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[Abstract] Objective To discuss the test significance of the levels of IGF-1 and IGF-]| in peripheral blood
and its correlation with liver diseases. Methods We tested the contents of serum IGF- | and IGF-]] of patients with
liver diseases by ELISA method. Blood cell samples were collected from patients with liver diseases and total RNA
was extracted as well as purified. The B-actin was used as quality control. The expression of IGF-[] mRNA was de-
tected by real-time RT-PCR. The contents of liver fibrosis including HA and PCIll were measured by radioimmunoas-
say(RIA). Results (1) The serum levels of IGF- | in mild and middle-degree chronic viral hepatitis groups were sig-
nificantly higher than those of healthy control one(P<C0. 05). The serum levels of IGF- | in severe-degree chronic vi-
ral hepatitis, stationary cirrhosis,active cirrhosis and primary liver cancer groups were significantly lower than those
of healthy control group, mild-degree group and middle-degree chronic viral hepatitis group(P<C0. 05). The serum
level of IGF-1I in active liver cirrhosis group was significantly higher than that of healthy control one, still cirrhosis
group and mild and middle Chronic viral hepatitis group(P<Z0. 05). The serum level of IGF-]] in primary liver cancer
group was significantly higher than that of other groups(P<C0. 05). (2) The expressions of IGF- [l mRNA in periph-
eral blood in primary liver cancer group and active liver cirrhosis group were significantly higher than that of the con-
trol one( P<C0. 05). (3) The serum levels of HA and PCIll in severe-degree chronic viral hepatitis, cirrhosis and pri-
mary liver cancer were gradually increased (P<C0. 05). Conclusion The serum level of IGF-] in peripheral blood
could reflect the degree of liver fibrosis ,as a result, IGF- | could be an indicator of liver damage degree. The expres-
sion of IGF-1I in peripheral blood may lead to liver cancer,so the expression or abnormal expression of IGF- | in pe-
ripheral blood could help indicate the occurrence of liver cancer.
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