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Table 1. Autapsy findings in 11 cases of tetanus neonatorum

4 3 6

Case No., 1 2 3 7 3 9 10 11 Total
Sex/Age (days) Ff7 M/3 F10 M8 M7 Ff? M/T  F/8 M2 M/T F/8
Brain

ischemic necrosis — + M5 + - + - + M5 - - 4/ 9
Lung

congestion + + + + + t + + 1111
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bronchopneumonia — + - — + - - — —_ - i
Liver

fatty change D D D D F W] F A D D [ 10/11
Kidney

tubular degener. — + — + + + — — + + — B/11
Adrenal

cortical change + + - - + — — — + - 6/11

medullary congest, + + — ~ + + - — + - - 5011
Skeletal Muscle

degen — M5 M5 + - + - - + — + 4/ 8
Cardiac Muscle

degen NS+ + “+ + + NS + M5 MS B &
1. CNS: Central Nervous System 2, degen. : degeneration 3. comgest. : congestion
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Fig. 4. Kidneyv section showing
vacuolar change of tubular
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= Abstract =

Autopsy Findings of Neonatal Tetanus

de . Chi, M1 and Sang Woon Chei, MDD,

Leprrtment of Pathology
Seord National University College of Medicine

During last 28 vears since 1962 we experienced 11
cazes of neonatal tetanus that was clinically diagnosed
and autopsied at the Department of Pathology, Seoul
National University Hospital. All these cases were
encountered before the vear 1980, and was caused by
cutting the umbilical cord with unsterilized scissors. All

Aok FAFe] F7 4T~

the patients had onset of characteristic svmptoms of
seizure in first few days and died within a week in most
CASes.

Postmortem findings could be summarized as follows:

1) The most impressive pathological finding was
found in lungs, which was multifocal intraalveolar hem-
orrhage. In 3 cases bronchopneumonia was combined,
but in almost all cazes, only fresh hemorrhage and
edema were found.

2} Fatty changes of hepatocytes, focal degenerations
of cardiac and skeletal muscles, vacuolar change of
proximal tubules were found.

3) The changes of other organs seemed to be the
secondary changes due to hypoxia.

Key Words: Neonate, Tetanus, Lung hemorrhage
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