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Abstract
AIM: To study the expression of E26 transformation-

specific-1 (Ets-1), matrix metalloproteinases-1 (MMP-1)
and vascular endothelial growth factor (VEGF) in hu-
man colorectal carcinoma, and to explore the role of
Ets-1 in the angiogenesis and metastasis of carcinoma.

METHODS: The expression of Ets-1, MMP-1 and
VEGF were detected in colorectal carcinoma (n = 61)
and normal colon tissues (7 = 21) by the immunohisto-
chemical method respectively.

RESULTS: Ets-1, MMP-1 and VEGF were negatively
expressed in all normal mucosal tissues. The positive
rates of Ets-1, MMP-1 and VEGF expression were
75.4%, 78.7% and 82.0% in colorectal carcinoma
respectively. No significant correlation was found be-
tween their positive rates and tumor's size as well as
the differentiation (P >0.05). The expression of Ets-1,
MMP-1 and VEGF were significantly correlated with
Duke’s staging (x> = 10.718, P <0.01; y* = 8.323,
P <0.01; y* = 6.145, P <0.05), the depth of invasion

(x* =7.705, P <0.01; y* = 19.101, P <0.01; * = 14.707,
P <0.01), lymphatic invasion (y* = 9.333, P <0.01;
v* = 3.965, P <0.05; y*> = 4.638, P <0.05) and distant
metastasis (y° = 5.472, P <0.05; x* = 4.125, P <0.05;
x* = 5.034, P <0.05). Ets-1 expression was positively
associated with MMP-1 and VEGF level (r = 0.447,
P <0.01; r = 0.425, P <0.05).

CONCLUSION: Ets-1 was over-expressed in colorec-
tal carcinoma, and its expression was related to clini-
cal staging, invasion and metastasis. Ets-1 expression
was also positively related to MMP-1 and VEGF level.
Their expression can become referential indexes to
predict the malignant behavior of colorectal carcinoma.
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ZR . Ets-1, MMP-14eVEGF £ iE % X 7 £5E F &
KA., EXBBAL T KL GRS F A
75.4%, 78.7%#782.0%. H & ik K-F 5 i X ) Fe
S ALAR BT £ (P>0.05), 5 Duke's% #1(y” = 10.718,
P<0.01; x* = 8.323, P<0.01; ° = 6.145, P<0.05). %
HE (= 7.705, P<0.01; ¥* = 19.101, P<0.01; 5
= 14.707, P<0.01). #B 44" = 9.333, P <0.01;
x> = 3.965, P<0.05; ° = 4.638, P<0.05)F=iZ 4L 45 4%
(x’ = 5.472, P<0.05; y* = 4.125, P<0.05; y’ = 5.034,
P<0.05) %48 %. £ KW I P, Ets-189 & & 5 MMP-1
FoVEGF#) %A 2 EA8 % (r = 0.447, P<0.01; r=0.425,
P<0.05).
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VEGFAE KW b B 2253900 4 75.4%, 78.7%K182.0%,
BEE TS IEW KBEE (x> = 18.983, P<0.01;
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B 1 KpEALRPEs-1, MMP-1RIVEGFIIRIA. A: IEHAZURILEs— 1AL (x200); B: Es—1{ERERAMEIRE FHAE F25( x 400); C:
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P BIAFAE T 15 40 W A0 55 o At A B it A 2 A SR IR/
ZFEN S - 3R 45 X, WIMMP-1, MMP-3, MMP-9
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Joh T A R AR, AT UK B RNz b A BS 3 Bts- 1 BH R A
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RE T2 9 5 4 4 5 5 4
T3 15 11 4 13 4 12 3
T4 32 28 4° 30 2° 31 1°
LS = 29 27 2 26 3 27 2
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°P<0.05, °P<0.01.
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