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Expression of ANp63 and NF-kB in colon cancer patients
and significance

Xiao-jing Fan, Zhi-tao Shi, Xin Sun
(Department of General Surgery, Xinjiang Uyghur Autonomous Region Hospital of Traditional
Chinese Medicine Affiliated to Xinjiang Medical University, Urumgi, Xinjiang 830000, China)

Abstract: Objective To investigate the expression and effect of ANp63 and NF-«kB in patients with
colon cancer. Methods The expressions of ANp63 and NF-xB in patients with colon cancer were detected by
immunohistochemical method. The mRNA and protein expressed by ANp63 and NF-xB were detected by
real-time polymerase chain reaction (RT-PCR) and Western blot. The expression of Caspase-3 in apoptotic
cells was detected by Caspase-3 activity assay kit. Results Compared with the control group, the level of
protein expressed by ANp63 rose by 35.57% and the level of protein expressed by NF-«xB rose by 58.93%,
the difference was statistically significant (P< 0.05). The mRNA and protein expressed by ANp63 and NF-«kB
were obviously up-regulated, the differences were statistically significant (P< 0.05). The activity of Caspase-3
in the colon cancer group was obviously increased, the difference was statistically significant (P < 0.05).
Conclusions The expressions of ANp63 and NF-xB in colon cancer patients are over-expressed, and the
over -expressed ANp63 and NF-kB may play important roles in the development and progression of colon
cancer.
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factor kB,NF-kB) J&—2HA Z w1 /EH % 5%
KT, S 5T 2008 TR O3 R B R IR,
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FHE R W HER &, DAY B R 548 R
Z 8] & He(E, RITEER B {E (cycle threshold,, Ct{E HE
BORAE RV H A9 #8038 bn it A1 04, 1
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e 4 ANp63 Fil NF-xkB Hy#E I Ris S
Tt [RIEF Western blot 2% S 5 7 4% i s 41 41
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