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Effects of Pranlukast on Scopolamine-induced Memory Impairment in Mice

TAN Yongjinl, TANG Susuz, HONG Haoz*(l.Anqing Medical and Pharmaceutical College, Anqing 246052, China;
2.Department of Pharmacology, China Pharmaceutical University, Nanjing 210009, China)

ABSTRACT: OBJECTIVE To investigate the effects of pranlukast on memory impairment induced by scopolamine in mice
and its underlying mechanisms. METHODS Pranlukast(0.3, 0.6, 1.2 mgkg '-d™") was orally administered 0.5 h after
intraperitoneal injection with scopolamine (0.8 mg-kg™'-d™") for consecutive 14 days. Memory function was evaluated by Morris
water maze and Y maze tests. Changes in cholinergic system reactivity were also examined by measuring the acetylcholine (Ach)
and acetylcholinesterase(AchE) in the hippocampus and cortex. RESULTS Treatment with pranlukast(0.3—1.2 mgkg™'-d™)
significantly decreased the escape latency in hidden platform test and increased the time spent in the platform quadrant and the
number of platform location crossings in the spatial probe test, and increased the correct number in Y maze test. Pranlukast also
significantly increased Ach level and decreased AchE activity in the hippocampus and cortex. CONCLUSION  Pranlukast may
improve scopolamine-induced memory impairment through elevation of brain Ach levels resulting from inhibition of AchE

activity in mice.

KEY WORDS: pranlukast; scopolamine; learning and memory; acetylcholine; acetylcholinesterase
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Fig. 1 Pranlukast improved scopolamine-induced memory
impairment in Morris water maze and Y maze tests(n=10,
X*s)

A—changes in escape latency to reach the platform in the visible platform
test (days 1-2) and the hidden platform test (days 3—5); B—the time spent
in the target quadrant; C—the number of platform location crossings;
D—the representative swim paths of individual mice; E-the number of
correct choices in 10 times of Y maze tests.

Compared with negative control group, "P<0.05, 2P<0.01.
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Tab. 1 Effects of pranlukast on Ach levels and AchE activity of the hippocampus and cortex in scopolamine-treated mice(n=4,
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