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[BE] BH AFRE 2010 FEFHERSBRBEENSHHEARIEHRAHYHEHHE
W, MG EAGRMKNE, FEk FAMEY BioFosun % 2 247 (0t 24 W6 B 4 B 69 7% I & 970 bkt
fT% €, 3 R WHONET 5.4 b HTRIFE ST, HR  CHEE 2 A& 831 5 (85.7%), FEH
FGE A 196 B (20.2%) MS AEITE 147 %R (15.1%); E X HAERE 130 % (143%) , T EE5 &
HEMERE 67 B (6.9%) EF MR E KT 38 5k (3.9%) . HERBRURFERE, 5 82.0%, X
&% E AT & 55 1A ESBLs 898 H 49120 39.8%F1 41.5%, HHKH LREEEMHEZNER
FBENHAE, REAEASEAHEREENGMFEAAEERASTEREAREFLIN
70.1%# 86.9% AR ME WA B RN A HRE XA KRB A EBENBRA 4 ERBRLFE
HRWEHE, EPHTREERGEER N ESERSENHRERANERESN EREBALAE
BEEY,
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Analysis of the distribution and drug resistance of the separated clinical common bacteria in Jinzhong
first people’s hospital of Shanxi
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[Abstract] Objective To analyze the distribution and drug resistance of the separated clinical com-
mon bacteria in our hospital from January to December in 2010 to provide a basis for the clinical medication
treatment. Methods A microbial BioFosun appraisal analyzer were used to evalute the isolated bacteria 970
strains in 2010. The test data were analyzed by the WHONET 5.4 software. Results There were 831 (85.7%)
strains gram—negative bacilli main including 196 (20.2%) strains Pseudomonas aeruginosa and 147 (15.1%)
strains A cinetobacter baumannii. There were 139(14.3%) strains gram—positive cocci main including 67(6.9%)
strains Staphylococcus aureus and 38 (3.9%) strains coagulase—negative Staphylococcus. Most specimens were
taken from sputum sources, accounting for 82.0%. The detection rates of ESBLs were 39.8% and 41.5% for Es-
cherichia coli and Klebsiella pneumonia respectively. The resistance rate of isolated bacteria to antibiotics
showed different degree. The detection rates of methicillin—resistant Staphylococcus aureus strains and methi-
cillin-resistant coagulase negative Staphylococcus were 70.1% and 86.9% respectively. None vancomycin re-
sistance Staphylococcus was detected. A plant of vancomycin resistance Enterococcus were found. Conclusion
The drug resistance of the nosocomial infection bacterial is a serious problem. It is important and urgent to carry
out surveillance of bacterial resistance in order to use antibiotics appropriately and to control nosocomial infec-
tions effectively.
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REGBREAFFEAGEMAEE, SEKGITH
SR FIME, % B B Ak Yo e T o 2 A R 2 AT
B, A ALBE TS W6 BRABL 27 FI 24, 45 1l F0 750 B e 25 1 £
P B IR B B R e SR R R, X R
EpRRA EER X IERE 2010 FIEKIEE
BABENHAURMERIFIT,
1 #R5F%
1.1 EEEER Uk 2010 ERBERBERISE
AR 970 #k (HEBRF— B E MR KEF 4
WEEER), REEKNKREE ATCC25922,
WG H M ATCC27853, 2 M A HAH KA
ATCC29213,
1.2 H5EA XBATELBEREREYE
AR A BB 2> 8l #9 BioFosun (X R H XL E R B Kk
HTHAEEEMGHAR, HRSRHAEEERHE
e R L4 ErHELZ Bt 2 (Clinical and Laboratory
Standards Institue, CLSI)2009 45116 B45 ¥ ,
1.3 =T 3 B-HBERZES (extended—spectrum B-
lactamases, ESBLs) Btk #x ]  #2 CLSI M€ , kM
5 kTR sERT - hr 4 R R L A M BE Sk F M BE -
BAERFHATHE- AP RHERNER ARLA
ERMERKNMEBEERL > 5 mm B 25 ESBLs [
A R B R A iR A R A Bl R,
JF 5 8 Mk i 4% 52 % 1 B8 ATCC700603 (ESBLs 2y FH
#),
1.4 7B AP ARE 3 A5 % BRE (methicillin—resis-
tant Staphylococcus aureus, MRSA) 5T BP0 74 bk B¢
E BB B FRE  (methicillin-resistant coagulase-
negative Staphylococcus, MRCNS) IR AR 4% 2009
£ CLSI # 1T , 25 84K 1+ B OXOID A R4,
15 Zeit#4b® P& KIEHRK A WHONET 5.4
RIEFITRIT T,
2 Z#R
21 FERMBRAH 970 w2 B
YEFT 78 831 Bk (85.7%) , o HEFE AT 6 AL i 2 B 2
PR 196 #k (202%)., MEAFHITHE 147
B (15.1%) FEEZ FE AL HE 106 % (109%) . K
W % 7 7 88 Bk (9.1%), MR T EHE 82 #
(8.4%) FRIAIGHF 8 59 Bk (6.1%) . FEi i & = P
BREE 139 ¥k (14.3%) K HEM 2 W2 H B2
HAEHERE (Saphylococus aureus, SA)67 B
(6.9%) ., BEBAE#EIRE (coagulase-negative
Staphylococcus, CNS)38 ¥ (3.9%), ZERIE 1,
He FEskBEhBRERAIEGE, S 820%,

HRERInA & 8.0%, 15 004 WH & 6.0%, HEAR

Ak 4.0%,
1 IEKRSE 970 HAREE AR (%)

il BB (Hk) 120454
LI L 196 20.2
8% RAHHE 147 15.1
A EA BN 106 10.9
KEBHEAEE 88 9.1
Bk EOE 82 8.4
SHEWHERE 67 6.9
HHaBHE 59 6.1
FREENH 41 42
EFRRERHRE 38 39
ESBTE 37 3.8
FIHERE 16 1.6
BT AT RITH 12 12
KRV EER LR 12 1.2
HERARERES 11 1.1
HRERFE 6 0.6
-3 73:3. 5 0.5
R RE 4 04
R EERE 3 03
HAE 2 HEHE 34 35
Hfp btk 6 0.6

22 AEERBITHA#RENREEWSE 28
BRI RHEE LK 2 7 28 (88 #k) MR L E 1A
B2 FHABREGIRER, KELHEM
fiti % 52 & 1 ¥ ESBLs B9 KX i1 3 43 5 4 39.8% (35/
88) M1 41.5%(34/82), ZyH LR Bm KB %A W *t
BT 25 R B,k 85.1%, R EMENE
TR R, & 100.0% , H k3t &4 1 p/aF
EIETHZEHE N 68.3%, BHWHITFHEI R R AEMKML
FOmp AR 25 R, 2700 89.8%F 87.9%, W& 2,
23 EREEBEMPAARHEER HRBLR
B, MERHHANEE AR BT LE
IFIERBEE L AR, SRR e B X O
FoAK B AR B | 3k 7tk 5 0 UR L 76 Ak /b e 2 38 4
BMAEKIE 700% £, MEMEWHERT, A
70.7% , % kL AL Sk FR g 5 | PR RE B R AR
24, 812 A sh AT B % 2 oh v A0Sk AR T 25 R AR
435015 81.3%M 75.0%, BEFAELMEX B H
ERHAERS, N 97.1%, HFRNE 3,

24 ERNEZHUBRBELBRRSER FRLEX
PHYEBR B = E A SA #1 CNS,67 # SA # MRSA &
70.1% . AHE R ER , BEEX EFXFMKS,SA 3t
RAVEMAGERR,E892% X EAMATHEER
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®2 HABAAEBAEMALEEOTHE %)
A K 545 4 (88 Bk) i % 52 B A B (82 £k ) B ¥ B ¥ B4 (59 4k )
R I S R I S R I S
ESib 510 23 40.7 463 49 488 46.6 5.1 483
3 Ha fib o 500 23 477 425 3.7 53.8 345 3.4 62.1
KABE 61.6 4.7 33.7 463 1.2 524 52.5 1.7 4538
RRAVTE 66.7 0.0 333 354 12 63.4 288 153 559
el 15 57.0 23 407 463 37 50.0 448 13.8 414
& 5L 75 K 750 6.8 182 573 24 402 64.4 1.7 33.9
Mk E 205 57 73.9 18.3 24 79.3 220 17 76.3
3 fan s 489 34 477 402 49 54.9 220 1.7 76.3
bid:3::17] 0.0 0.0 100.0 00 0.0 100.0 0.0 0.0 100.0
B 72.1 0.0 279 538 00 46.2 60.3 0.0 39.7
3K Ha ek 70.9 35 25.6 63.8 1.2 35.0 879 0.0 12.1
EXVE 64.8 2.3 33.0 300 11.2 58.8 30.5 18.6 50.8
HFRTEH 85.1 8.0 69 100.0 0.0 0.0 89.8 3.4 6.8
LM% 70.1 0.0 29.9 58.5 12 40.2 814 1.7 169
3k E 644 46 31.0 61.7 6.2 321 84.5 17 13.8
BT/ EE 81.2 71 118 68.3 9.8 220 77.6 12.1 103
H:R AW, RPN S HER
F3 HREREENGAERNTEE(%)
i S4B A B (196 %) 8 AT (147 Bk) V£ F R (106 Bk )
R 1 S R 1 S R | S
K7t 4 100.0 0.0 0.0 750 83 16.7 - - -
LHafbnE 39.5 179 426 735 10.9 15.6 74.5 123 132
RAER 434 3.1 536 73.5 0.0 26.5 - - -
EHER 412 00 58.8 714 0.0 286 - - -
AR L 400 62 538 69.4 438 259 - - -
ERERDE 443 7.7 479 435 279 28.6 189 23.6 575
LA fis 100.0 0.0 0.0 70.2 5.2 246 - - -
R 70.7 168 126 813 47 140 - - -
BEAN/RRNER 440 0.0 56.0 712 55 233 453 26.4 283
O L 75 bk 23.0 0.0 710 69.9 48 253 - - -
Bk E 209 6.1 730 65.1 14 336 - - -
3k Hant s 138 8.2 78.1 514 15.8 329 - - -
P33T 199 219 582 402 22 57.6 - - -
W 26.5 148 58.7 402 33 56.5 - - -
GiE & 33 100.0 0.0 0.0 729 0.0 27.1 97.1 0.0 29
WK L 79 /A ek B30 179 00 82.1 604 9.7 259 - - -
#:RAWA, Hhh S HEB
B SA, CNSHEBRE EHRER EFEKLEM 3 itig

HEZ 25 25 2 4R T 85.0%, MRCNS F 4 i
% 86.9%, KW PIH A HBEMEGHRE, XA
— Bk} 77 v B % % BR 8 (vancomycin-—resistant Ente-
rococcus, VRE), &R % 4,

A Bt 2010 24FFL 4 B AN E 970 Bk = BT
BREBSFEZRERE, LF2% 5.98:1(831:
139), BARGENREREEEUEZHHFERE,
ERMIRFUEGERE, STAEHAKN 82.0%, 1
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E4 FREZHERASELRLER (%)
SA(67 #) CNS(38 #)
R 1 ] R I ]
HBHEXG 1000 00 00 924 00 7.6
AFEH 1000 00 00 83 00 107

WAER

HAVE 892 2.7 8.1 81.6 53 132
HEFH 701 0.0 29.9 86.9 0.0 13.1
skngk 837 0.0 16.3 87.1 00 12.9

aER 83.8 5.4 10.8 100.0 0.0 0.0
KKEE 838 0.0 16.2 78.9 26 18.4
mFE 78.4 0.0 21.6 459 54 48.6
F48F 70.3 0.0 29.7 35.1 0.0 64.9
BHEFE 134 0.0 86.6 55.6 0.0 4.4
HEHEEE 00 00 1000 0.0 00 1000
AHRER 865 0.0 13.5 922 0.0 7.8

KERIFA G 8.0%, 75 M HE = AEFES,HH
BRBPERESE 0, HREHMERNITE FEF
FEHRE KGR AE SR EE AR BT
A,

FEEWRARMTZHAH, AENEERZS
AL HBEY, AXHRERBARENGITE
BAEMAHEL™E WKBEEFE WREEHAE
FABREATEY & RO LRI KT 85%, K
B BT EAAT R IRBITEA Pk
I e Ak Sk i 5T 7K B 25 R 43 B R 81.29%.75.0%
72.1% .70.9%F1 70.1%, A 4 32 5 0 B X3 &% 73 A/
7 EL R Sk e R R Sk AL Bk E TR 25 R 4> B 68.3%
63.8%F1 61.7% , B 14 I #F B8 XoF Sk FiL nse bk i Sk f uk 3
BT 25 243 F1 K 87.9%F1 84.5% , 1 T K &00009 4
138 69 5 FT B R 40 B 0T T B 3 R A B R R SRR
WMKF 0%, BB TXMMAYMRLEEH, &
SCHFSE B R SRR LI AT B R 40 B N T £ v
BN 100%, KA H 3 HR R Ek, BITEBg
BEX T BEHETESYW AN EENHZ=ER
HFESE, WS BB KPC B, FEEENER
437 KPC SR A IR T BR AN A AR
R TRBERZA, WEKEAAHRET
PG IO O o (5 I PR LR BRI A T e Ok
T B B i AT R R A B P A = Rk T B
ZtE £ E th ESBLs i %, A B + ESBLs £ X
Bk A E MR T EAE PR ESHN 39.8%
M 41.5%, 58 B 59 EMHIE,BEFHE CE
WIBE MR B KEE—HEEB: 2009 4 A9 25 Wi
ZFR (A5 H 723%M 49.3%) , RIEA LR 2 K
SR, BUUE R FIRE |7 2 hnm 4 i 0 26 an g

oz 75 Ak /A e 2,38 AR K R B I697 7= ESBLs Btk

e RBEH , R R BB 08 R ST & g
FHEAPNE, EEBREE AR EE, K E
SEMPEAGY RAME, AERIBITER TR
B BR] IO A SO 9T 445 SR B 7 4 2 1R 28 o X UR L
TE bk /b e EL 3 R Sk ALt S BURRER B K F 70%; 41 2
BT AN EREERE XD ERERERTF 50%;
BEFAALRETEREAVERBRERFTA
57.5%, WEIRAIRIEUL F MR HNES D
TIRYT

EEERED, ZREEMWHZEAK AR MRSA,
MRSA 3k7% Mec ZH, ZB-4EFE LS EEHA
(penicillin~binding protein, PBP)2a, 311 P 1K, %
FATMRBUES SA P EE SFY B-HBERE L
EFEMH1EH PBP 55K N PBPs, 8 M AK M el 35 ik
MER, FESSHRERKENER., B B-A
BB RET , Y rT 5 PBPs 56, OB %
P, 40 B BE S AR BE, 5 BUAN B R R BRI BT AN 7
B EE S MFETM, B F MRSA M5 HE &, BUR 1
B, CHA-MHAEES, EXARERER:
MRSA & i # R 70.1% , & F 2009 £ 8 F €« HF 1R
ERRHEY 53.8%, FRETHERA RS # iR
AAREK, TRRTE R R ™E e A WA AT %R
£, LLEF MRSA BB B\ FHAMERE , SA fil CNS
A BEERBREN 100%, EXTFRER 1 &
VRE &, GRAEFERA T HERRTR B4
B SR F 7 BORE RR AT, (6 40 B A9 B R o R 0 L 4
EEME, WETHAEERNERMCS , BRTER
HEELEAMEN, 2B VRE M™%, VRE 4K
VanA .VanB .VanC.,VanD .VanE fl VanG A [5] & &
MERNE, RESERETH I HEEMEERT
B AN [5] i 25 11,

£ T 7% IR PR B9 16 PR 43 A #2540 77 7 X s
AR, 7 F B b i o8 Rl s fn i 25 4t ik F R
Wik, AEERAEESEHRTEEH - E
B, Eit, TRENESEFRRIEEOR 2%
W, AW DGR, hEH R R MARH
2 AHEAHRMEE IKE B XREERN R
AR B R H T i — 2 O R A R 4y A,
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AXMRERER: SHBALE, WA PNS4A
CD16'CD56* NK 4ifu B BF2 1K, 2R EAALKIT¥E
X, #BAZEM A PNS #E 3081, NK 4089 e 40
H G 5 T RE R A, R R 1S BE ) T R XY B KL 40
B 6 490 5 2 BB IR R AR,

AN AXHFEERAE BN 53 BAMEEA
PNS &% CDI'BHE BB EASR, HERAER
Git¥#E X (P<0.05), BT CD19 - FEB# B K
EAREA R iR, B A o 40 i A0 i S
B ifi# CD19* B ¥k B 40 i BB 35 57 /9 SR ML 1A B R 2
HMKF,CDIYBHREARBEEAR, KEPNS B
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