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Effects of sulforaphane on inflammation of focal cerebral ischemia/reperfusion
injury in rats
WANG Ling’e',ZHAO Jing
(1. Department of Neurology,General Hospital ,Chongqing Steel & Iron Corporation;2. Teaching and Research
Section of Pathophysiology , College of Basic Medicine ,Chongqing Medical University)

[ Abstract]Objective ; To explore the protective effects of sulforaphane(SFN) on inflammation of focal cerebral ischemia/reperfusion in—
jury in rats and its possible mechanism. Methods : Middle cerebral artery occlusion(MCAQ) was induced by intraluminal suture. Five
mg/kg SFN was administrated intraperitoneally at 60 min after MCAO. At 24 h after reperfusion,neurologic deficiency scores were de—
tected and the infarct volume was evaluated by TTC staining. Myeloperoxidase (MPO) activities in rat brain were measured as an in—
dex of neutrophil infiltration. Expressions of nuclear factor—kB(NF-kB) , tumor necrosis factor—a(TNF-a) and interleukin—6 (1L-6)
in rat brain were determined by Western blot. Results ; Neurological deficiency scores((2.49 +£0.48) vs. (1.34 +0.62),P=0.000) were
significantly improved,infarcted volume was diminished ((0.41 £0.02)% vs. (0.26 +0.03)% ,P=0.000) and activity of MPO in cere—
bral tissues((0.43 £0.02) U/g vs. (0.35+0.02) U/g,P=0.000) was decreased in 5 mg/kg SFN group than in MCAO group. Results
of Western blot showed that SFN could also decrease the expression of NF—kB,TNF-a and IL-6 compared with those in MCAO
group((0.39 £0.05) vs. (1.65+0.05),P=0.000; (0.30 +0.05) vs. (0.91 +0.03),P=0.000; (0.49 £0.11) vs. (1.50 £ 0.03),P=0.000).
Conclusions . SFN exerts the neuroprotective effect on cerebral ischemia/reperfusion injury in rats through inhibiting the inflammatory
response , which may be associated with the inhibition of NF-kB, TNF-a and IL-6 expression.
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Tab.1 Effects of SFN on neurological deficiency scores and
infarcted volume after cerebral ischemia/reperfusion

inrats(x +s,n=6)

215 MAIRE (4r)  IEEISEATR (%)
25 D IR 0 0
MCAO 21 2.49 +0.48" 0.41 +0.02*
SFN 4 1.34 £ 0.62" 0.26 + 0.03*"
F{§ 64.6 296.7

P{H 0.000 0.000

T za, G2 PN BT LEAL, P=0.0005b, 55 MCAO 4 L4, P=0.000
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Tab.2 Effects of SFN on neutrophil infiltration after cerebral

ischemia/reperfusion in rat ( x +s,n=6)

215 MPO 1 (Ulg)
25 X IR 0.14 +0.03
MCAO £ 0.43 +0.02*
SFN 2 0.35 +0.02
F{E 343.6
P1H 0.000

T ra, 525 FIRHRZH HLAR L P=0.000; b, 5 MCAO 20 L%, P=0.000
2.3 SFN 4 Jidk fn B i & NF—kB TNF-a YA B IL-6 % &
F &3 G20
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REIL, SRR Ty 225007 FAES BN 1 14427149 2 1027,
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1.6
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1.2
TNF-a 1.0
0.8
IL-6 0.6
04
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1 SFN X$hufk M B #E i R NF-xB. TNF-«
MR IL-6 EAFRIEHIZ M
Fig.1 Effects of SFN on expression of NF-xB, TNF- «

and IL-6 after cerebral ischemia/reperfusion
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Study of the chitosan thermosensitive hydrogel loading Drynaria Rhizome,
Coptis chinensis and Panax notoginseng in experimental regeneration of

periodontal defect
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(1. Department of Endodontics ,the Affiliated Hospital of Stomatology ,Chongqing Medical University;
Chongqing Research Center for Oral Diseases and Biomedical Science ;2. Department of Periodontology ,the
Affiliated Hospital of Stomatology ,Chongqing Medical University)
[ Abstract]Objective : To discuss the effect of the chitosan thermosensitive hydrogel loading Drynaria Rhizome, Coptis chinensis and
Panax notoginseng (sanhuangbu) on the repair of periodontal defects. Methods : Totally 36 male SD rats were enrolled and periodon—
tal fenestration model in mandibular molar area was prepared. Then all rats were divided into three groups in matched pair: group filled

with chitosan thermosensitive hydrogel loading sanhuangbu (hydrogel and medicine group), group filled with nothing or filled only with
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