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Abstract: Objective To understand whether there is a drug— or disinfectant - resistant strains in natural plague foci in
Tibet, and provide the accurate information for clinical treatment of plague. Methods According to the aminoglycoside
resistant gene of streptomycin resistant, SirB, SirA, beta lactam antibiotics TEM, SHV, and CTX -M gene, sulfamilamide
resistant Sull, Sul2, and Sul3, and anti-disinfectant QacEdeltal-sull gene sequence the National Center for Biotechnology
Information (NCBI) released, a pair of primers in each gene was designed separately. DNA of strains isolated from natural
plague foci in Tibet were amplified by PCR using every pair of primers. Results Negative and positive control were
established, samples by PCR amplification results were negative, there were no streptomycin, sulfamilamide and beta
lactam antimicrobial drug resistance genes and anti - disinfectant genes in strains studied. Conclusion The Tibet
autonomous region of natural plague foci did not appear to have drug— or disinfectant-resistant Yersina pestis.
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Table 1 The distribution of time and epidemic focus counties

of the 355 Y. pestis in natural plague foci in Tibet
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Table 2 Primer sequences and length

bR (ESICEESIDE YA BIYIFH1(5 ~3") P (bp)
A F. CTT CGA TGA GAG CCC GCG GC
e Sull : 437
BReR Sul R: GCA AGG CGG AAA CCC GCG CC 3
- F: GCG CTC AAG GCA GAT GGC ATT .
o R: GCG TTT GAT ACC GGC ACC CGT
w3 F: AGA TGT GAT TGA TTT GGG AGC 3
ot R: TAG ATG TTT CTG GAT TAG AGC CT
F: CGC CGT TGA TGT GGT GTC
AR StrA : 2
BERER " R: GGT CCA ATC GCA GAT AGA AGG 39
F: CGA GCA CGG CGA CTA CC
SirB 314
R: CCA CTT CAC CGA CCA GAC
F: CGC TTT GCG ATG TGC AG
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F: TAG CGA GGG CTT TAC TAA GC
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Figure 1 Part of Y. pestis PCR amplification results

in natural plague foci in Tibet
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