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Fig. 1. Isolation pattern of 8 lactamase producing col-
onies from clinical isolates of H. influenzac

Table 1. Isolation ratio of 8 lactamase producing colonies and biotype of each colony

No. of colomes T
Strain No. - Biotype
Test colonies B-lactamase activity |
+ 2 | it
MBC155 8 t
- 6 ! I
+ 5 11
MBC 166 16
o - 11 11
Co-existing
+ 1 11
MBC151 8
- 7 1
+ 1 )1
MBC 3022 16
- 15 11
+ R 11
MBC189 8
- 0
+ 12 1
MBC109% 12
B-lactamase- - 0
producing + 16 11
MBC3003 16
- 0
+ 8 I
MBC3017 8
- 0
+ 0
MBC1091 16
- 16 II
+ 0
MBC1103 16
Non-B-lactamase- - 16 I
producing + 0
MBC1109 8
- 8 v
+ 0
MBC1119 12
- 12 I
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Fig. 2. Drug-susceptibility of S-lactamase-producing and non-producing colonies from co-existing
strains of H. influenzae
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Fig. 3. Isolation pattern of B-lactamase-producing colonies
from clinical isolates of S. aureus
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Table 2. Isolation ratio of B-lactamase-producing colonies from clinical isolates of
S. aureus and coagulase type of each colony

No. of colonies
Strain No. Coagulase type
Test colonies B-lactamase activity
+ 3 Non type
MBC 348 12
- 9 4
Co-existing
+ 1 Non t
MBC 2052 ype
- 7 m
+ 10 vi
MBC 302 10 -
- 0
B-lactamase- + 8 Vi
MBC 2099
producing —_ 0
+ 8 v
MBC 2128
- 0
+ 0
MBC857 10
- 10 vi
Non-B3-lactamase- + 0
MBC 2138
producing — 8 vi
+ 0
MBC 2267
- 8 I
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Fig. 4. Drug-susceptibility of B-lactamase-producing and non-producing colonies from co-existeing
strains of S. aureus
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Fig. 5. Isolation pattern of optochin-resistant colonies from
clinical isolates of S. preumoniae
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Table 3. Isolation ratio of optochin resistant colonies

of clinical isolates of S. prneumonwe

No. of colonies
Strain No.
Test colonies Optochin sensitivity

R 2
MB 2 16

S 14

Co-existing

R 1
MB 36 8

S 7

R 12
MB1 12

S 0

Optochin resistant

R 8
MB 4 8

S 0

R 0
MB 3 8

S X

R 0 }
MB9 12

S 12

R 0
MB 12 8

S 8

Optochin sensitive

R 0
MB 13 8

S 8

R 0
MB 24 8

S 8

R 0
MB 30 8

S 8
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Fig. 6. Drug-susceptibility of optochin-resistant and -sensitive strains of S. pneumoniae
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Fig. 7. Isolation pattern of B-lactamase-producing col-
onies from clinical isolates of B. catarrhalis
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BIOLOGICAL PROPERTIES AND DRUG-SUSCEPTIBILITY OF DIFFERENT
COLONIES OF CLINICALLY ISOLATED BACTERIA

(1) BACTERIA CAUSING RESPIRATORY INFECTIONS

Intetsu Kobayashi"?, Miyuki Hasegawa?, Minoru Nishida® and Sachiko Goto?
Chemotherapy Division, Mitsubishi-Yuka Bio-Clinical Laboratories”,
3-30-1, Shimura, Itabashi-ku, Tokyo 174, Japan
Department of Microbiology, School of Medicine, Toho University®

We investigated the biological properties of individual colonies of Haemophilus influenzae, Strepto-
coccus pneumoniae, Branhamella catarrhalis and Staphylococcus aureus isolated from patients with
respiratory infections. In 7 of the 33 strains, f-lactamase-producing colonies co-existed with non-g
-lactamase-producing colonies. The ratio of the two types differed among these seven strains. Beta
-lactamase-producing colonies of the strains were resistant to ampicillin (MIC, 12.5~25 xg/ml), but
the non-B-lactamase-producing colonies were susceptible to the drug (MIC, 0.20~0.39 uxg/ml).
Similar results were also obtained for S. aureus. In the case of S. pneumoniae, optochin-resistant
colonies co-existed with -sensitive colonies in some of the strains tested, and most optochin-resistant
colonies were resistant to ampicillin, cefazolin, cefmetazole and cefotaxime. In contrast the optochin
-susceptible colonies were susceptible to these drugs. There were no differences in biological
properties among colonies of the clinical isolates of B. catarrhalis. These results suggest that
attention should be paid to the colony selection of bacterial specimens isolated from patients with
respiratory infections, for the determination of drug-susceptibility.



