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Analysis of the Correlation of Levofloxacin Use Intensity with Resistance Rates of Nosocomial Pathogens in
Our Hospital from 2009 to 2013
ZHU Ya-wen, YU Xiao-hong(Wuhan Wuchang Hospital, Wuhan 430063, China)

ABSTRACT OBIJECTIVE: To study the correlation of levofloxacin use intensity with resistance rates of nosocomial pathogens,
and to provide theoretical basis for promoting the rational use of drugs and controlling the increase of pathogens resistant to levo-
floxacin. METHODS: The levofloxacin use intensity and resistance rate of 5 kinds of pathogens to levofloxacin were analyzed retro-
spectively during 2009 —2013. The correlation of them was analyzed by using SPSS software. RESULTS: The levofloxacin intensi-
ty use was correlated with resistance rate of Pseudomonas aeruginosa (P<<0.05), and significantly correlated with resistance rate
of Acinetobacter baumannii (P<<0.01). There was no significant correlation between levofloxacin intensity use and drug resistance
of Escherichia coli, Klebsiella pneumoniae and Pseudomonas maltophilia. CONCLUSIONS: The high use intensity of levofloxacin
increases year by year, which leads to the increase of pathogen resistance and the difficulty of infectious diseases therapy. Rational

use of antibiotics is critical and important measures for control and treatment of nosocomial infections.
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Tab 1 AUD of levofloxacin from 2009 to 2013

AE AUD
2009 3.17
2010 3.76
2011 4.57
2012 4.75
2013 3.99
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Tab 2 Drug-resistant strains of 5 kinds of pathogens and re-
sistance rates towards levofloxacin from 2009 to 2013( %)
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Relationship of EGFR-216 G/T Gene Polymorphism with Clinical Efficacy of Erlotinib for Advanced NSCLC
LI Yu-ping', ZHANG Xiao-qing', SHU Ping', NI Jian’, ZHANG Li-bin', XU Li-li'(1. Dept. of Pharmacy, Shang-
hai Pulmonary Hospital, Tongji University, Shanghai 200433, China; 2. Dept. of Oncology, Shanghai Pulmo-
nary Hospital, Tongji University, Shanghai 200433, China)

ABSTRACT OBJECTIVE: To investigate the relationship of epidermal growth factor receptor (EGFR)-216 G/T gene polymor-
phism with the clinical efficacy of erlotinib in the treatment of advanced non-small cell lung cancer (NSCLC). METHODS: The
polymorphisms of EGFR gene promoter -216 G/T (rs712829) from peripheral blood cell of 135 advanced NSCLC patients was de-
tected by Sequenom MassArray® iPLEX GOLD system. The relationship of EGFR-216 G/T gene polymorphism with response rate
(RR), disease control rate (DCR) and progression-free survival (PFS) was analyzed. RESULTS: The percentages of GG, GT and
TT genotypes in EGFR-216G/T (1s712829) were 81.5% (112/135), 11.9% (16/135) and 6.6% (9/135), respectively. There was
statistical significance in the difference of RR between GG and GT+TT genotypes in EGFR-216G/T (18.2% vs. 48.0% ,P=0.002).
There was statistical significance in the difference of DCR between GG and GT+TT genotypes in EGFR-216G/T (53.6% vs.
76.0% ,P= 0.042). There was statistical significance in the difference of PFS between GG and GT+TT genotypes in EGFR -216G/
T (3.95 months vs. 6.80 months, P=0.038). CONCLUSIONS: There is relationshiop between EGFR-216G/T gene polymorphism
and clinical efficacy of erlotinib in the treatment of advanced NSCLC. EGFR -216G/T polymorphism is a potential predictor of clini-
cal efficacy of erlotinib in the treatment of advanced NSCLC.
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