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Main causative organisms in upper res-
pitatory tract infections are B-lactamase
non-producing strains such as Streptococc-
us spp. whereas fB-lactamase production
strains were isolated highly frequently in
the suspected pathogens or the so-called

“indigenous bacteria” in this study on th-

roat swabs from 200 patients with upper
respiratory tract infections.

It is suggested that the B-lactamase p
roduced by these indigenous strains is one
of factors of “indirect pathogenicity” in

upper respiratory tract infections.
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KEEAE e vaun
B B BRI (A) | BRI (%) | RHERS(B) | 214 (B/A)
S.pyogenes 78 39.0(%) 66 84.6(%)
S.agalactiae 13 6.5 10 76.9
Sraplosoc " 5.5 ; 8.8
S.anguinosus: 17 ) 8.5 14 82.4
§, pneumoniae 9 4.5 7 7.8
H.influenzae 25 12.5 18 720 |
5, gureus 4 | 2.5 24 1.0
EAE [ 200 100 148 74.0
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ABPC ccL CEX SBTPC

MIC,, | MIC, | MIC, | MIC, | MIC, | MIC, | MIC, | MIC,
S.aureus 12.5 | 50 3.13| 12.5 | 3.13| 12.5 | 1.56 | 6.25
CN.S 3.13] 12.5 | 3.13f 12.5 | 3.13| 12.5 | 3.13 |12.5
H.influenzae 25 [ 100 6.25| 25 25 50 0.78 | 1.56
H.parainfluenzae 100 [>100 | 25 [100 |100 [>100 | 1.56 | 1.56
B.catarrhalis 12.5 | 50 6.25| 50 6.25| 12.5 | 0.2 | 0.2
K.pneumoniae 100 | >100 | 1.56| 3.13| 6.25| 12.5 | 3.13 |12.5
A.calcoaceticus 50 100 [>100 |>100 |>100 |>100 | 3.13 | 3.13
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