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Brain Damage Induced by Repeated Febrile
Convulsions in Immature Rats

CHANG Xing-zhi , QIN Jiong, WU Xi-Ru
Department of Pediatrics, First Hospital , Beijing University, Beijing 100034, China

Abdgtract : Objective To study the effect of brain damage induced by repeated febrile convulsons (FC) during
early lifein rats. Methods Sxty-five 16 d rats were randomly divided into two groups: norma control group (n = 15)
and warm water-treated group (n=50) , and the latter was further divided into FC and norr FC groups. The rat FC
mode was developed by warmrwater-immerson (45 ). The memory capacity was tested by usng a Morris water maze
method Neurona changes were detected by thionine sain, TUNE. gain and eectron microsopy. Results  The
searching plat form latency of rats with FC was sgnificantly longer than that of the norma controls [ (8.33+9.83) svs
(4.00+£2.96) s; P <0.01]. The number of TUN EL-postive neurons sgnificantly increased in the FC group compared
with that of the norma control and non FC groups [ (9.67 £5.52) vs (5.08 £4.12) ; (9.67 £5.52) vs (3.17 +
3.35) , both P <0.05]. The mitochodrion changes, manifesting as swelling, ridge unclear or disgppeared and vacuolar
gppearcance, were found dectron-microscopicaly , whereas no sgnificant change was demonstrated by thionine stain.
Conclusions Repeated FC may induce brain damage in immature rats.
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Figure | Photographs of TUNEL-stained sections in hippoe-

ampus (normal control group) .
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Figure 3 Ulrastructure of hippocampal neurens (normal con-
trol group) .
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Figure 2 Photographs of TUNEL-stained sections in hippoc-

ampus (febrile seizure group)
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Figure 4 Ultrastructure of hippocampal neurons (febrile sei-

ZUre group) .
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Figure | SMA 1 displayed large-group
atrophic fibers with round changes (HE, x
200)
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Figure 2 The fibers showed cluster atra-phy
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Figure 3 The type grouping were appar-
ent in SMA |, Type | fiber displayed dark
stain and Type 2 with light stain (ATPase
at pH 4.3 x 100)



