LR 20M4F1H2HB2EE1HY
Journal of Pharmaceutical Practice, Vol.32, No. |, January 25,2014 5

o%ﬁc

EMEHERERRETRRPRINA

Pk FREA R2E' T B EREN. BRNEHREHEEPELHPE,BE BN 3501082, -
FEKSGLREFEHIA 0, L 200433)

[(WE] BK N HFEWRIFL M (Caenorhabditis elegans) ff A EWE EEFBRBT R T B, H 5 0 BITL MR
ERBRFROENHE—SNARRSE. A SHEFREN SRR HRATHT BEREAH. &R x4
FWRFEURAERAME RERSERFA B ZHTREREDBRLHORTURIBRGIHHRE. K& FW
RFF R RTE R R BRI BT R MR R GBI R P AT RN RRTR

[X@RA] FWRFRNREMEY BORILETERGY
[hES%S] R93L.74 [XWEED] A [XXZEHS] 1006 -0111(2014)01 - 0005 - 04
[DOI] 10.3969/j. issn. 1006 —0111.2014.01.002

Application of Caenorhabditis elegans in anti-infective research

HU Ganhai'**, LI Dedong’ ,ZHAO Lanxue'? ,WANG Yan®,JIANG Yuanying’ (1. School of Pharmacy, Fujian University of Traditional
Chinese Medicine, Fuzhou, 350108 China; 2. New Drug Research and Development Center, School of Pharmacy, Second Military
Medical University, Shanghai 200433, China)

[ Abstract]

search field, and provide references for the further application of C. elegans in the research field. Methods The related literatures at

Objective To update the application of Caenorhabditis elegans as a model host of infection in anti-infection re-

home and abroad in recent years were analyzed, integrated and concluded. Results C. elegans had been widely used to study patho-

genesis of microorganisms and to screen anti - infective agents, since the nemades had short life cycle and cost low. Conclusion C.

elegans would be promising to be further more widely used to study pathogenesis and anti — infective agents.
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