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[Abstract] Objective TO investigate the relationship between penAfponA and penicillin resistance
of Neisseria gonorrhoeae. Methods Agar dilution method was used to determine the minimum inhibitory
concentrations (MICs) of the strains. Polymersse chain reaction-single stand conformation polymerphism
(PCR-SSCP) and PCR- restriction fragment length polymorphism (RFLP) were used to detect the
mutations it ponA and penA genes, which encoding the penicillin binding protein-1 and -2 (PEF1 and
PEP2), respectively. Results All the 80 N. gonorrhosae isolates had a D345 insertion detected in penA
while 93.7% of N. gonorrhoeae isolates baving a point mutation Lewd21 +Pro in porA. Most of the
penicillinaseproducing N. gonorrhoeae (PPNG ) strains possessed the mutations in ponA and penA.
Conclusion Our date suggested that the plasmid and chromesome mediated penicillin-resistance conjugately
increased the level of resistantce.

[ Key words]  Neisseria gonarrhoeae; Penicilling Single stand conformation polymerphism;
Restriction fragment length polymorphism
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