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1) oA A anti-HCV FAT 29412 HF AFL 391401l ddules L1 1, B FH7| R
32.13.64~67.D)7N Lol Ak oA 7hZF HAE 190l A Aj§sidl o, 10l A& A R EHA 7+
o (chronic persistent hepatitis, ©]s} CPH), 8d|ol]4]= # AHnormal histology, ©]&} carrier), Z8]3l 1<fol}A]
¥ 9kA) X2 vhed(chronic active hepatitis) 4742 2.}

2) Anti-HCV kAol Sl ulsl o] Al & wrAd 7hedo) wha(20.7% vs. 1.1%, p<0.05)0] 2]u)
QA ggkont, A ARuES, el 7o, Elx ZHRAET Bl 4G okt Aolddl 993l Aol
7} gidel.

3) r&ZF AA uwhE JA AikE ulzste] Hokg uw, CPH ¥} carrierit 2% anti-HCV SA4F
ol vlal} wkA zhed o] wlirt EQk o (25.0%, 20.0% vs. 1.1%, p<0.05), carrierg-ollA+ FA4 AHulkg-2l
8IS ¢ anti-HCV &4 Foll vlal 2lu)d A ©geh75.0% vs. 34.1%, p<0.05).

4) Anti-HCV oA to] 5y o] AlAl MEEL 750%, 3=+ *gi'%—— 83.4% 2 anti-HCV S4 79|
84.0%, 91.2%8} &ALl o)k gixich et CPHZET carrier #2.2 o] B3ke wlol|= zhg9]
ol 414l W #hat HEHL anti-HCV FATH wlaste] ou|gle o7t gisich

5) o]43 HCV-RNA "d*\"‘ 60l o] 4] *|*§5P?i°“’l o]% 20ll= HCV-RNA <}4do]girt. HCV-RNA
ok A1) 2¢f] M o]4l B obyE 7% S Hlem, HCV-RNA 34 3h¢ 4od] 3 1 ofloll4] o
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Chronic liver disease has an influence on long-term
patient and graft survival”. Several studies® confirmed
hepatitis C virus(HCV) as the leading cause of non-A,
non-B hepatitis among renal allograft recipients. Conside-
ring that 10~40% of hemodialysis patients are anti-HCV
positive, the contribution of HCV infection to long-term
patient outcome is important issues but is still controver-
sial. The aim of this study was to investigate the impact
of hepatitis C virus infection on the clinical outcome of

renal allograft recipients, including the liver histology.
PATIENT AND METHOD

We analyzed the records of 1097 living donor kidney
transplantation between February 1984 to December 1994.
Pre-transplant anti-HCV(-+) patients were 29 with mean
age of 39.1 years. Malc to temale ratio was 15 : 14, and
a follow-up period was 3.6 to 67.1 months(mean: 32.1
months).

Anti-HCV was determined with Abott HCV kit(first and
second generation enzyme immunoassay method). HCV-
RNA was detected with reverse transcriptase polymerase
chain reaction method. Pre-transplant liver biopsy was
performed in 19 anti-HCV( +) patients and the histologic
features were chronic persistent hepatitis(CPH) in 10,

normal histology(carrier status) in 8, and chronic active
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hepatitisCCAH) in 1, in order. Chronic hepatitis was de-
fined as persistent serum alanine aminotransferase el-
evation(twice above the upper normal limit) of greater
than 6 months. Acute rejection was defined as the in-
itiation of antirejection treatment, and extra-hepatic infec-
tion was regarded as the one requiring admission more
than 2 weeks. Graft or patient survival were estimated

with Kaplan-Meier analysis.

RESULTS

Following renal allograft, the anti-HCV(+) recipients

had a significantly greater number of chronic hepatitis

Table 1. Clinical outcome according to anti-HCV status

Anti-HCV
Positive Negative
(N=29) (N=1068)
Acute rejection 13(44.8) 364(34.1)
Extra-hepatic infection 4(13.8) 97( 9.1)
Chronic hepatitis 6(20.7)" 12( 1.D
Death from hepatic failure  0/4( 0.0) 4/74( 5.4)

Numbers in parenthesis are percentages, 'p<0.05, vs.
the anti-HCV(-) group
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Fig. 1. Graft and patient survival according to anti-HCV status.
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than the anti-HCV( -) recipients(20.7% vs. 1.1%, p<0.05).
There were no differences in the numbers of acute
rejection, extra-hepatic infection and hepatic failure-related
death between the anti-HCV(+) and ( -} recipients(Table
1). In comparison according to histologic features, the re-
cipients with CPH or carrier status also had a higher
incidence of chronic hepatitis than the anti-HCV(—) rec-
ipients. The patients with normal histology had a greater
number of acute rejection than the anti-HCV(-) reci-
pients. The graft and patient survival at 5 year in
anti-HCV( t+) recipients were not significantly different
from the anti-HCV( ) recipients(75.0% vs. 84.0%, 83.4%
vs. 91.2%, respectively) (Fig. 1). The gratt survivals at 3
vear in recipients with CPH or carrier status were 66.7%
and 71.1%, and the patient survivals were 66.7% and
88.9%, respectively, which were not significantly different
from anti-HCV( ) recipicnis.

Pre-transplant HCV-RNA tests were performed in 6
anti-HCV( 1) cases, and 2 of them were positive. Two
HCV-RNA( + ) paticnts had relatively stable liver enzymes
post-transplant. Onc HCV-RNA( ) patient had a higher
elevation of ALT with conversion into HCV-RNA(+),

following renal allograft
DISCUSSION

This study showed that the anti-HCV( t) recipients had
higher incidence of post-transplant  hepatic  dysfunction
than the anti-HCV( - ) recipients, which was consistent
with previous reports’ . Therc have been conflicting
reports™™ on the rate of acute rejection, extra-hepatic
infection, and mortality from hepatic failure in anti-HCV
{+) recipients. In our study, there were no significant

differences in these parameters between the anti-HCV(+)

and (- ) recipients. As the possible explanation for con-
flicting reports, the variability in HCV strain virulence,
viral burden and different immunosuppressive regimen can
be suggested®’. The greater number of acute rejection was
observed in the recipicnts with norml histology, but
studies in a larger number of patients should be needed
for confirmation. The graft and patient survival in anti-
HCV(+) recipients were not significantly different from
those in anti-HCV{ ) recipients in short-term follow-up.
There was also no difference in graft or patient survival
between CPH and carrier status recipients. From these
results, it seems that anti-HCV(+) is not a poor pro-
gnostic indicator”. Two HCV-RNA(+) recipients main-
tained relatively stable liver function, suggesting the low
sensitivity of liver enzymes to detect active viral repli-
cations”,

In conclusion, the gra:t and patient survival appear not
to be influenced by anti-HCV status in short-term follow-
up, but long-term follow-up with close monitoring should
be required in view of the increased risk for post-

transplant hepatic dysfunction.
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