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Abstract:Objective To analyse the correlation between the changes of natural killer cell count and the indexes of liver fibro-

sis in patients with chronic hepatitis C. Methods The total number, the percentage and absolute value of NK cells in periph-
eral blood of 65 patients with chronic hepatitis C,and 30 healthy control group were detected by flow cytometry. Four inde-
xes of liver fibrosis in serum were detected by chemiluminescence: hyaluronic acid (HA) , type III procollagen peptide (PC
11D . type 1V collagen (IV-C) and laminin (LLN). At the same time, the correlation between the level of NK cells and the four
indexes of liver fibrosis was also studied. Results The total number and percentage of NK cells in patients with chronic hep-
atitis C were lower than those in healthy controls (t=6. 204,2. 473,all P<{0. 05). The content of HA and IV- C was higher
than that in the healthy control group,the difference was statistically significant ((=3. 899,4. 654,all P<0.05). There was
no significant difference in the content of PC and LN with the healthy control group, and there was no statistical difference
(t=0.223,0.175.all P>0.05). At the same time,it was found that there was a negative correlation between the changes of
HA and IV-C and the level of NK cells (r=0. 939, P<(0. 053 r=0. 841, P<(0. 05). There was no correlation between the
changes of HA and LN indexes and the level of NK cells (¥=—0. 062, P=>0. 05; r=0. 051, P=>0. 05). Conclusion

titis C virus infection phase,the decline in the number of NK cells was related to the decline in the ability of the body to clear

In hepa-

the HCV virus.NK decreased cell numbers.making it easier for patients to form fibrosis.
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