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Haemophilus influenzae is important pathogen of upper respiratory infec-

tion, but recently A -lactamase non-producing ampicillin resisitant (BLNAR)

has been isolated from acute otitis media (AOM) children.

We analized the gene characteristics and antimicrobial susceptibilities of 711

strains of H. influenzae which were isolated from AOM childrén in Wakayama.
33 strains of H. influenzae (4.6%) were BLNAR, 579 strains of H. influenzae
(81.4%) were BLNAS, 21 strains of H. influenzae (3.0%) were BLPAR. In 579
strains of BLNAS, 170 strains (29.3%) had one gene mutation and 18 strains

(3.1%) had two gene mutations.

There are many strains which have some gene mutations in BLNAS, we must

pay attention to these strains.
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Fig. 1 Susceptivity to ABPC of H. influenzae
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Fig. 2 Expression of gene mutation of H. influenzae
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