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There has been a dramatic increase in the number of reported cases of infection due to
Vibrio vulnificus in Taiwan. Although the organism has been etiologically implicated
in a variety of clinical syndromes, most cases of V. vulnificus infection either are
associated with wound infection or are categorized as primary septicemia. In
reviewing the literature, 193 cases were available for analysis. For the patients with
primary bacteremia, 89 ( 94.7% ) of 94 had underlying diseases, especially chronic
liver diseases. Causes of infection could be found in 41 ( 78.8% ) of 52 cases. All of
them were related to seafood consumption. The incubation periods were very short,
and the most striking clinical manifestations were skin lesions. Secondary skin lesions
were found on 61.5% (69 of 106 ) of the patients with primary septicemia. The
mortality rate was as high as 54.2% ( 51 of 94 ). More than one-half of cases of
wound infection ( 44 of 80 ) were associated with underlying diseases. For all but



seven cases ( 91% ) causes for the infection were determined. All of these patients had
injuries due to fish bites or seafood handling or wounds that were exposed to salt
water. The mortality rate was low ( 25.3% ) compared with that for patients with
primary bacteremia. Our in vitro data showed that cefotaxime and minocycline acted
synergistically in inhibiting V. vulnificus. Furthermore, our in vivo results indicated
that combination therapy with cefotaxime and minocycline is distinctly more
advantageous than therapy with the single antibiotic regimen for the treatment of
severe experimental murine V. vulnificus infections.  (J Intern Med Taiwan 2002;
13:189-193)



