voL. 33 5—2

CHEMOTHERAPY

Sultamicillin o 280, FEKRARRET

R A
HEERR 2 > 5 —HikE N

HLWEOERITH 5 Sultamicillini2DWT, ZDFHM: % BBE0 ) VBRI - RRET L& T
HMBX 2 12D T ZICHET 5,

In vitro TIE N. gonorrhoeae 8% £ U H. influenzae I¥RIZDOEREET L 72, itk B-lacta-
mase 4 ABPCiftbkizx L, SBTPC (3 g-lactamase JEiE4: ABPC BeZMtkiZinv MIC %

RLT

FEFREYIZIZ B-lactamase i:’E K. oxyfoca |

FROBIHEE 1 BIDGH 2 Bl AFI% 1 [ 1££(375mg),

24 B

160, H. influenzae |- & H1EWRE
1H3[m, 108REE L 148-HERL, v

ThLAEMEAREH LNz, B - HEAIEHERS S VEERREEORE IR SN uh -7,

Sultamicillin tosilate (LA’ SBTPC) 1319794, *K[EH
7 Pfizer #t THIZE S 1Lz 45 114K B-lactam & T,
Ampicillin (LT ABPC) & B-lactamase M ZE#ITH %
Sulbactam (LAF SBT) # = 27 L&f&L b utigs L
2LDT, 2OWERIL Fig. LZRTH) ThH 5, AHl
BRI T BN ETH B 1280, BNTHEET, E
MG EER L ) BRIL X 1, BB IR BAY esterase 12 &
DMASEHEN, L4t ABPC & SBT IZ#&L. AB
PC, SBT AN AN % i THEOE Y L 7285 L ) L& v
MABEAG SN B & v,

SBT {3 g-lactamase inhibitor & L T, penicillinase
%<, cephalosporinase % % 1 %1% (X if (LT % D
T, KEl3 &HME 9 ABPC fit 14k (2 & ABPC D4t
NERSE DB ESHNT B,

T, EEL in vitro 1) £ —EOEIZ D THIE
T, RO B DB AR 5 LT,
LOBHMR, MEFHHE, BIERIZ SV THREL 7
NTHET 3,

.# B 5
L EB ROk
BRRS 8D Neisseria gonorrhoeae 8 ¥k K UBEA 5y

%7 Haemophilus influenzae IRRIZXT L T, RBIRL

ABPC 9 in vitro 11712 >\ Tzt L 7,

N. gonorrhoeae 12 5 VR M AN M T FE R (Rl
TARTHEEE AR &R B AR A
HT5% CO, DB F 105/ ml #5H61= & 2 MIC %l
LT H. influenzae 1= it 5 W%AEFMANF 3 2
Vo NERSEM (BT 4 2 7 BEEHEOK) 2RI, O

Fig. 1 Chemical structure of sultamicillin tosilate
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Table1 Inactivation rate and 8-lactamase production determined by using sensitivity disc

Content in a disc : ampicillin30ug
Incubation time in hour at37°C : lhour

No. of strains
No. of Inactivation corresponding to
Organism strains inactivation rate
tested rate and B-lactamase
production
0.0 ceeereeeeees 4 ] B-lactamase
g 0.04 -+oeeeeeeees 1 (=)
N. gonorrhoeae 0.85 +oeeeeeeeees 1
] ............ (+)
1 . 0 ............ 2
0 . 0 ............ 4
) (<)
H ) 9 0 . 08 ............ 1
: mﬂuenzae 0 . 97 ............ 2
] ............ ( + )
1 . 0 ............ 2

Table2 Susceptibilities of clinical isolates to Sultamicillin or to Ampicillin
Inoculum size : approx. 108/ml

N. gonorrhoeae

Strains MIC(g«g/ml) of Ampicillin
25 12.5 6.25 3.12 1.56 0.78 0.39 0.19
B-lactamase 1 4
(-)
B-lactamase 2 1
(+)

MIC(ug/ml) of Sultamicillin
25 12.5 6.25 3.12 1.56 0.78 0.39 0.19

B-lactamase 1 4
(=)

f-lactamase 1 2
(+)

H. influenzae

Inoculum size : approx. 10°/ml

Strains MIC (ug/ml) of Ampicillin
25 12.5 6.25 3.12 1.56 0.78 0.39 0.19
B-lactamase 2 3
(=)
B-lactamase 1 2 1
(+)

MIC(gg/ml) of Sultamicillin
25 12.5 6.25 3.12 1.56 0.78 0.39 0.19

,B-la((:tax)’nase 1 3 1
B-lactamase 1 2 1

(+)
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STUDIES ON SULTAMICILLIN

YutakAa KANAZAWA
Department of Internal Medicine,

Niitsu Medical Center Hospital

(1) In vitro sensitivity of 9 strains of A. influenzae and 8 strains of N. gonorrhoeae including g-lactamase
producer was determined by the agar dilution method. As the results, SBTPC showed almost similar MIC to 8-
lactamase producer i.e. ABPC resistant strains as well as ABPC sensitive strains in both bacterial species.

(2) SBTPC was administered to 2 cases; 1 case of urinary tract infection due to K. oxytoca, g-lactamase
producer and 1 case of chronic bronchitis due to H. influenzae, g-lactamase non-producer.

In both cases, clinically and bacteriologically good results was observed. No any side effect was observed in

both cases.



