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Table 1. Drug susceptibilities of 56 clinical isolates of Helicobacter
pylori to various types of antimicrobial agents
MIC (uxg/ml)
Drug
50% 90% range
Amoxicillin <0.025 =0.025 =0.025—0.20
Amoxicillinclavulanic acid  <0.025 0.05 =0.025-0.20
Fropenem =0.025 =0.025 =0.025—0.05
Levofloxacin 0.39 3.13 0.10 —25
Erythromycin 0.10 100 =0.025—>100
Clarithromycin 0.05 6.25 =0.0256—-25
Roxithromycin 0.10 100 =0.025—>100
Azithromycin 0.20 >100 =0.025—>100
Rokitamycin 0.39 50 =0.025—>100

* 50% and 90%, MICs for 50 and 90% of isolates tested,
tively

respec-

¥ 0.05 ug/ml L{EWETSH - 720 MIC range 2* 58 5
2Ry, RERETXT 020 ug/ml LT ClERRIZEE
Db hrole FRPM (& MICs, MICs & HiIZ=
0.025 ug/ml T, RERICHW 9 BOMBEEOLENTD
> & HHWEHER L, /2 MIC range $ =0.025
~0.05 ug/ml &, FRPM @ MIC %% 0.10 ug/ml YL E®D
BEE oK FELED o7 v 27054 F% 5 EH)
I2BWT, MICw fiid CAM @ 0.05ug/ml 25 > & b
f£<¢, KT EM, RXM @ 0.10 ug/ml, AZM ® 0.20
ug/ml, RKM % 0.39 ug/ml TWihdBREHRTH
o726 LA L MICw fliiZ CAM ® 6.25 ug/ml % B Xt
4 EHIETXT 50 ug/ml YL EWHEIRTH > 7o MIC
range i CAM #'<0.025~25 ug/ml THiX=<0.025
~>100 ug/ml & &I SEEMEKRT TLLSM L
72 =a2—%F /0 D LVFX i MICs T 0.39 ug/ml,
MICw id 3.13 ug/ml Td - 72o MIC range ¥ 0.10~25
ug/ml & AEHNI LB EERTHLRTEA
DEEVBR LNz,
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Table 2 IZ/;R L7z AMPC, CVA/AMPC Zi#RitkL
i, BHRICKZIERL, WEHD MICeo HIZTRTS
0.025ug/ml & F 572K B L Tdh o7 MICo fHIL I
h, BOKIIMEHF L DHBIC=<0.025ug/ml THozDIZ
» L, G#EETHIEZ AMPC 0.05 ug/ml, CVA/AMPC
0.10 ug/ml & 2~4 EEWETDH o7, FRPM i3, #
EETB L R, BOZEKIZ MICo, MICw fHE B
1250.025 ug/ml Thorzo 7054 FRIABETH,
BERPBIUOBEBICOM SN ERICTHERIZ L
FIEL?. B#EAIBKD MICs fliZ CAM ©=0.025
ug/ml 75, EM, RXM ® 0.10 ug/ml, AZM, RKM
X $12 0.20 ug/ml THEHH, HOKD CAM 0.05
ug/ml, EM, RXM 0.10 ug/ml, AZM 0.20 ug/ml,
RKM 0.39 ug/ml & £iF 1~2 {5 Th o720 L LB
ERj#RICx$ % MICs i CAM @ 0.10 ug/ml 5
EM, RKM O 0.78 ug/ml 123 L, x5, BICHlES
NHIZIZ CAM 4% 125 ug/ml, D) 4 FHIETTRT
100 ug/ml LA L & BH & 2B % B 72 LVFX i35
A, EFBICTHMINIZHEBET MICow BLU
MIC«fHICIZE A EEIR 2 1~2 BRETH -7
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Table 2. Drug susceptibilities of Helicobacter pylori isolates from patients before, during and after drug

treatments
MIC (ug/ml)®
50% 90% range
Drug during during during
before® or before or before or
after® after after

Amoxicillin =0.025 =0.025 0.05 =<0.025 =0.025- 0.20 =<0.025
Amoxicillin/clavulanic acid =0.025 =0.025 0.10 =0.025 =0.025- 020 =0.025- 0.05
Fropenem =<0.025 =0.025 =0.025 =0.025 =0.025 =0.025- 0.05
Levofloxacin 0.39 0.20 6.25 3.13 020 - 25 0.10 - 6.25
Erythromycin 0.10 0.10 0.78 >100 0.05 - 100 =0.025- >100
Clarithromycin <0.025 0.05 0.10 12.5 <0.025- 6.25 =0.025- 25
Roxithromycin 0.10 0.10 0.20 >100 =0.025- 50 =0.025- >100
Azithromycin 0.20 0.20 0.39 >100 <0.025->100 0.05 - >100
Rokitamycin 0.20 0.39 0.78 100 <0.025- 50 0.10 - >100

* 50% and 90%, MICs for 50 and 90% of isolates tested, respectively

* before (27 strainsj ¢ during or after (29 strains)
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Drug susceptibility of Helicobacter pylori freshly isolated from gastrointestinal
mucosa of patients with peptic ulcer

Intetsu Kobayashi”, Haruyo Toda", Miyuki Hasegawa", Minoru Nishida,
Toshio Fujioka? and Masaru Nasu?

U Chemotherapy Division, Mitsubishi Kagaku Bio Clinical Laboratories, Inc.,
3-30-1 Shimura, Itabashi-ku, Tokyo, Japan
? Second Department of Internal Medicine, Oita Medical University

We determined the susceptibility of 56 strains of Helicobacter pylori, freshly isolated from the
gastrointestinal mucosa of patients with peptic ulcer, to different types of antibacterial drugs. All
the strains tested were susceptible to amoxicillin and clavulanic acid/amoxicillin with MIC values
of 0.20 ug/ml or less, indicating no resistance to these drugs. The antibacterial activity of fropen-
em was significantly more potent than that of the 8 other drugs tested. The MICs of fropenem
were =0.025 ug/ml for 55 of the 56 strains and 0.05 ug/ml for the remaining strain. The MICs of
the 5 macrolide derivatives were 0.05~0.39 ug/ml. However, the MIC« values of four drugs (ery-
thromycin, azithromycin, roxithromycin and rokitamycin) except clarithromycin were 50 ug/ml or
more, which indicates that some strains were resistant to these four drugs. The MICs of lev-
ofloxacin for all of the test strains except for one were distributed between 0.10 and 6.25 ug/ml.
The 56 strains of H. pylori were allocated to 2 groups; Group 1 consisted of 27 strains isolated
before antibiotic treatment for the eradication of the bacteria and Group 2 consisting of the
remaining 29 strains isolated during or after the treatment. When both groups were compared
for drug susceptibility, the number of strains resistant to these antibacterial drugs was signifi-
cantly larger in Group 2 than in Group 1. These results suggest that eradicative therapy with
antibacterial drugs in peptic ulcer patients infected with H. pylori may induce resistance to the
antibacterial drugs used. Therefore, special attention should be paid to the prevention of the
emergence of this type of resistance.



