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The Genotypes of Hepatitis C virus in Patients with Hepatitis C in
Guangzhou and the Relationships Between Genotypes and Clinical Features
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(Department of Infectious Diseases the Third Affiliated Hospital of Sun Yat-sen
University of Medical Sciences, Guangzhou, 510630)

Abstract Objective: The distribution of HCV genotypes in Guangzhou and the relationships between
HCV genoty pes and clinical features were studied. Cases were selected from the patients hospitalized in our de-
partment from 1994 to 1997. All of them are Guangzhou residents. Methods: HCV RNA and genoty pes were
detected by RT-PCR with a pair of primers according to the sequence of 5NCR and with genoty ping primers
according to the sequence of C regiomriginally proposed by Okamotot et al . Results: 8(7.6 %) of 105 patients
with hepatitis C in Guangzhou were identified as 1la, 52(49.5%) were 1b, 25(23.8%) were 2a 2(1.9%)
were 2b, 3(2.9%) were 3a, 10(9.5%) were 1b+2a and 5(5.0%) were unidentified. The distribution of
HCYV genoty pes is similar to those reported by other authors in China, with 1b as the predominant type, fol-
lowed by 2a and other genotypes. Conclusions: The distribution of HCV genotypes has no geographical distinc-
tion between norhtem China and southern China previously proposed by some researchers. There is no evident
relationship between HCV genoty pes and different transmission routes. Blood transfusion was found to be the
major transmission route (82.9 %) for all HCV genotypes. Infection with 1b or Ib+2a tends to lead a more se-
vere liver disease and poorer response to interferon therapy .
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G enotypes n

blood transfusion others
la 8 6(75.0) 2(25.0)
1b 52 43(82.7) 9(17.3)
2a 25 20(80.0) 5(20.0)
2b 2 2(100. 0) 0C0. O
3a 3 2(66.7) 1(33.3)
1b+ 2a 10 9(90.0) 1(10.0)
unidentified 5 5(100. 0) 000. 0
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2 HCV
Table 2 Relationships between HCV genotypes and severity of liver disease n (%)
Liver disease n HCV genotype
la 1b 2a 2h 3a 1b+2a unidentified
AH 25 0 15(28.8) 8(32. 0 0 0 1(10.0) 1
mild 20 1 5(9.6) 9(36. 0 1 1 1(10.0) 2
CH moderate 24 2 12(23.1) 5(20. 1 2 1(10.0) 1
severe 22 5 10(19.2) 2(8.0) 0 0 4(40.0) 1
LC 14 0 10€19.2) 1(4.0) 0 0 3(30.0) 0
Total 105 8 52 25 2 3 10 5
Note: AH: Acute Hepatitis CH: Chronic Hepatitis; LC: Liver Cirrhosis
3 HCV 7. ,
Table 3 Relationships betw een HCV genotypes and response .
to interferon therapy n (%) 3.
HCYV genotypes HEY INA total ’ ’ ’
undetectable  detectable
1 13(52.0) 12(48. O 25 ’ o
2 11(84.6) 2(15. 4 13 HCV
1b+2a 1(33.3) 2(66. 7 3
total 25(61.0) 16(39. ®) 41 HCV. .
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