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RCC(20. 58% ws. 11. 21% #= 26. 27% wvs. 16. 67% ., P<C0. 05), LCC.RCC % VEGF fa & % ik & 4 5 4
64.71%.80.17% , =% & £ F A %3+ 3 & XL (P<<0.01), % A # Logistic @2 94 R 27, & HK1L. K
N oA E REZIC KRAS AR R E 2 f» VEGF MM A X R L LEMBTF B0 LR EH £, LCC.RCC
BOSFARESAHNAETL61.59.53%, ZF K £ZF A LT FEXL(P<0.05), &it LCC.RCC #A 4%
HHRAELEBRKEZFE . KRASEAR R T £4/ VEGF MER X EH R LEHBITFEHHERR X,

[XEIR] Z2ME: RELABRERAR b EARXAEKEF; LARALRLS

[(hEZESEE] 735.3 [EifRiIRE] A [XEHE] 1671-8348(2018)31-4010-04

Expression of KRAS gene and VEGF in left and right colon cancer and their clinical significance”
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[Abstract] Objective To investigate the different expression of KRAS gene and vascular endothelial
growth factor (VEGF) between the left colon cancer (LCC) and right colon cancer (RCC) and their clinical
significance. Methods Retrospectively analyzed 218 patients with colon cancer from January 2004 to December
2011. The KRAS gene mutation was detected by PCR, the expression of VEGF was detected by immunohisto-
chemistry in LCC and RCC tissues. The relation between the different expressions and the clinicopathological
features were compared. Multivariate regression model was used to analyze the factors affecting liver metasta-
sis of LCC and RCC by Logistic regression analysis. Results The KRAS gene mutation rates in LCC and RCC
tissues were 29.41% and 42. 24 % , there was statistically significant difference (P<C0.05). The composition of
RCC was higher than that of LCC at the age of onset more than 60 years,poor differentiation, primary tumor
greater than 5 cm,vascular and nerve invasion,number of [V stage cases,and liver metastases at the time of in-
itial diagnosis (P<C0. 05). However, the proportions of combined with intestinal obstruction and resectable liv-
er metastasis at the time of initial diagnosis in LCC were higher than those of RCC (20.58% ws. 11.21% and
26.27% ws. 16. 67% ,P<C0. 05). The positive expression rates of VEGF in LCC and RCC were respectively
64.71% and 80. 17% , the difference was statistically significant (P <C0. 01). Logistic regression analysis
showed that tumor location,size,differentiation, vascular invasion, KRAS gene mutation rate and VEGF posi-
tive expression rate were all risk factors for liver metastasis of colon cancer. The 5-year survival rate of LCC
and RCC were 71. 61% and 59. 53 % ,the difference was statistically significant (P<C0. 05). Conclusion There
are great differences in the biological characteristics between LCC and RCC, KRAS gene mutation rate and
VEGF positive expression rate are the risk factors for liver metastasis of colon cancer.
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