3230 - EFRAR I E ¥ 4075 2014 48 12 A 4 35 %4 23 #] Int ] Lab Med,December 2014, Vol. 35,No. 23

CRBRE -
EREGERERNFBRARERELS B RAFIKREFR

KA

(L FTEHREFARFREERERA, LT 102600)

i E.BHW AREREGRELRAGBRLRB I AFEARGHRBE L. AGREFRELE, Ak 484 HlE K
ERMFRART AR RE LR HXL ARG B LA R LA LR L., SR AU ERESEMEEZR
PEAF B At 389 Ak, b 80.37% , AR GBI A £ 4k 207 dk. B 42,77 E L TAMRE 95 Ak, b 19.63% . E L2 ARAE S
¥R E MR £ F A Gt 5 & L (5 =354.38,P=0.000,P<C0.05), G R LIREEEZAMKER  FHHH 51 ¥
EEAES L 42,5100 R RBRF KA L ARAT ZRGFEK/ LB LR H FERG. 5 Ak 96.6%.65. 3% A=
49.3%.49.3% . MR R AN E A, EiE WEBRLRAASIRERKBRLE LG ETRWH. 5 TG F L, ERETT
By BARESRRESEENRAHD,

KEW EREKFEME; REBRERE;

DOI.10. 3969 /5. issn. 1673-4130. 2014, 23. 034

2 ORI
XERFRIRES A X EHES:1673-4130(2014)23-3230-03
Distribution and drug susceptibility testing in patients with hospital-acquired Pseudomonas aeruginosa infection
Zhang Hua

(Department of Clinical Laboratory ,Beijing Daxing Hospital ,Capital Medical University ,Beijng 102600,China)
Abstract: Objective To study the distribution characteristics and the drug susceptibility testing in the patients with hospital-
acquired Pseudomonas aeruginosa(PA)infection to provide reference for clinical treatment. Methods The sputum specimens from
484 cases of hospital-acquired infection were performed the bacterial culture identification and the drug susceptibility testing for
studying the Pseudomonas aeruginosa infection situation and the drug sensitivity characteristics. Results Among 484 cases of hos-
pital-acquired pneumonia,389 strains of Gram-negative bacilli were detected out,accounting for 80. 37 % , Pseudomonas aeruginosa
was predominant, 207 strains were detected out, accounting for 42, 77%; 95 strains were Gram-positive cocci, accounting for
19. 63%. the constituent ratio of Gram-negative bacilli and Gram-positive cocci had the statistical difference (y* = 354. 38, P =
0.000,P<C0. 05). The Pseudomonas aeruginosa infection revealed the increasing trend;in the age distribution, the majority were the
elderly aged more than 51 years old,accounting for 42. 51% ;the drug susceptibility testing showed that cefuroxime, ciprofloxacin,
levofloxacin and ticarcillin/clavulanic acid had the higher resistance rates, which reached 96. 6% ,65. 3% ,49. 3% and 49. 3% re-
spectively,imipenem-resistant strains was not found. Conclusion Pseudomonas aeruginosa is an important bacterium of hospital-ac-
quired bacterial infections, multi-drug resistance is common, the antimicrobial drugs should be rationally used during clinical treat-
ment course according to the drug susceptibility testing.
drug susceptibility testing
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