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Clinical distribution and drug resistance of 1 032 strains of ESBLs—producing

pathogenic bacteria
XIAO Jun,WANG Ping
(Department of Laboratory Medicine ,the Fifih People’s Hospital of Chongqing)

[ Abstract]Objective: To provide strong evidence for the rational use of antibiotics through investigating clinical distribution and drug
resistance of 1 032 strains of extend—spectrum (-lactamases (ESBLs)—producing pathogenic bacteria. Methods ; Clinical specimens
were processed by laboratory methods for separation, cultivation and identification. Minimum inhibitory concentration(MIC) was used
for antibiotic susceptibility tests. Both results of antibiotic resistance and ESBLs were assessed according to the operating standards
developed by the United States National Clinical Laboratory Standards Committee. Results: There were 600 strains of Eschericha coli,
302 strains of Klebsiella pneumoniae and 130 strains of Klebsiella oxytoca among the ESBLs—producing isolates. Eschericha colt
showed high drug resistance to extended—spectrum penicillins, cephalosporins including the forthgeneration cephalosporin, single—ring
lactams and part of aminoglycosides and the resistant rates were between 60% and 95%. While Klebsiella pneumoniae and Klebsiella
oxytoca showed higher resistance to extended—spectrum penicillins and resistant rates were between 90% and 100%. Their resistance
rates to cephalosporins were all above 40%. Conclusions ; The ESBLs—producing pathogenic strains show high drug resistance. We
should use antibiotics reasonably in order to control bacterial drug resistance and to prevent the wide prevalence of resistant strains.

[Key words Jextend—spectrum B-lactamases ; pathogenic bacteria;anti-bacterial agents;bacterial drug resistance

)1 B- N BEREHE (Extend—spectrum B-lacta— 1 MR57E®

mases, ESBLs) , /2 H il = 2= FPEAT 121 40 B i 245 1 =

ZRN AT Z M 25000, 2 L Hmm 25, &
W R AR R 2y [F]-S 25 A 58 SURRGE , 431l
PRIGTF A RARKA RIME . Hh1 F7 ESBLs TR
Z ORIz BB BRI 1032 ™
ESBLs Ji J5U i i PR 23415 B it 25 PEHEA T 0 e 5T, 45
FHRIEUT

TEBNE.H  5(1968-), %, 2 F M7,
BF % 7 @ . ESBLs %R 1 o

L1 EHRRR

ABE 2010 4F 6 7 & 2012 4F 1 AEBE R & ERbRA
1.2 B L5EA

W A= WA L% VITEK2 Compact =Rl G

X, VITEK2 Compact 4= [ shis L/ M Bl il
13 R#EAH#

1 PR T G v SR AR B R e A IR T 25922 77 R 5
FIAIKEE 700324,
1.4 7

XoF T SR AR AR A% e BRAR AR SO A T4, R



BERERKZFR 2012 £5 37 55 9 85 ( Journal of Chongging Medical University 2012.Vol.37 No.9 )

— 825 —

FRAS R T 0 Y (5 A0 G s 5 TR AR T A% e
25 B AR SO TR
1.5 ESBLs #4942

JUS TR 157 11 5 R4 P4 6 2 (Minimum inhibitory con—
centration , MIC) {H KT 2% F 32 pe/ml Sk 76 fih e ol 3k fo e
59 MIC R T 4T 4 we/ml BYTERE , E— 4T S FLnL 5/
S PLAETR | S TR Al E/ v R A R A Sk FRLE 5/ v P 4E TR 1 MIC
(EIE , AR 3 A2 b s R 4ERR 5 (1 MIC {E/h T EAT]
A B MIC {E /) 3 1%, 8hF 2k ESBLs FHME
1.6 %ot

SEEHHE R SPSS 14.0 SR HEA TG40 3 Tiif 24 5%
L FH @ K, DA P<0.05 15 25 S A it X

2.1 J* ESBLs Bi4k#E %

2010 4F 6 H #2012 4 1 H SR E] K35 4 R
i 5 S AT ER BT L R v T A1 EC R P AR AR 2 248 3], Fovp
77 ESBLs Bk 1 032 4], (5 45.9%, 960 ¥k K75 [C# 75
H =R 600 Bk, ti 62.5% ;816 FRAT 98 7075 1A FC I 4355 H =
fitiik 302 Bk, b7 37.1%;472 BR7F=2 50 765 11 FC B 40 5 HH =ik
130 ¥k, (5 27.5%., FRILTTF i, 7€ ESBLs E#ET ™ ESBLs K
fign 54 BB 0, I ELTE RN 8 28 P i o et
#1,

%F 1 1032 #k ESBLs AEHE & Sit
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Tab.4 Resistance rate 1 032 strains of ESBLs—producing pathogenic bacteria against 18 kinds of antibiotics ( % )
KA (960 FR) T4 e AT (816 k) PR S FEANTIA (472 )
AR ESBLsPHY:  ESBLsF/I: i  ESBLsPH: ESBLsHI: T ESBLsFH:  ESBLsFH -
(n=600)  (n=360) (n=302)  (n=514) (n=130)  (n=342)

E= YN 600(100)  274(76) 7.05 0.050 302(100) 490(95) 3.84 0.049 122(94)  144(42) 6.64 0.010
WRH7 PG Ak 588(98)  262(73) 6.63 0.030 302(100) 370(72) 7.38  0.025 117(90)  157(46) 7.41 0.027
PRILIZIN 576(96) 79(22) 3.84 0.050  296(98) 118(23) 6.64 0.040 82(63) 72(21) 6.65 0.030
Pl 420(70) 36(10) 5.02 0.025  196(65) 175(34) 557 0.003 59(45)  19(5.6) 10.6 0.023
7T 408(68)  162(45) 132 0250  230(76) 247(48) 3.48 0.043 72( 55) 96(28) 7.43  0.025
oAt 408(68) 24(7) 7.88 0.005  145(48)  25(4.9) 7.05 0.050 59(45)  16(4.7) 7.89 0.020
FUORPUA FF T 402(67) 36(10) 5.02 0025  136(45)  40(7.8) 6.62 0.020 57(44)  24(7.0) 832 0.017
A 414(69) 18(5) 6.67 0012  124(41)  15(29) 7.81 0.043 57(44)  10(2.9) 432 0.035
Skt 402(67) 18(5) 7.80 0.006  139(46) 16(3.1) 6.63 0.030 53(41) 9(2.6) 10.7 0.025
RKER 408(68)  155(43) 5.02 0.050  151(50) 134(26) 5.02 0.025 60(46) 79(23) 742 0.026
BINTSRA 348(58) 90(25) 3.78 0.043  148(49) 123(24) 7.89  0.047 56(43) 75(22) 3.02  0.041
ik =X U 330(55) 83(23) 10.12 0.002  118(39) 108(21) 1032 0.008 46(35) 68(20) 6.52  0.026
RAEER 216(36) 18(5) 423 0.042 97(32)  22(43) 6.63 0.010 40(31)  13(3.8) 342 0.044
BoA- R B 138(23) 12(3.3) 6.64 0.010 60(20)  15(2.9) 5.02 0.025 23(18) 7(2.1) 3.74 0.037
WRHE P b/ At L4 50(8) 7(1.9) 921 0010 27(9) 6(1.2) 721 0.030 8(6) 3(0.9) 832 0.017
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[ E]B& T HEGA TR 5185 T FZE (Low molecular weight heparin, LMWH) 7E 3877 2 M0 U BE (Acute myocardial
infarction, AMD) LK Ifi1i8 F A R PRGOS 264l 7 ik AR 302 BRI IlLis Bt AMI R | BEHLA> bl ik i
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Application of Fondaparinux in acute myocardial infarction without

revascularization at early stage
WANG Qun,JIA Zhi ,LIANG Haiqing, ZHANG Yungiang,GUO Mu,ZHANG Liyuan ,LIU Wei,SONG Yu
(Cardiovascular Care Unit,TEDA International Cardiovascular Hospital , Cardiovascular Clinical Institute ,
Tianjin Medical University)

[ Abstract]Objective ;. To compare the efficacy and safety between Fondaparinux and low molecular weight heparin(LMWH) in treat—
ing acute myocardial infarction (AMI) without revascularization at early stage. Methods:Three hundred and two patients with AMI
without revascularization at early stage were randomly divided into Fondaparinux group (152 cases) and LMWH group (150 cases).
The cardiovascular event and bleeding incidences within 7 d and 30 d after the treatment in both group were observed. Results: The
incidences of cardiovascular events (angina,recurrent myocardial infarction, death, vicious arrhythmia, heart failure) within 7 d in
Fondaparinux group were obviously lower than those in LMWH group(8.6% vs. 18.7%,2.6% vs. 8.7%,2.6% vs. 8.0%,3.6% vs. 10.0%
and 11.8% vs. 21.3%). The incidences of major adverse cardiac events (recurrent myocardial infarction, death, refractory myocardial
ischemia) within 30 d in Fondaparinux group were obviously lower than those in LMWH group (3.9% vs. 10.0%,3.9% vs. 10.7%,
3.3% vs. 13.3% and 8.6% vs. 21.3%). There was no significant difference in incidences of bleeding events between the two groups.
Conclusions ; Fondaparinux can significantly reduce cardiovascular events without increasing bleeding events in patients with AMI
but not undergoing revascularization at early stage.
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