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Group A Streptococcal Infection and Its Present Condition in Korea
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With introduction of penicillin and improvement of
socioeconomic  status, severe group A streptococcal
(GAS) infections and their sequelae declined dramati-
cally since 1970s. However, there have been worldwide
rcports on the increase in invasive GAS infections and
the resurgence of rheumatic fever since mid-1980s.
Necrotizing fasciitis and streptococeal toxic shock syn-
drome produce marked hypotension and fatal outcome
with multiorgan failure. Mortality rate is over 30% in
spite of intensive antibiotic treatment and surgical de-
bridement of necrotic tissue. Scarlet fever is not un-
common, but toxic or septic scarlet fever is rare. In
Korea poststreptococcal glomerulonephritis (PSGN) is
increasing in Chinju city since 1994, while M12, a

nephritogenic  strain, was more common in Chinju
(26.3%) and Seoul (48.8%).

Because GAS is very common, highly contagious
and cause fatal infections, bacteriological and epidemi-
ologic studies on GAS infections should be continued,
With resurgence of rheumatic fever in developed
countries, the increasing incidence of PSGN in Chinju
arca may indicate the need of national surveillance
program.
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Table 1. Case Definition of Necrotizing Fasciitis

A. Definite Case
1. Necrosis of soft tissues with involvement of the fasci
Plus
2. Serious systemic disease, including cne or more of the
following:
a) Death
b) Shock (systolic blood pressure <90 mm of Hg)
¢) Disseminated intravascnlar coagulopathy
d) Failure of organ sviizms
a. respiratory faiiure
b. liver failure
¢. renal failure
3. Isclation of group A streptococcus from a normally
sterile body site
B. Suspected case
1. 1+2 and serologic confirmation of group A stepto-
coccal infection by a 4-fold rise against:
a) streptolysin O
b) DNase B
2. 1+2 and histologic confirmation:
Gram-positive cocci in a necrotic soft tissue infection
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ANTEY SHEEER
(Streptococcal toxic shock
syndrome, STSS)
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T4 SYoR o]o] et ExPEEA, wdsty ot}
WA ARG, YRS 1990 el 300 o]4o)
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2. 9= A (Streptococcal pyrogenic exotoxin)
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7% (menstruation)} &2t kgl 7l dibwd, STSS+=
dzAol} uh, ¥, AN T AR Hel W
ok TSSE deolfuljokolld Fo] A9 ¢ Aet XAeE 2~
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