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Neuroprotective Effects of Extracts of Guiling Pill on
Ischemic- Reperfusion Induced Brain Injury

XIAO Zhi-bing, LIN Zhi-hong, ZHU Dan-ni" , YAN Yong-qing, YU Bo-yang
( Department o Chinese Medicinal Prescription, China Pharmaceutical University, Narying 210038, China)

[ Abstract]  Objective: To investigate the antrinflammatory and neuroprotective action of Guiling Pill ( Fuling,
Baizhu and Danggui, FBD) on ischemic-reperfusion induced brain injury. Methods: Mice were orally administered 37.5
mg*kg ' supercritical fluid extract of FBD (FBD-CO,), 150 mg*kg ' aqueous extract (FBD-H,0), and 187.5 mg*kg '
both (FBD) beforehand, twice daily for 3.5 d, and subjected to repetitive 10 min ischemia and 24 h reperfusion, then
brain infarction was observed by 2, 3, 5-triphenyltertrazolium chloride (TTC) staining, the permeability of BBB was
examined by Evans Blue dyeing, the total blood leukocytes and its three subpopulations were counted while cerebral
myeloperoxidase (MPO) activity was detected, and levels in prostaglandin E,( PGE,) and nitric oxide (NO) were assayed
by spectrophotometry. Results: Compared with the saline-pretreated mice, oral pretreatment with FBD or FBD-CO, had
not only obviously less Evans Blue influx, and brain infarction, but also recruitment of leukocytes, evidenced with
maintained circulating neutrophils counts and low cerebral MPO activity; excessive cerebral prostaglandin E,( PGE,) , and

nitric oxide ( NO) production were markedly also restrained by FBD-CO,, rather than FBD-H,O. Conclusion: FBD
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exerted an antt inflammatory and neuroprotective action on cerebral I/R, partially via inhibition of neutrophils recruitment

and generation of NO and PGE,. lts antr- inflammatory effect was mainly related with FBD-CO,.
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10 min &L, Griess ¥ 550 nm | E &1 52 NO WK JE,
278 nm B ELEIIE PGE, W% .
2.6 Ziitordr N Origin7. 0 5 Excel #A:E47 %
PG AT, Bt (x E£5) For, WL 2 74T
TR L
3 #R
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Tab. 1 Effects of FBD, FBD- CO, and FBD-H, O on brain
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WAL, L5 oxk B2 AR PR A, /) B A0 M e ot 5 E 3
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Tab.2 Effects of FBD, FBD-CO, and FBD-H, O on leukocytes,
neutrophils, lymphocytes and monocytes in blood of ICR

mice injured by cerebral ischemia reperfusion(x ts, n= 7)

Dose Lewkocytes ~ Neutrophils ~ Lymphocytes ~ Monocytes MPO
o (meke™ ') (00 () Ty (00T (U
Sham — 381390 L0d0560 214300 0431009 (.12 39.107
IR - LOHY 05704 138000 0403031 0.2730.06
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Tab.3 Effect of FBD, FBD-CO, and FBD-H, O on NO content,
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ischemiar reperfusion(x ts, n= 7)
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