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Table 1. MICs of five new quinolones and minocycline against Chlamydia trachomatis D, E and F strains
. MIC (ug/ml)
Organism - - -
D strain E strain F strain
Grepafloxacin 0.125 0.125 0.125
Temafloxacin 0.125 0.125 0.125
Tosufloxacin 0.125 0.125 0.125
Ofloxacin 1.0 0.5 0.5
Levofloxacin 0.25 0.25 0.25
Minocycline 0.063 0.031 0.031

Table 2. Activity of five new quinolones and minocycline against 40 clinical isolates of Chlamydia trachomatis

MIC (ug/ml)
Drugs
range MICs, MICyq,
Grepafloxacin 0.06 ~0.125 0.125 0.125
Temafloxacin 0.125~0.25 0.125 0.25
Tosufloxacin 0.125~0.25 0.125 0.25
Ofloxacin 05 ~1.0 0.5 1.0
Levofloxacin 0.25 ~0.5 0.12 0.5
Minocycline 0.03 ~0.06 0.03 0.06
100 —
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Fig. 1.

Activities of five quinolones and minocycline against 40 clinical isolates of Chlamydia trachomatis.



72 BARILEREFIME

JULY 1995

——

0.254g/ml, TFLX; 0.125~0.254g/ml, OFLX; 0.5~
1.04g/ml, LVFX; 0.25~0.5ug/ml$B & U'MINO; 0.03 ~
0.06ug/mlTH o7, MINOODMICHB/D/NEL 253 Y
TRISEDEREL LTENRTV S Z LR INT,

Za—F /0y REBRMERED LA T, GPFXAR
LIMWITE N EAE L, MINODL/20ENTH o 72,
PLH 1) D9k X 1ZGPFX > TMFX =TFLX >LVFX>OFLX
DWETH o7 TLINLOEAWHMEERTHRIEIZ N
EFTHOEIAHBL TR,

2. C. trachomatis D¥EDIFH MR - RIZT Y

C. trachomatis D¥RIZGPFX % 0.1254g/ml (MIC) B & U
0.03ug/ml (1/4MIC) D BE RN L 7= e O HE TR AR 12 &
2T B LM L7 (Fig 2)o McCoy #H A2 1235 X
10'IFU/mlD C. trachomatis Dk % W& & &, #28¥89 (10,
24, 34, 50hrs) ICH AGE BB LR, ERERNE
TSRS0I £I27.5 X 10°IFU/ml ¥ THFET 2 DI
3 LT, GPFX: 0.03ug/ml(1/4MIC) iRN# T136.8 X

109 o—o Grepafloxacin (0.125 pg/mi)
o—e Grepafloxacin (0.03 pg/ml)
10° o—a Control

0 10 26 34 50
hours after infection

Fig. 2. Growth curve of Chlamydia trachomatis D strain
in McCoy cells with or without grepafloxacin.

Fig. 3.
infected McCoy cell 48 h after
infection. Numerous elementary
bodies (EB) are visible in the
glycogen-containing inclusion.
(x35,000)

Chlamydia trachomatis D strain- Fig. 4. Chlamydia trachomatis-infected
McCoy cell 48 h after infection.
Grepafloxacin (0.03 pg/ml).
Irregular RB and a few EB are
seen. (x35,000)
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Fig. 5. Chlamydia trachomatis-infected
McCoy cell 24 h after infection.
Minocycline (0.03 pg/ml).
Enlarged irregular RB (but no EB)
are seen in the inclusion. (x25,000)
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In vitro activity of grepafloxacin and other new quinolones
against Chlamydia trachomatis

Ariaki Nagayama and Tomokazu Nakao
Department of Microbiology, School of Medicine, Fukuoka University
7-45-1 Nanakuma, Johnan-ku, Fukuoka 814-01, Japan

The in vitro activities of new quinolones against three standard strains (D, E, and F) and 40 clinical
isolates of Chlamydia trachomatis obtained from patients with nongonococcal urethritis were compared
with those of minocycline (MINO). Monolayer cultures of McCoy cells (3 to 5X10%ells/well) in flat-
bottomed plates with cover glasses were infected with 5,000 to 10,000 inclusion-forming units of each
Chlamydia stock solution. After 72 h of incubation with each antibiotic dilution, the cells were stained
with fluorescent monoclonal antibody and examined by fluoresceuce microscope to determine the presence
of inclusions. The minimum inhibitory concentration (MIC) of each drug which completely inhibited the
formation of the inclusion bodies was determined. The ranges for the MIC against the clinical isolates
were as follows: MINO, 0.03 to 0.06 pg/ml; grepafloxacin (GPFX), 0.06 to 0.125 pg/ml; temafloxacin
(TMFX) and tosufloxacin (TFLX), 0.125 to 0.25 ug/ml; ofloxacin (OFLX), 0.5 to 1.0 xg/ml and
levofloxacin (LVFX), 0.25 to 0.5 pg/ml.

Among the five new quinolones, GPFX was the most active antichlamydial agent, followed by TMFX
and TFLX, LVFX and OFLX.

These new quinolones should prove to be promising drugs for the treatment of Chlamydia infections.



