B R =AM (HSARLA AR
ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science )

38 HEH T
201847 H

ZEFE2EXEFEAGEERELFEMRE T BT Rt
Rtk

"R E RS E A I R

<1004 -

BRSO AL 211166

[ E] 252N RGENE WER I 30 45K K — HL 2 T s, HORMHLE R 58 25 58 VF 2o R W1 45
HIBFEN KA e I RAE N EMNE, BAT, —LeE X4 B A2 B A T 28 A I R AE o R B T4 A=
PR . ELUE S S 25 4 RTIE A DR F B2 MG -, S A R I 31 X3 S5 A B AR S N T 1) — R 80 AT i 2 g
BB AL R 235 , T DRAP DR A2 A~ SO R R 055, RAERIR B 1R o AR SORS5 S 0s 2 K 7 B2 MG Fafg &
PR FIBLEI 48 , 23R HAE LS B i Ak B 1R T i R o 1k e .
[XBIA] 45 EWE LT E2 G T i i A 2= 107 5 bk
[FESYZEES] R7353 [scEk#RERD] A

doi: 10.7655/NYDXBNS20180726

[XEHS] 1007-4368(2018)07-1004-05

Nuclear factor - erythroid 2 - related factor 2 as a potential target for colorectal cancer
chemoprevention
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[Abstract] Colorectal cancer is a common digestive system disease with the increasing morbidity in the past 30 years. However, the
pathogenesis of it remains unclear. Researches indicate that the occurrence of colorectal cancer is related to many factors such as
heredity, diet, and inflammation. At present, chemopreventive drugs targeted at colorectal cancer show surprising results in clinical
studies. These drugs are found to protect the body from chemical carcinogens and exert cancer prevention effect by promoting the
expression of biphasic detoxification enzymes and antioxidant enzyme genes in the promotor region of nuclear factor E2 related factors.
This article will review the latest researches in nuclear factor E2 related factor2 as a chemopreventive target in colorectal cancer.
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