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A CASE OF HEMATURIA ASSOCIATED WITH
CEFEM GROUP ANTIBIOTICS

Hiroshi Okuno, Keisei Okamoto and Takuo Fukuyama
From the Department of Urology, Kyoto National Hospital

Mikihiko Fujii and Tameo Nakano
From the Department of Cardiology, Kyoto National Hospital

The patient was a 76-year-old male with disturbance of consciousness due to cerebral infarc-
tion. He was found lying in his garden on July 30, 1990 and was immediately hospitalized. Cen-
tral venous alimentation was started on the same day, because the patient was incapable of oral
nutritional intake. Aspiration pneumonia developed on August 3. As Pseudomonas aeruginosa and
Candida were detected by sputum cultures on August 20, antibiotics were changed to latamoxef
(LMOX), 6 g/day, tobramycin, 180 mg/day, and fluconazole, 200 mg/day, from August 30. Macro-
scopic hematuria was noted after exchange of the urcthral catheter. Hematuria gradually worsened,
bladder tamponade occurred, and anemia had exacerbated with Hb decreasing from 13.4 to 8.7 g/dl
and Hct from 39.1 to 26% on September 14, when the patient was referred to our department.
Corresponding marked increases were observed in PT from 11.5to 50.1 seconds and in APTT from
33.7to 107.6 second. As the hematuria was suspected to be due to vitamin K deficiency hypopro-
thrombinemia induced by LMOX, its administration was discontinued on the day of the referral.
Hematuria was alleviated from the next day, and PT normalized to 12.1 seconds and APTT to
36.6 seconds 3 days after discontinuation. The administration of vitamin K was started on this

day, and hematuria disappeared 7 days after discontinuation of LMOX administration.
(Acta Urol. Jpn. 38: 213-217, 1992)
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Fig. 1. Clinical course
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@ Inhibition of vitamin K synthesis due to suppression of intestinal
bacterial flora

@ Inhibition of vitamin K recycling by the side chain N-
methyltiotetrazole group at position 3 of cefem compounds.

@ Inhibition of platelet aggregation by the carboxyl group in the side
chain at position 7 of cefem compounds.

Mechanism of induction of bleeding tendency by antibiotics

Cefems containing the NMTT group
cefoperazone (CPZ), latamoxef (LMOX), cefmenoxime (CMX)
cefotetan (CTT), cefmetazole (CMZ), cefbuperazone (CBPZ)
cefpiramide (CPM)

Cefems containing the carboxyl group
latamoxef (LMOX)

Fig. 3. Chemical structures of cefem group
antibiotics with N-methyltiotetrazole
(NMTT) and carboxyl groups
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Fig. 4. Vitamin K cycle and biosynthesis of
prothrombin
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Fig. 5. Metabolism of ethanol and antabuse-like
action
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