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The Examination of Detected Bacteria of Peritonsillar Abscess and The Other Abscess

Disease.

Makoto MURAYAMA

Nakatsugawa Municipal General Hospital

Tosihyuki FUJISAWA, Kenji SUZUKI, Tadao NISHIMURA

Department of Otolaryngology, Second Affiliated Hospital Fujita Health University

We examined bacteria of peritonsillar abscess and the other abscess disease.

Body temperature, WBC and CRP by the existence of the treatment were com-

pared and were examined. The establishing process of peritonsillar abscess is exam-

ined and is reported.
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Table 1 Detacted bacteria from peritonsillar
abscess and other abscess disease.
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a-streptococcus 21 IR .
S. pyogenes 8 S. pyogenes 1
S.milleri 12 S.milleri 2
_ i _ 6 S. pneumoni ae 1
HREE S. aureus 1
Bacteroides spp. EEME

3
Fusobacterium spp. 1
Peptostreptococcus spp. 3 b¢
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Fig. 1 Bacteria detection condition due to the
exiseence of the former treatment.
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Fig. 2 The comparison of the body temperature
by the existence of the treatment.
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Fig. 3 The comparison of CRP by the existence
of the treatment.
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Fig. 4 The comparison of WBC by the existence
of the treatment.
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Fig. 5 The establishing process of peritonsillar
abscess."

Fig. 6 Deep neck infection by the hypopharynx
pyriform sinusitis fistula.

Fig. 7 The peritonsillar abscess which develops
to temporal region.
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