IR 25 WA T 235 2014 4E 3 A4 12 &% 2 1 Clinical Medication Journal,Mar.2014,Vol.12,No.2

EEIpERFEILERIT TSR EF TN S FiREs)
WES RE OKEARS
IERKEMBEREIEEZTEREHRFIAR, THEMBEEZRIGREMFARBBTE
ARG E (JEF 100142)

[#ZE] B&: SMEERESTFEIBERUTITIRFIETNS FIREY. Fik: WEERS
EROSCRIFENFELERERNG . ATTHOTINTIRRNEH#THT. EREER: SEEL
EELNEMMEZ —, WTEESESETPREEEENER. B THENSFRMEMURES MK
HESME, TRMNESNTFHTHATEATRRNERFRA, BtIHRAITAMNEBE D FIREY
EREEN, TMUABEHEMILEETT F R,

[ X#gim ] Bk, PR, DFREY

[ FE»%S] R73537

doi:10.3969/j.issn.1672-3384.2014.02.003

[ sikirRFE ] A

Efficacy and Predictive Molecule Markers Associated Toxicity of Irinotecan for Colorectal Cancer
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[ Abstract] Objective: To analyze efficacy and predictive molecule markers associated toxicity
of irinotecan for colorectal cancer. Methods: We collected related articles and analyze mechanism,
efficiency , toxicity of chemotherapy associated irinotecan. Results and Conclusion: Colorectal cancer
is one of the most common malignant disease worldwide. And chemotherapy plays an important role in its
comprehensive treatments. Because of the tumor heterogeneities and individual differences of patinets,
the efficiency and toxicity of chemotherapy varied across individuals. Therefore, identifying potential
predictive molecules of certain cytotoxic agents is of much helpful to fertilize individualized treatment for
patients.
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