27 5 9 1 hERKEFERE Vol. 27 No.9
201745 A China Journal of Modern Medicine May 2017

DOI: 10.3969/ j.isn.1005- 8982.2017.09.002
XEHS: 1005 8982 2017) 09- 0008- 05

Akt/GSK-3 B @I SR kR B R
INEFB AR B i E R AR

FE R 2 iR 2 A1 1 BRI 2, E%#%EZ,
FRTOHE 2, SRk 3, gty 3, &2 bl
(1B RS R SR A2 = (EE B 361008; 2. 58403 T KM EERE FgLshe},
Ik 1L 063000; 34EEEE T B B IEFFIIEERY) ROy} 1EE B 361021]

WE: BN RTEOEE B A/ BHERE BEEET - 38 ( GK- 3B ) (55 MBS SRARATAL SPN) TRAb I
IRRODHIA M BRI IR FOTERNLE], ik 64 BlfdEEEr: SD KERBENL DY 4 25 IR1 2 SFN 26,
FHH 55 LY 294002+ IR LY+IRI) £H FH#E 7 LY 294002+ SFN Fi4bFH LY +SFN) 20, A5 T O LR A
B2 - t5RER - B TERR) 9 h A OIFRAE S AR OIE RS, & BRI MR A SO DI RS R R
J& 24 h BUIE AU CIIAZH SR G ZH 210 A40E IHC) FT Wedtern blot £ Akt iRt Akt p- Akt) \GSK-
3B AL GK- 3B( p- GXK- 3B ) ENFEA, E%R  IHC 1 Wedern bolt I &FhE s TR, 5 IR 20
FA%, 5PN 4H p- Akt #ll p- GSK- 38 EAFATE P<005) . i HBHIE LY 294002 f5,SFN+LY 445 LY +IRI 41
1) p- Akt fll p- GXK- 33 EHFELEL, ZRLHITEE N P>0.05) , Fit SN ikl Akt GXK- 38 55
SRR OBEF A DAL B PRSI

KB EOSEE B OIS BHEES - 33 IS SRARRRIL ; OMERE AR ; AR B 5

HESZEES: R654.2 ERERIRAD: A

Sulforaphane preconditioning attenuates myocardial cold ischemia
reperfusion injury of heart transplantation of rats
through Akt/GSK-3f3 signaling pathway
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Abstract: Objective To explore the role of Akt/Gsk-3B signaling pathway in sulforaphane (SFN) protecting
rats from cold myocardial ischemia—reperfusion injury during heart transplantation. Methods Sixty—four health
male Sprague—Dawley (SD) rats were randomly divided into 4 groups, i.e. ischemia reperfusion injury group
(IRI group), sulforaphane group (SFN group), LY294002+ ischemia reperfusion injury (LY+IRI group), and
LY294002+ sulforaphane group (LY+SEFN group). Isogeneic heterotopic heart transplantation model was estab—

ke F 1 . 2015- 10- 12

# FLETIH AREE BARRIEIES No.2016D014) ;s (HEEH R BIHNAH No. 2015- CXB- 47) ; (R E] IR ERIIE No. 350222016
4057)

[BE1EE] 25575, E- mal ; zhangingi @163.com



Fol

P, 4 AKYGSK- 3 i/ S SRR CIEAS e Bl A R e RO Y

lished according to Li’s method. Donor hearts storaged in histidine —tryptophan —ketoglutarate solution for 9 h

were transplanted into the abdominal cavities of recipient rats to establish rat models of heterotopic heart

transplantation. Akt, p—Akt, GSK-3B3 and p-GSK-33 protein expressions in the grafts were detected by im-—

munohistochemistry and Western bolt 24 h after reperfusion. Results Compared with the IRI group, p—Akt and
p—GSK-3p levels increased in the SFN group (P<0.05). After using blocker LY294002, there was no signifi—
cant difference in the expression of p—Akt or p—GSK-33 between the LY+SFN group and the LY+IRI group

(P> 0.05). Conclusions SFN reduces cold ischemia reperfusion injury in heart transplantation of rats through

activating Akt/ GSK-3( signaling pathway.
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