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Abstract
AIM: To investigate the expression of Angioten-
sin Il and AT;R in colorectal cancer.

METHODS: Fresh colonic specimens were ob-
tained from 6 healthy volunteers and 24 patients
suffering from colorectal cancer (including 6 pa-
tients with poorly differentiated adenocarcinoma,
9 patients with moderately differentiated adeno-
carcinoma and 9 patients with well differentiated
adenocarcinoma) by endoscopic punch biopsy.
The diagnosis was confirmed pathologically. Im-
munohistochemistry was used to examine the
expression of Angiotensin IIand AT,R in the co-
lon of patients with colorectal cancer and healthy
volunteers.
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RESULTS: The expression of Angiotensin II
and AT;R proteins in the colon of patients with
colorectal cancer with different differentiation
grades was significantly higher than that in nor-
mal controls (21.24 + 4.60, 19.90 £ 5.16, 17.87 £ 5.30
vs 2.45 £ 0.83; 15.98 + 3.66, 8.13 +2.49, 8.12 £ 2.13
vs 2.53 £ 0.82, all P < 0.01). The expression of An-
giotensin II had no difference among colorectal
cancer with different differentiation grades (P
> (.05). Compared to moderately and well dif-
ferentiated adenocarcinoma, the expression of
AT;R was higher in poorly differentiated grade
(both P < 0.01).

CONCLUSION: These data suggest that Angio-
tensin I and AT;R perhaps play an important
role in the pathogenesis of colorectal cancer.
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