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 E:HHM KAHNIBAT RO T8GRPIODELEHEAL THRERAEL, Ak ARG L&F Tk (Wester blot) #
M 82 5 L WA SE LR T I L R A LR R 33 4 EF R GRPTS RSB M AT o R A KB T (VEGE) #4484
B 1(MTA1) Ezrin #9 % koL, %A SABC M 2B AL M F HE, R GRPS ALMHEBAR W AZXNE ST
L R AWM B R EF 4L (P<0.05) ,GRP78 & Rk M4 Mg meiey VEGE MTAL Ezrin &k & & T & 4 % 41 (P<0.

05).GRP78 AR ML MBURIMN B MR HEBER b EEANLH THRBHA(P<0.05), 4it GRPIS AL MmBEAR T H
AAZWALE AL THEAHRBH R ATE, GRPTS AL LEMBWILEHA £,

XEIA :GRP78 % 8; 4L MWk
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Abstract; Objective To study the expression and significance of glucose regulated protein 78kD (GRP78) in colon cancer.
Methods Western blot was used to detect the expression level of GRP78 in 82 cases of colon cancer tissue, 17 cases of benign hy-
perplasia tissue and 33 cases of normal mucous membrane, meanwhile, vascular endothelial growth factor (VEGF), MTA1, Ezrin
was detected in colon cancer tissue. The density of blood vessels in colon cancer was detected by immunohistochemistry SABC tech-
nique. Results The expression of GRP78 in the cancer tissue was significantly higher than that of the benign hyperplasia tissue and
normal colorectal membrane( P<0. 05). VEGF . MTA1,Ezrin in GRP78-higher-expression group were higher than that in other two
group(P<C0. 05) , transfer rate of tumor cells and density of blood vessels in GRP78-higher-expression group were higher than that
in other two group(P<C0. 05). Conclusion The expression level of GRP78 shows a increase trend when cancer develop from normal
tissue, benign hyperplasia tissue to carcinoma. GRP78 is involved in the development of colorectal carcinoma. The GRP78 protein is
highly expressed,which may play a key role in colon cancer cell metastasis.
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