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Progress of Inflammation in Liver Toxicity Caused by Acetaminophen
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315020, China; 2.Medical School of Ningbo University, Ningbo 315211, China)

ABSTRACT: As the most widely used antipyretic analgesic, acetaminophen has been widely used as a model drug to study
mechanisms of chemical-induced liver toxicity and test hepato-protective potential of new drugs. Inflammation may aggravate
cell damage, by limiting cell injury, removing cell debris and promoting regeneration. The mechanisms of AAP-induced liver cell
injury have been extensively investigated and discussed for more than 30 years. This review focuses on the intracellular events of
acetaminophen-induced hepatotoxicity, particularly the relevance of the inflammatory response, inflammatory mediators and

inflammatory cells, to help improve clinical application and lay a good basis for mechanism investigation.
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Advance in Research of the Antibacterial Effect of Dendrimers

ZHAO Hui’, WANG Mingzhi®, LUO Xiaoxingb, XUE Xiaoyanb*(The Fourth Military Medical University, School of
Pharmacy, a.Student Company, b.Department of Pharmacology, Xi’an 710032, China)

ABSTRACT: OBJECTIVE The research progress of antibacterial activity and toxicity for all kinds of dendrimers were
summarized to provide a reference for further development and application of this kind of material. METHODS Literatures
related with antibacterial effect of dendrimers from all over the world, were collected, analyzed and summarized. RESULTS
Many classes of dendrimers, including glycodendrimers, cationic dendrimers, petide-based dendrimers and anionic dendrimers,
show strong antimicrobial activity with wide antimicrobial spectrum, which also have good biocompatibility and do not induce
bacteria resistance easily compared with traditional antibiotics. CONCLUSION Dendrimers is a potential kind of antibacterial

candidates which can be used as antibacterial agents and coating materials with a broad application prospect.
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F B0 250 P i S0 R 24 1 4 1
B  E SE s A, IR T I A R R
AR AL, C O i PR 5T R T T i 1)
FOR AR, SR EAGHT AL DOKR, LR 25
N A o A R 25 R (13 A B TR PR AT
PR 2P H 2, AR S HOs M 5T 259
J S R R 2 SR A FE T ST H bR o I SRR

fEEE T BE, &
E-mail: xxy.0707@163.com

rhE BLACR 2% 2014 4 6 H 55 31 455 6 1Y

Tel: (029)84774555

E-mail: 1768398010@qq.com

TR, — IS, IR 1, B R
WK T, BAEAER) WU EwE e, Ao
BB AP 2. EE AL T OAT I
WAMIEIT A R, BRI TR BRI T Ui
PR ILREAE I TR o
1 WRRKSFEURERAE

BECIR Ky - AT SR #h gk, RN

CBISIEE. AN, Lo W, UHIT O Tel: (029)84774555

Chin J Mod Appl Pharm, 2014 June, Vol.31 No.6 - 767 -





