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Meta Analysis on DNA Repair Gene XRCC3 -18067C > T Single Neucleotide Polymorphisms and Head and Neck Cancer Susceptibility. Ke
Weixun, Li Jie, Cao Qixin, Ji Bing. Hu Zhou Traditional Chinese Medicine Hospital, Zhejiang 313000, China

Abstract Objective To evaluate the relationship between X — ray cross — complementing group 3( XRCC3) gene single neucleotide
polymorphisms and head and neck cancer susceptibility. Methods By searching Medline, EMBSE, CBM and CNKI, et al, we collected
studies about DNA X —ray cross — complementing group 3 (XRCC3) gene polymorphisms and head and neck cancer susceptibility. The
odds ratios (OR) of variant allele of XRCC3 - 18067C > T was calculated by using statistic software STATA11.0. Publication bias was al-
so evaluated. Results Nine case — control studies were identified for the systematic review. A total of 1872 cases and 3521 controls were
included. In the (T/T)VS(C/C) group,the odds ratio was 1.16(95% CI:0.95 -1.43,P =0.150). For the recessive genetic model, in
the (T/T)VS(C/C) + (C/T) group,the odds ratio was 1.16(95% CI:0.96 —1.40,P =0.124). For the dominint genetic model, in the
(T/T) + (C/T)VS(C/C) group,the odds ratio was 1.05(95% C1:0.93 -1.19,P =0.426). Conclusion There was no close relation-
ship between DNA repaire gene X — ray cross — complementing group 3 ( XRCC3) single neucleotide polymorphisms and head and neck
cancer susceptibility.
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The Characteristics and Drug—resistance of the Pathogenic Bacteria Isolated from Type 2 Diabetics Patients Complicated with Urinary Tract
Infection. Ruan Luya,Ni Liansong,Zheng Jingchen,Wu Jisheng. Department of Endocrinology, The First Affiliated Hospital of Wenzhou
Medical College , Zhejiang 325000 , China

Abstract Objective To investigate the characteristics and drug—resistance of the pathogenic bacteria isolated from patients with
type 2 diabetics( T2DM ) complicated with urinary tract infection( UTI). Methods From Jan 2006 to Dec 2009,243 urine specimens were
collected from inpatient of endocrine department in our hospital. Totally 162 strains of pathogens were identified and drug — resistant were
analyzed retrospectively. Results A tatal of 162 pathogenic bacteria(66.67% ) were isolated from 243 cases, and asymptomatic bacteri-
uria (ASB) accounted for 66.05% in urinary infection. These were 59.26% gram negative bacteria,34.57% gram positive bacteria,and
6.17% fungi. Among gram negative bacteria, E. coli rated the first (42.60% ) ,followed by proteus. Among gram positive bacteria, entero-

coccus genera rated the first (17.28% ) ,followed by S treptococcus agalactiae. E. coli was highly resistant to ampicillin, ciprofloxacin and
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