- 542 - Chinese Journal of New Clinical Medicine, June 2011, Volume 4 , Number 6

VTGN
FARZIR

i L6 24k A W0 98 1] i R 23 A

W URE

PEFBA: 532300 )74, KT E AR EE Bt 22 A}
YEZ T VFOTHE(1963 - ) 3 R2FARL, TR BN, 507 0] . MZENFRERIZIA . E-mail ; xys. 88888@ 163. com

[(FE] B BTSRRIk AR A I R AL, iR X 841 BIZ MK CT kS /Y H o
I ST A 22T I O A B RO R AR R RS R MR R K R R AT BB, R St
IS5 4k A HGIR R0 11, 65% (98/841) il K AE 598 AL AT 56, B8 K % J2 s AR T 1 J2 35 oy BB R M2
RIDL 4 B K EAE (G 57. 14% (56/98) , KAERT[AIAE N K ER K 73. 46% (72/98) , /20 98 Bil 35 v, %k 3 2k
IR E RAN, AR AR T BURIR & E . 18 SR i 45 2 i RO & 1 0 IR R 2 — |, 25025
JE AR N R AR R BB U B R AER , BRI L) & B KR AEN B 16 RIAIT AR .

[E@IA] WM W IR
[(FESES] R742.1 [X#EFRIRE] B [XEHS] 1674 -3806(2011)06 — 0542 - 03

doi:10.3969/j. issn. 1674 —3806.2011.06. 18

Clinical analysis of 98 patients with symptomatic epilepsy secondary to cerebrovascular disease XU Yuan-
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[ Abstract] Objective To explore the clinical character of symptomatic epilepsy secondary to acute cerebro-
vascular disease. Methods The incidence,way,time and clinical therapeutic effects of symptomatic epilepsy second-
ary to acute cerebrovascular disease in 841 acute cerebrovascular disease patients with no epileptic history and con-
firmed by cranial CT scan were retrospectively analyzed. Results The incidence of secondary epilepsy following acute
cerebrovascular disease was 11. 65% (98/841). The epilepsy seizures were relevant to lesion site. The patients whose
lesions of acute cerebrovascular disease located in or near cortex were more likely to suffer secondary epilepsy. The pa-
tients whose epilepsy seizures occurred in a half year after acute cerebrovascular attack accounted for 73. 46% (72/
98). Among 98 patients in this study,reappearance of epilepsy seizures were found in 3 patients. Conclusion Acute

cerebrovascular disease is a cause of symptomatic epilepsy. Most of patients mentioned above have secondary epilepsy

seizures in a half year after acute cerebrovascular attack and epilepsy is the first symptom in some patients.
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The value of ultrasound diagnosis in clincal trearment of uterus incision poor healing after cesarean section.

LIU Liang-hua, LI Dong-mei, LIANG Gu-ling. Department of Ulirasonography, Qinzhou Second People’ s Hospital

Guangxi 535000, China

[ Abstract] Objective

To discuss the value of ultrasound diagnosis in clincal trearment of uterus incision

poor healing after cesarean section. Methods The data of the ultrasonic images and clinical treatment in 14 cases of

uterus incision poor healing treated in our hospital from March 2003 to June 2009 were restrospeatively analyzed. Re-

sults Uterus incision poor healing after cesarean sectioin had characteristic ulrasonic images. It can provide guidance

for clinical treatment. Conclusion Ultraonic scan can diagnose acurately uterus incision poor healing after cesarean

section,and provide important basis for clinical treatmen.
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