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Streptococcus dysgalactiae subsp. equisimilis DIl

Table 1 Laboratory data on admission

[Peripheral blood] [Biochemistry]

WBC 1,600 /uL TP 47 g/dL CK 4419 TU/L
Myelo 30 % Alb 24 g/dL CK-MB 92 TU/L
Meta 12 % LDH 424 TU/L Mb 22,009 ng/mL
Stab 47 % AST 110 TU/L
Seg 13 % ALT 32 1U/L [Coagulation]

Eos 10 % 8-GTP 40 TU/L PT 60.7 %
Mono 20 % ALP 91 IU/L APTT 431 %
Lymph 22 % T.bil 0.9 mg/dL Fib 355 mg/dL

RBC 436 x 101 /uL BUN 32.6 mg/dL FDP 126 pg/mL

Hb 12.7 g/dL Cre 1.96 mg/dL

Ht 40.8 % Na 136 mEq/L [Blood gas analysis]

Plt 194 %101 /uL K 41 mEq/L pH 7.274

Cl 99 mEq/L PCO2 20.1 mmHg
Glucoce 127 mg/dL POz 96.0 mmHg
CRP 16.7 mg/dL HCO3- 9.1 mM/L

BE — 156 mM/L
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Fig. 1 Gram staining for blister contents

Fig. 2 Legs finding on second day after hospitalization
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Table 2 Physiological and genetical assay for clinical isolates of B-hemolytic
streptococci and their susceptibility to 9 antibiotics
[Characteristics]
Lancefield serotype  B-hemolytic PYR B-GUR
G strong (+) (=) (+)
emm Type slo gene sagA gene skcg gene
stG 485.0 (+) (+) (+)
[Susceptibility]
penicillin G =< 0.03 mg/mL erythromycin =< 0.25 mg/mL
sulbactam/ampicillin = 0.03 mg/mL clarithromycin = 0.25 mg/mL
cefotaxime 0.06 mg/mL clindamycin 0.25 mg/mL
panipenem = 0.015 mg/mL levofloxacin 0.25 mg/mL
meropenem = 0.015 mg/mL
18 HAEL L 72, like syndrome (STLS) % &, S. pyogenes \Z & % Bl%E
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A Case of Severe Necrotizing Cellulitis Caused by Group G Streptococcus dysgalactiae subsp. equisimilis

Yoshiki MISAWA"”, Shu OKUGAWA", Kimiko UBUKATA?, Katsuko OKUZUMI”,
Mitumasa OKADA”, Kyoji MORIYA" & Kazuhiko KOIKE"
YDepartment of Infection Control and Prevention, The University of Tokyo Hospital, ?Kitasato Institute for Life Sci-
ences, Kitasato University, *Division of Infection Control, Department of Medical Safety Administration, Dokkyo Uni-
versity School of Medicine Hospital, “Department of Biomolecular Science, Faculty of Sciences, Toho University

Group G streptococcus (GGS) is infrequently associated with severe invasive soft tissue infection and
toxic shock syndrome. A 74-year-old woman with a history of lymphedema of the lower extremities after
surgical and radiation therapy for uterine cancer and diabetic mellitus and admitted for swelling of the right
leg, fever, and dyspnea. She presented with shock and necrotizing cellulitis of the right lower extremity.
Laboratory tests showed leukocytepenia, acute renal and liver dysfunction, and muscle damage. She rapidly
developed multiple organ failure and necrotizing cellulitis. A swab from skin vesicle, throat, and blood cul-
ture grew Group G Streptococcus dysgalactine subsp. equisimilis. Despite endotoxin hemoadsorption therapy,
administration of antibiotics, and intravenous immunoglobulin, she died 9 days after admission due to toxic
shock syndrome caused by GGS. The M-protein gene (emm) typing of GGS isolated from both blood and
skin lesion showed stG 485.0. Three virulence genes, sagA, slo and skcg, were detected from GGS isolated

from them.
(J.J.A. Inf. D. 80 : 436~439, 2006)
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