PR R P 4 95 3 5 DR RS RO PO 5 V68 9 7908 B o2 N 2 1)
FHIC P 5T

45 AR R4 IR OHE RE

[(HBE1 B MR RS (HCV) Btk R A R & AL TR A )
ELEARPUR BRI TR RN A R M. sk SRAIPCR 4 BB A A 7 LT HC VI 2 [T HC V
AL, T BB R O A TR B RS, B DUIRR AR #3897 o/ ATHC VAR B0}
PR RN (RVR) « RIWPHAENE (EVR) « WIT SRR RN (ETVR) FIFFEL#2
R (SVR) (M52, $5R 71H1EF T, HCVIER 16844861, (567.6%; 2aZ812(71, 1716.9%; 3akl6
Bil, 8.5%; 3bBL2BY, 72.8%; 6ali1f, (1.4%; AFERE1, [112.8%. VRITASER, FERTEAIRIEE
VA [FRVR S B 427.1%H187.0%, 253 HAGI 25 X (F=22.4076, P =0.000002) . A7 12/,
RPN AR R EVR N 5 039.6%M113.0%, ZRA S X (= 5.1216, P =0.02363) .
JYRREE AN, SED AR 1R A I ETVR 2S5 4 68.8%H1100%, 2R L4 2¢ = X (= 2.9520, P =
0.08577) o CMFBivi24 IS HILSVRAE, FEDN AL, 184150 51 8 62.22%F1100%, 725 H
HHEE X (F=83797, P=0.00379) . i€ REHCVEYLH SR A LLbA FI2a%] 420 FER 15
HCVIESH [RVR. EVRAISVRIGCFLAE 173

[588iA) WZURT R0 aE; ENA, RO RHML TR RIEFH; WHaEEm
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[ Abstract] Objective To investigate viral genotypes of patients with chronic hepatitis C and its
effects on virologic response of the combination therapy with peg-interferon plus ribavirin. Methods HCV
genotypes of 71 patients were detected by direct sequencing of PCR products. All patients were treated with
peg-interferon plus ribavirin. The rapid virological response (RVR), early virological response (EVR), end-
of-treatment virological response (ETVR) and sustained virological response (SVR) rates of patients in
different genotypes were compared and analyzed, respectively. Results Among 71 patients who infected
with HCV, 48 cases (67.6%) were genotype 1b, 12 cases (16.9%) genotype 2a, 6 cases (8.5%) genotype 3a,
2 cases (2.8%) genotype 3b, 1 case (1.4%) genotype 6a, 2 cases (2.8%) with undifferentiated genotype. At
the 4 th week after treatment, RVR rates were 27.1% and 87.0% in genotype 1 and non-genotype 1 patients,
respectively, with significant difference (y° = 22.4076, P = 0.000002). At the 12th week after the treatment,
EVR rates were 39.6% and 13.0% in genotype 1 and non-genotype 1 patients, respectively, with significant
difference (° = 5.1216, P = 0.02363). When the treatment was finished, ETVR rates were 68.8% and 100%
in genotype 1 and non-genotype 1 patients, respectively, without significant difference (' = 2.9520, P =
0.08577). For patients who had finished treatment and were followed-up for 24 weeks, the SVR rates were
62.22% and 100% in genotype 1 and non-genotype 1 patients, respectively, with significant difference (y° =
8.3797, P = 0.00379). Conclusions The most common genotypes in China are 1b and 2a. The RVR, EVR
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and SVR rates of genotype 1 were significanty lower than those of non-genotype 1.

[ Key words] Hepatitis C virus; Genotype; Pegylated interferon; Ribavirin; Virologic response
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