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Progress in chemical modeling method in colon cancer

GUO Meng'?, YE Hua', ZHU Yu-zhen', WU Qiong', ZHENG Xue-bao'
(1. Guangdong Key Laboratory for Research and Development of Natural Drugs, 2. Department of
Pharmacology, Guangdong Medical College, Zhanjiang 524023, China)

Abstract: Chemical carcinogens are a kind of important factors to induce human cancer. The chemical carcinogene-
sis modeling have obvious advantages and been widely employed, especially have important roles for the study of colon
cancer inititation, progress, metastasis and efficacy of anticancer drugs. Currently, with the deepening of the modeling
study, there are many commonly used carcinogens that induce colon tumors, including: azo-compound, heterocyclic
amines, aromatic amines, aromatic amines, efc. The route of administration is different, including oral, enema, intraper-
itoneal injection, intramuscular injection, subcutaneous injection, efc. Experimental animals often using different genetic
background of the mice. These factors will contribute the success of carcinogenesis models. So this article is reviewed
from the choice of carcinogens, route of administration, experimental animals and mechanism of action above four aspects
to colon cancer chemical modeling.

Key words: colon cancer; animal models; carcinogens

Foundation item. The project supported by National Natural Science Foundation of China (30772701 ); Guangdong Science and
Technology Plan Project(2011B03170065 )
Corresponding author. ZHENG Xue-bao, E-mail. zhengxuebao123 @163. com
(Whm H 1. 2012-10-11 52 HYI: 2012-12-04)
(ACHE: I+ IT)



