E R I E ¥ 407 2015 48 11 F 4 36 %4 22 #] Int ] Lab Med, November 2015, Vol. 36,No. 22 o 3223

- Fe

EREGHRZEZATRNKIDHMREZSETREMAERR
AReb et G REARS LN B E RS AL B E T
(1. & KF . HE4Mm 421001;2. kTR SERARA . HH KD 410004)

W E:BHM THMRYTPCER20I3F1TA1 8 E2014 459 A 30 BIsARS B 1031 4254z 0 HAFE <448 F = 7
PR AT, R KRB HAFRRRML . FRER AL HAFE 6 1 031 4tk RN % 3 R R 34T F AL A
W R R B S R B R A A 4G A o7 0B B A 25 48 £ 49 rpoBL katG fe inhA A B LR E R ELIEAF 2 A S REFER . &
R OERG R EFANA G AR, LA 896 Bk, A 254k 135 Ak ;A T 08 B A 25 A SRR 901 kL W 254K 130 Bk, S5 2
SR E AR E LR RS R AR A ST AT RS L — S AR 1 011 Ak (L&A AR 894 AR A 254k 117 40D, 45 &% 4 98. 0000
ARG R A FE B 25 2R — Sy AR 1 005 Bk (LA AR AR 890 AR A 2k 115 4D A& F 2 97,4806, 55 A48 F @t
AKX rpoB A B 8 K AL B R F LA 531 TCG—>TTG R &, & at 254k 49 51. 11005 £k % 526CAC—~TAC R % &t 25 4k i
10.37% ;526 CAC>GAC 3t 11 skl sk R %, b A 25 4k 09 8.15% . FmMMtat 25 £ % 2 b katG315AGC>ACCE R X 314, & &t
Ak 83.8500.inhA-15C>T REALE 12.30% . £5iE R B GH F 5L R E KSR G E— 5. TR A 3 & A48 F 5080
it 2 bk G B i A AT ik, RO K 5 AL A U B AU AR P Ao 8 B 2504 rpoB531,526 & katG315 R H AR E A £

KR Lo AFE; ARSH; HaP; FAM; &%

DOI:10. 3969/j. issn. 1673-4130. 2015. 22. 002 X EKERIRED : A XERES:1673-4130(2015)22-3223-04

Identification of drug-resistance gene type in Mycobacterium tuberculosis by gene chip in Hunan province
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Abstract: Objective To investigate the drug resistance of 1 031 Mycobacterium tuberculosis to rifampicin and isoniazide in the
Center Hospital of Changsha from January 1,2013 to September 30,2014. Methods A total of 1 031 strains with positive culture
result and identified as strains of Mycobacterium tuberculosis were used absolute concentration method to do the conventional drug
susceptibility,and detected rifampicin and isoniazide resistance gene including rpoB, katG and inhA gene locus mutation by chip
technology, the results of two methods were compared using card square test statistics. Results By gene chip method, the sensitive
strain of rifampicin was 896, the drug-resistant strains was 135, the sensitive strains of isoniazide was 901 strains, 130 drug-resistant
strains. Compared with the absolute concentration method, resistance chip detection results were consistent with rifampicin resistant
strains 1 011 strains(including 894 drug-resistant strains,and 117 sensitive strains) ,the coincidence rate was 98. 00% , consistent
with isoniazideresistant strains 1 005 strains (including 890 drug-resistant strains, 115 sensitive strains) , the coincidence rate was
97.48%. The most common spot of rifampin resistance related mutations of rpoB gene was 531TCG to TTG, accounted for
51.11% ,followed by 526 CAC—>TAC,accounted for 10. 37 % ,11 strains with 526 TCG to TTG,accounted for 8. 15%. Isoniazid re-
sistance was caused by mutations in katG315AGC—ACC resistant strains,accounted for 83. 85% ,inhA-15C—T mutations accoun-
ted for only 12.30%. Conclusion The results of gene chip method is highly consistent with that of absolute concentration method,
could be a fast and effective method for screening rifampicin and isoniazide, the resistant gene of Mycobacterium tuberculosis to rif-
ampicin and isoniazide almost mutate in rpoB531,526 and katG315 in Changsha.
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Bl &% 45 A1 45 Extratoer 36 4% B2 P 2 BU{Y , LuScan 10K-B i
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25 LTI 3 RS R i A0 A b e SR 2k A I ) A4 ST 0 5 0
it 25 M 25 B T Ge vt 3 2 XL (P>>0. 05) , o B i 46 i F1 48 F it 24
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