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[Abstract] Objective To investigate the relationship between HCV genotypes with content of HCV-RNA and
coagulation function in chronic hepatitis C patients. Methods 66 patients with chronic hepatitis C and 20 healthy
control subjects in our hospital were enrolled in this study. The HCV genotypes were determined by ABI3500dx gene
sequencing machine and the level of serum HCV-RNA was measured with Roche Light Cycler real-time fluorescent
quantitative reverse transcription polymerase chain reaction system. The level of PT,APTT,TT,FIB detection in all
cases was examined. Results In 66 cases of chronic hepatitis ¢ patients, six virus genotypes were detected which
were, la,1b,2a,3a,3b and 6a,respectively. The genotype 1 was 39 cases,and the other of non-genotype 1 was 27 ca-
ses. The comparative difference level of serum HCV in patients with different HCV genotypes was statistically signif-
icant (P<C0. 05). As to the coagulation function,no significant difference of the genotype 1 and the non-genotype 1
was found(P>>0. 05) .and the difference between the healthy control and HCV genotype group(the genotype 1 and
the non-genotype 1) in the coagulation function was statistically significant(P<Z0. 05). The level of PT,APTT,TT,
FIB were not related with HCV-RNA content with coefficient correlation 0. 020,0. 002, —0. 072, — 0. 088, respec-
tively(P>>0. 05). The different of coagulation function between the low HCV-RNA content group (<{5.0X 10°
U/mL) and high content group(=5. 0X10° U/mL) had no statistical significance( P=>0. 05) ,and the difference of
coagulation function between HCV-RNA content group(The low HCV-RNA content group and high content group)
and healthy control group was statistically significant(P<Z0. 05). Conclusion The HCV genotype is associated with
HCV-RNA content in the serum,and HCV-RNA content with HCV genotype 1 patients is higher than those with
non-genotype 1 patients. The relationship between HCV genotypes,the content of HCV-RNA and coagulation func-
tion in chronic hepatitis C patients is not apparent, but compared with healthy people, coagulation function of the pa-
tients with chronic hepatitis C decreases. The test of coagulation function is necessary for HCV infection in order to
know the state of blood coagulation function in patients with chronic hepatitis C,and prevent severe bleeding.
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