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Expression of miR-185 and PKM?2 in Gastric Cancer and
its Clinical Significance

SHI Yuxiong, GUO Zhiwei,MIU Li,et al
( Department of Disease Control and Prevention ,the 169th Hospital of PLA)

Abstract: Objective To investigate the expression of miR-185 and PKM2 in gastric cancer and its clinical signifi-
cance. Methods In situ hybridization and immunohistochemistry were used to detect the expression of miR-185 and
PKM2 in gastric cancer and normal stomach tumour specimens, respectively. The correlations among the miR-185, PKM2,
and clinicopathological parameters of gastric cancer patients were analyzed. Results In situ hybridization showed that the
positive rate of miR-185 was 38.10% in gastric cancer,and 65.38% in normal stomach tumour specimens, the difference was
statistically significant (X*=14.36,P=0.000) .Immunohistochemistry showed that the positive rate of PKM2 was 63. 49%
in gastric cancer,and 43.59% in normal stomach tumour specimens , the difference was statistically significant (X*>=7.74,
P=0.006).The correlation analysis indicated that the expression of miR-185 had a negative correlation with that of PKM2 in
gastric cancer( P<0.01).The positive rate of miR-185 in Il ~ IV stage gastric cancer was strongly lower than in I ~ II stage
(P=0.001) ,the expression of miR-185 was also lower with lymph node metastasis than without lymph node metastasis in
gastric carcinoma( P=0.003).The positive rate of PKM2 in Il ~ IV stage gastric cancer was strongly higher than in [ ~ II
stage( P=0.002) ,the expression of PKM2 was also higher with lymph node metastasis than without lymph node metastasis
in gastric carcinoma ( P =0.006 ) .However, there were no significant difference between different age, gender, histological
grade as well as T stage group (P>0.05). Conclusion The low expression of miR-185 and the high expression of the
PKM2 protein may be important biological markers for malignant transformation in gastric cancer.
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