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Abstract: Objective To investigate the mutation characteristics of pyrazinamide resistance and related
genes pncA,rpsA and panD in Mycobacterium tuberculosis in Guangdong region. Methods Sputum specimens
of 327 tuberculosis patients were collected from December 2015 to February 2018. Mycobacterium tuberculosis
nucleic acid test was used to detect the positive rate of Mycobacterium tuberculosis in sputum. MGIT960 was
used to detect the sensitivity of pyrazinamide. The gene sequences of pncA,rpsA and panD were analyzed by
PCR DNA sequencing. Results According to tuberculosis nucleic acid detection results, 317 of 327 samples
were positive,and the positive rate was 96. 94 %. According to the results of resistance to pyrazinamide,102 of
327 isolates were resistant to pyrazinamide, 225 were sensitive to pyrazinamide, and the resistance rate was
31.19%. No pncA mutation was found in 225 Pyrazinamide-sensitive strains, and PncA gene mutation was
found in 67 of 102 pyrazinamide-resistant strains,with a mutation rate of 65. 69%. Five rpsA mutations were
detected in 102 pyrazinamide-resistant strains with a mutation rate of 4. 90% ,and one rpsA mutation was de-
tected in 225 Pyrazinamide-sensitive strains with a mutation rate of 0. 44%. The mutation rate of rpsA in
pyrazinamide-resistant strains was significantly higher than that in Pyrazinamide-sensitive strains (3> =7. 476,

P=0.006). The mutation (G419—>A) in panD gene was detected in one of 105 pyrazinamide-resistant isolates
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and the mutation ratio was 0. 95%. No panD mutation was detected in pyrazinamide-sensitive isolates. Conclu-

sion In Guangdong province of China,the drug resistance rate of Mycobacterium tuberculosis to pyrazinamide

is high,in which pncA gene mutation is more frequent and mutation sites are more dispersed, while rpsA gene

mutation and panD gene mutation in Mycobacterium tuberculosis resistant to pyrazinamide deserve further at-

tention.
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R G s A B S 2 R Bk gy sk il 4
PR . FIr R BB FEAGEAE T 4 Crp 24 h N iEAT 5
FSEIE il
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WA R L LL 1 200 v/min 523 15 s IRAJIRG

pyrazinamide;

drug resistance; gene mutation

W B BN AE LA ABI7500 29 9% %€ B PCR Y
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P ARAT B2 W) 2 At 00 1% 2R 05 R W DNA $2 3Bt )
AR 2 W) AR A Y U0 T A DA AR RO i b B IR
DNA. #& # 1 DNA i #5417 PCR, K R
KAPA HiFi Hot Start Ready Mix (Kapa Biosys-
tems) 25 pL,DNA kg 1 L, 51474 1 xL(10 mmol/
L), 7K 23 pl. R Z&1FH 95 °C 3 min; 98 C 20 s,
62 C 15,72 °C 2 min,30 P™ME¥H ;72 °C 5 min ZE{H,
P19 pneA . rpsA.panD JE R BT IR 5191 4] Lk 1.
PCR 7=¥% H] Cycle pure kit(Omega) #4174l 1k J5 2%
R FE B A A JE AT Sanger W FF. W 45 2R R A
Clustalx Fil DANstar #4734 .
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R Ji 1) FE3 (5" —>3")
pncA LET I TGC CAC TCG CCG GTA ACC GG
THsl Y GGT GGC CGC CGC TCA GCT GG
rpsA b 514 GGC CGC AGC TGG GAC GCG GC
I EIE CGG TCC AGC GCT CCG TCT GC
panD AL TCA ACG GTT CCG GTC GGC TGC T
Fi#sl4  TAT CCG CCA CTG CTG CAC GAC CTT
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i 58. 517, i . MDR F& # 1 0k W ik Jie 1if 25 5 Oy
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29 CAG—~CCG 10 B B e il 2R 3
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242 TTC~GTC 81 TR R R~ R 1
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) 3275 rpsA B R 28 7% L AT AR A7 78 M URFAE Y
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