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[ Abstract] Objective: To investigate the expression of insulin-like growth factor 1 receptor ( IGF-
IR) and the relationship between IGF-1R and the clinicopathologic features in hepatocellular carcino-
ma ( HCC). Methods ; Immunohistochemical Envision method was utilized to detect the expression of
IGF-1R. MVD was marked by antibody CD34 and counted. The follow-up data of the cases of HCC
was analyzed by Kaplan-Merier method for survival with log-rank test. Result: (1) The IGF-1R protein
showed a higher expression in HCC than in the tumor-adjacent tissues, the difference was statistically
significant (P <0.05). (2) The difference of the number of IGF-1R protein overexpression in histolog-
ical grade and TNM stage was significant( P <0.05) , moreover,the vascular infiltration group was sig-
nificantly more than group without vascular invasion (P <0.05). But there was no significant differ-
ence between different tumor size, different gender, age, alcohol intake history, HBsAg, AFP, tumor
number and with or without liver cirrhosis (P >0.05). (3) The value of MVD was higher in HCC
than that in tumor-adjacent tissues (P <0.05). (4) By Spearman rank correlation analysis, the level of
MVD was positively correlated with IGF-1R protein expression . (5) By survival analysis of the 38 ca-
ses of HCC with follow-up data, the difference in terms of the rate of recurrence , metastasis and surviv-

al rate between the group of the high and low expression of IGF-1R protein was significant( P <0.05).
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Conclusion ; IGF-1R protein may promote the occurrence and development of HCC, and promote the

neovasculation in HCC. The expression of IGF-1Rcan be used as a marker to evaluate the prognosis of

HCC.
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