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We report a case of renal allograft rejection induced by the administration of interferon-a for
hepatitis type C in a 36-year-old male. In September 1986, renal transplantation from his brother
was performed after a 6-month delay because of his liver dysfunction. In October 1992, under
the diagnosis of chronic active hepatitis type C, interferon a therapy was administered. Although
his liver function was normalized during the treatment, proteinuria turned positive after 8 weeks
of the therapy. Fourteen weeks after the start of interferon « therapy, the serum creatinine level
was elevated, which was diagnosed clinically as a rejection reaction. We first discontinued the
medication of interferon a and administered steroid pulse injection. As the renal disfunction did
not respond to our first treatment, we changed mizoribine to azathioprine and added horse antilym-
phocyte immunoglobulin. Two weeks later, the creatinine level improved from 2.5mg/dl to 2.0
mg/dl. The pathological findings of the transplanted kidney were acute on chronic type rejection.

(Acta Urol. Jpn. 40: 529-532, 1994)

Key words: Interferon-a, Renal allograft rejection, Hepatitis type C

# fiE i

o

EE, APk T CRFTF LRSS I3 Ly -1En
RRLTE Y, KELEESMELR-TWE. ZDE
BELT, 1 VE—7 =u ViI30~0%EHEHTHD
Evbh T3,

4E, EELIEGCEBHEED CRFRTHT 51
¥E8~7zmva (LT IFNa B3 #5588
w, ERIGE R LIGEALRRR LD TETOX
BEELIN: THET 5.

B - 3608, B
FIRE  Faus R L
BUAERE © 19845F IR TR, ERAWIREE.
BRI I OG- 197146 BHEARGE R 0 2
. 19824F11 3 2> b EEAT 2 B3R L. 19834 ITP
(idiopathic thrombocytepenic purpura) 2§
R, RESRMBRGIM, 0/ MREE A EE 20T
Wiz 1985E A SPEERRE T IR & 1T L.
1987423 A% V7 — & LC0AEEREB T
ABe+ 54, GOT 1001U/1, GPT 2451U/1 & JiFHs



530 WRE 40% 65 19944

BB D EMREN S hic. cok ¥, FEAJEB
B OBIEIT S & BWi S e, 19874E 9 B KBRS
fif7 & hte. @iisa s ML, cyclosporin (BT
CyA :LWg3) 5.5mg/kg, mizoribine (LIF MZR &
B53) 4.5mg/ke, prednisolone (LI Pred ZB%3)
T - te. BREBSEIRFCHEBO=YY — Fbi
¢, BRESSARRILE 7 V7 # = {f 0.8mg/dl
TEEE L.

# 6 M o Abih, FTHstED BEE( (GOT 69,
GPT 119) 238 - 7ohs, M 50 B B ISk a8
ToHz L EEkLE.

F 0%, FHHE - BREIBEEL L RIFTH - Teth,
s EROTX 446 Aic HCV $EBEEH» 2
GOT 40, GPT 73 LBEFRECELLY, 20
BB X0 IFNa #E0 B TIO15AUEE 2 N
BIAL. WERYM VTOFERCECTIHL)
active 7¢ JfF % Tlile 7o 83, —#fic piecemeal
necrosis & bh, T HBENETENMEWZ Y,
IFN 03R L KE\V 2 &3 T\ % DT, IFN
DFIET H5 & YWF LT IFNa (Intron A®) #k
(6005 HML, 6 HHE) % 3BRET-%. #HIX 38°C
BOFBH HH 4 (Indacin® 50mg) #FH L

IFNa (Intron A®)

P, BEMLE, MERLTERBI Rt B
BRI/ RIC CE00F AL (3 [E/E) w22BMTOF
5BTh -t 1FNa bz GOT, GPT X IEH/L
LT 7222, IFNe Bifas 88 B i REBBE (L
o, 4B B v7 5= ViED LR ERD.
IFNa ##5ic X 51 RG L 2L IFNa #5414
JHEB 1wk L, methylprednisolone (LF m-Pred
LHET) 500mg % 2 [EH 5L/, Pred %iEL,
7> m-Pred 250 mg w5 Uit BHEERILr
®(LL Cr 2.5mg/dl, BUN 73mg/dl L7ch, R
5425 B8 A MBIABE & 7o o 7. ABEREBUE CrXmifl
TRz pitting edema 23 Hivichs, graft swelling
Ts KA REF R I o fe. ABERFREBURIC B\
<11, C-200 HifkMitk, Cr, BUN o E& (E),
R Ci REE (KC ) 1k 12g/day Thot.
Azt anti-lymphocyte globulin (Ahlbulin®,f)
T AHLG r#5) 30mg/kg o # 5 % 14 AR,
s> MZR % azathioprine (AT AZA (BT &
FEL & oA, BRI Cr {E4 2.0mg/dl #C
B L. (GLEoBREEY Fig. 1 WRLE. )
K 44105198, IFNa #5B0142 BATC 1T
TR ARG DR E T, DNEBEIRICRT

Biopsy (graft kidney)

iy « EREBEEEED
o i o <

2400

20 530

10070

20000 16230 15160
WBC
10000 %070 9260
8220 8720 9300
alle W
mg/de 980

<. Yrine Protein__ (#)

10 3 (+)
(mg/di) 1 87 (=) —
[3 39 fd s-Creatinine 20288
1907 10 08 W 12 13 1517 15 178 18CGAM 18 20
04 ’ SS ~ 20mg, S00mg

CyA
(mg/kg)
ZR

(mg/kg)

Pred

(mg)
87 ‘87 ‘87 Oct.21 '92
July Aug. Sep.21 Sep.

0 nPred 0 AHLG 100me/any

92
Nov.30 Jan.11 15 25

v - '
Dec.18 33 Jan.17 Feb.

Fig. 1. Clinical course of the patient after renal transplantation
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Fig. 2, A: Moderate interstitial cellular infiltra-
tion (PAS, x100) B: Transplant
glomerulopathy with double membrane
(PAM, x400)
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