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Tab 1 Effects of ME and NLX applied via ih on the

development of seizure induced by KA in rats

Seizure behavior dev elop ed

Group n
n % ny %
[ 4 0 0.00 4 100. 00
II 13 12 92.31 1 7. 96
m 11 2 18.18 9 81. 82
Y 12 12 100. 00 0 0. 00
\4 9 2 22.22 7 77.78
VI 12 1 8.33 11 91. 67

ni: No.of rats with epilepsy;n: No. of rats without epilepsy
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Fig 1 Hippocampal CA3 area after KA ip ( HEC 400)
A Rats exposed to KA 8 mg /kg (ip) and saline S#1ih. No signs of seizure. Only slight abnormalities are ob-
served in the processes and nuclei of neurons(arrow); B Rats exposed to KA 12 mg /kg (ip) and saline S+ 1

(ih) expressed seizures. Massive edema in all layers of the C A3 area can be seen and the pyramidal cells and

their processes are agryrophilic (arrow).
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Effects of met-enkephalin and naloxone on kainic acid-induced epilepsy

in rats

Gao Enquan, Liao Weihong (Research Institute of Field Surgery, Daping Hospital, Third Military Medical University,

Chongqing, 400042)

Abstract Objective: To investigate the behavioral and histological effects of met-enkephalin (M E) and

naloxone (N LX) on kainic acid-induced epilepsy in rats. Methods: After the rats were anesthetized with in—

traperitoneal injection of sodium pentobarbital (30 mg /kg), their heads were mounted onto a SN-1 stereo—

taxic apparatus ( Narishige). Guiding cannula with a tip diameter of 0. 5 mm was slowly implanted in C Al

area of the hippocampus (APQ 3. 0; RL 3 0; HO: 3. 0) on both sides. ME and N AL were microinjected

through theimplanted cannulainto the bilateral CAl areas of awake rats within 10 min. Intraperitoneal injec—

tion of 10 mg/kg or 12 mg/kg was immediately conducted. The extracted hippocampal tissue was embedded

with paraffin and sectioned- The sections were then stained with HE and observed with microscopy- Results:

Intrahippocampal microinjection of M E augmented epileptogenic action and neurotoxic effects of kainic acid

(KA) while NLX retarded them. Conclusion: The endogenous opioid peptides may play an important role in

regulating hippocampal excitability in KA-induced epilepsy in rats.

Key words met-enkephalin; naloxone; kainic acid; epilepsy; hippocampus; rat



