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Sulforaphane protects neurons against injury induced by oxygen-glucose depriva-

tion/reoxygenation

Wu Xuemei' , Wu Jingxianl , Yu Shanshan' , Zhao Jing2 , Zhao Yongl (' Department of Pathology, *Department of Pathophysiolo-
gy College of Basic Medical Sciences, Chongqing Medical University, Chongqing, 400016, China)

[ Abstract | Objective To study the protective effect of sulforaphane (SFN) on in vitro-cultured corti-
cal neuron injury induced by oxygen-glucose deprivation/reoxygenation ( OGD/R). Methods Cortical neu-
rons of neonatal SD rats after 5 —6 days’ primary culture were randomly divided into control group, OGD group
and SFN group. An OGD model of cortical neurons was established. One hour after R, a mimic model of reper-
fusion was established. During OGD/R, cortical neurons were treated with 0.1 mol/L,0.5 pwmol/L,1.0 pwmol/L,
and 2. Spmol/L SFN, respectively. Twenty-four hours after R, survival rate of cortical neurons was detected by
MTT assay, LDH release was measured to determine cortical neuron injury, and expressions of 8-OHDG and
NQOL1 in cortical neurons were detected by immunofluorescence staining and Western blotting, respectively.
Results MTT assay showed that the survival rate of cortical neurons was significantly higher while the LDH re-
lease was significantly lower in 1 mol/L SFN group than in OGD group (54.56% +8.75% wvs 37.51% =+
9.39% , 330.91 = 152. 33 mmol/L vs 769. 87 +275. 63 mmol/L, P <0.01). Immunofluorescence staining
displayed that the positive expression rate of 8-OHDG was significantly lower while that of NQO1 was significant-
ly higher in SFN group than in OGD group (42.10% +8.53% wvs 72.50% +10.85% , 90.47% +5.46% uvs
70.90% +7.92% , P <0.01). Western blotting showed that the relative grey value of NQOI was significantly
higher in SFN group than in OGD group (0.760 +0.063 vs 0.497 £0.056, P <0.01). Conclusion SFN can
reduce cortical neuron injury induced by OGD/R by decreasing the expression of 8-OHDG and increasing the
expression of NQO1, which may be one of its protective mechanisms underlying cortical neuron injury.
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k. BYRE R, A 0. 25% IR IE Ak ,37 “C 4L 20 min J5,
I AT ML 8 77 55 (DMEM) £¢ 11 354K 10 min, 25 /5 HI 200
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1.8 #.9% % A #n 8-OHDG #= NQO1 # & ik

IR 24 h R K AR ALK A AN Y 25 3% H VA Y PBS TR
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1.10 %tz 547

B, x + 5 F7R >R SPSS 17. 0 Geit #4447 75 225047 o

2 HR

2.1 RREFAYG mnRRIEFRBER

AR RUL R TR 35 5 ~ 6 d IS, 40V BE BL4F, 3
ZE T T UL, A0 A, D ] DI S ) S, S AR 4
TLFCHE R A0 TR 4 A — B, B gk £ TR, M S
ZURI . F/NEUE-NeuN Ge 58 6 e ( VF 40 25185, Fi 2 40 i
215 90% , LA 1,



5533 B9 18 )
2011 4£9 A 30 H

CHE AN NI B O
J Third  Mil

Vol. 33, No. 18

Med  Univ Sep. 30 2011 1909

2.2 MTT &0 % m o7& 5

LEIes: OGD/R e , ARG F5 I B Bl 2658 D(490)
(I TR R AT AR B 0 /b o U 0E 5 2 A0 9 77 305 3%
YEJ100% . 1 pmol/L SFN 4715 % (54. 56 +8.75) % W] &
B OGD 41 (37.51 £9.39) % (P <0.01) ;0.5 pmol/L SFN 4
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2.5 SFN st OGD/R #4576 NQOI % ik 69 %

B DA I 7, SEN 4k B4 NQOT ) 41 fifd 3 1k %k
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F14) L NEE A B R 25 8 o7 il S 1 7 A i — AR fe A
Y1, BATE 2 A DNA A 45 b d5e 8 FH A6 G DU+
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5L 1 AL Y i 5T 41 i 463 495 B 8-OHDG iy ik i, 0
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F BRSSP SRR R R LSS NQOT 3Rk,
2RI 37 B S A AR A AT LA R 38 s A D £ B
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R LIRENE=R V=R C A DR & P iR S RS o 14 11) 572
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