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[ Abstract] Objective To investigate the expression of glyoxylate reductase/hydroxypyruvate reductase
(GRHPR) in hepatocellular carcinoma (HCC) and its correlation with HCC proliferation and its prognosis a-
nalysis in HCC patients . Methods The expression level of GRHPR in 8 cases of tissue sample and HCC cell
line was detected by adopting the Western blot; the immunohistochemistry was utilized to examine the expres-
sion levels of GRHPR and Ki-67 in 120 cases of HCC and corresponding paracancerous tissue microarray. The
correlation between GRHPR with the factors of age,sex,tumor grade, size, metastasis and serum AFP was an-
alyzed by combining with the HCC clinicopathological data. The above cases were followed up. The survival
rate of HCC patients was analyzed by using the Kaplan Meier method. Results The Western blot detection
found that the GRHPR expression in fresh in vivo tumor tissue was decreased compared with the non-cancer-
ous tissue;the immunohistochemical detection results showed that the GRHPR expression was negatively cor-
related with Ki-67 (+=—0. 870, P<C0. 05) ;the survival rate in the patients with GRHPR expression negative
in cancer and corresponding paracancerous tissue was lower than that in the patients with GRHPR positive
(P<C0.05). The Kaplan-Meier analysis results showed that the GRHPR positive expression in HCC was sig-
nificantly correlated with the total survival rate of the patients (P <C0. 01). Conclusion The deficiency of
GRHPR in cancer and paracancerous tissue prompts that GRHPR may be a protective factor of the occurrence
and development process of HCC.
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