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Abstract

A Case of Slowly Progressive Bacterial Fasciitis of Group A Hemolytic Streptococcus

Yuya Sugitatsu, Masayuki Sasaki, Hiroyuki Ishida, Sozo Okano and Hiroshi Kuroda
Department of Pediatrics, Kyoto City Hospital
Tsunehiro Shimizu
Department of Infectious Diseases, Kyoto City Hospital
Takaaki Shirai
Department of Orthopedic Surgery, Kyoto City Hospital

Group A Hemolytic Streptococcus is a human-adapted pathogen that causes a variety of diseases, including
pharyngitis and invasive infections. As invasive infections, severe invasive hemolytic streptococcal infections and
necrotizing soft tissue infections are well known, but in both cases the progression of the disease state from onset is
quite abrupt and dramatic, and within several tens of hours tissue necrosis including soft tissue necrosis is often a
disorder of multiple organs leading to death. We detected group A S -hemolytic streptococci from the culture of abscess
attached to the fascia and blood culture in a 4-year-old boy suspected of having bacterial fasciitis, but did not match
the clinical picture of necrotizing or fulminant type. The clinical course was slow and general state was also relatively
stable. We examined the pathogenic factors of group A streptococcus strains which became the causative bacteria. In
cases suspected to be soft tissue infection caused by Group A streptococcus, it is important to assume a pathological
condition of necrosis or fulmination and to perform surgical intervention without hesitation if these signs are detected.
However, depending on the causative strain, we need to be aware of the possibility of non-dramatic and non-necrotizing
disease types as in this case. (J Kyoto City Hosp 2018; 38(2):51-54)
Key words: Group A f -hemolytic streptococcus, Bacterial fasciitis, Severe invasive hemolytic streptococcal infections,
Necrotizing soft tissue infections



