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[Abstract] Objective To study the resistance to commonly used antimicrobial agents and ampicillin resistance
mechanism of Haemophilus influenzae (H. influenzae). Methods Antimicrobial resistance and f-lactamase of
H. influenzae isolated from inpatients and outpatients in a hospital from January 1 to December 31, 2012 were de-
tected by Bauer-Kirby disc diffusion method and nitrocefin-based test, TEM and ROB B-lactamase genes were ampli-
fied by polymerase chain reaction (PCR). Results Of 100 patients infected with H. influenzae, 61. 00% were
aged 1 =10 years. The resistance rate to ampicillin was 35. 00% (n = 35), resistance to sulphamethoxazole/trime-
thoprim was up to 64. 65% ; susceptibility rate to levofloxacin, azithromycin, ciprofloxacin, cefotaxime, chloram-
phenicol, cefuroxime, ampicillin / sulbactam was 97. 96%, 96. 84% .,96. 91%, 92. 78% ,85. 71%,77. 89% and
74.75% respectively. Of 100 H. in fluenzae isolates, 21 were p-lactamase positive strains, and all were resistant to
ampicillin. 35 ampicillin-resistant strains were performed TEM and ROB genes detection, of which 22 were TEM
positive, ROB positive strain was not found. Conclusion H. influenzae is sensitive to most antimicrobial agents
except sulphamethoxazole/trimethoprim. Producing of TEM g-lactamase is the major mechanism of ampcillin resist-

ance in H. influenzae.

[k H I 2014 -06-29

[H&TH] EERHLE R LIRS (20122X10004207)

[PEERIAT HE 980 =), 5 (U » Il b2 5N T, 3248 B0 o 358 A 2 T ol 2 48 00 ik 24 ML S B 5
LEfEEE] hEb E-mail : zysun@tjh. tjmu. edu. cn



o« 74 o

Hr E RGP il 24 A 2015 45 2 A4 14 #5455 2 ] Chin J Infect Control Vol 14 No 2 Feb 2015

[Key words | Haemophilus influenzae; drug resistance mechanism; drug resistance, microbial; B-lactamase; am-

picillin; antimicrobial agent

U LT B 5 1S P S R, — LA R AR Y
MRBEATIRIT o AER . B B0 251 ) R (8 X
W VYA 24 114 0 JE g I RS BB B A I AT
FRXT (3~ PA TG i SR 470 A 2 T 245 114 2 B AL o B- 1A TG
B = AEMT R RS GEAMNRE, HAT. A
B-IATHE JHe Wiy = 2 TEM B4 H ROB AL,y #835 I
SRV AT TR 0 2 P AR Y T 25 AL 2 XA B
2012 4F 53 5 1A UL RV AT B HEAT 25 ORI L O 0 =
RVE AT 25 Bk AT TEM F1 ROB SRR .

1 #REFE

1.1 BuEst% 2012411 HF—12 A 31 HA
B A1 B S 17192 S SR A AR A v 43 B 110 T J2 O I A TR
100 B S BR >k B 8] — 2825 A0 5] 55 AL 09 73 55 1 bk
1.2 M ZURVIARVE R PR/ EF I K Ak
SKALEENG RN R A AR D B SR D T TR e
By 23 2 2% VB AR L Sk RS WE M 4K R L T RO I T
UL SR RE SR SR158, ¥ 4 [E OXOID
VNSRS

1.3 BBy & RHARY Bk ITAY
R R T S i SR ES 17 N e A f A U
(CLSD) 2012 4 Fx #E H Wi, B2 & #k o ATCC
49247 B A1 RE N B L B- P TR il A SR
Sk 00 19E Wy 48 Fr KGN

1.4 @ DNA #ReyH &  RAE LR
DNA, H—FR 5/ AT IR A1 T 100 pl Z818K
H B, 100C KB AF & 10 min, 10 000 r/min
B010 min, JEIE  — 20 CLR-AF

1.5 B-ABERBE R B AR RPN I e e S DR
SIS % M SCHRY L L3 1. PCR RO & &
BAEF 50 pL, 4 10 mmol/L ANTP 4 pL, 10 X
buffer 5 uL., Tag DNA BAETHE 0,25 pL,L‘Fﬁ?él
P4 1 pl, B DNA 4 4L, ddH,O 34. 75 pl,
PCR J B 2% . 95°C i 48 ¥ 5 min, 95°C 4% %
1 min,53°C jB & 1 min,72°C #E{f 1 min, 3L 35 PMF
L85 72°C ZEAH 10 min,

1.6 mEg#msIE ek B PCR ™Y 5 ul 51 4L
TR B 2% W Loading buffer s £ 1R 21 m 2] &

[Chin Infect Control,2015,14(2) .73 — 76 ]

GelRed # 8 YL Bl 1 1. 0% B HE 1 5 I S REFL
100V HLiK 30 min J5 , 76 AMT T MEL L5 R, AR AT
I A%

®1 B-WELKEEE TEM K ROB J:H 514
Table 1 Primers of TEM and ROB genes of p-lactamase
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Figure 1  Age distribution of patients infected with H. in-

fluenzae
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Table 2 Susceptibility of H. influenzae to commonly used

antimicrobial agents( %)
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Table 3 Distribution of major drug resistance phenotypes of H. influenzae
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Figure 2 Amplification products of TEM-1and ROB-1 in ampicillin-resistant strains
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