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[ Abstract] Objective: Searching after the regularity of the expressions the insulin~like growth factors (IGF-1) inside the neonatal
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rabbits with chronic intrauterine anoxemia give to brain Tissues
and serums. Methods: Choosing 24 Zelanian rabbits that have
been in afternoon pregnancy,we divide them into three

stochastic contratest group by chance: the control group,the

TR, ARWER A, E AR AT VE ] K562 4HHE 48 h,
SLIGEE R BRI ROS B B A&, 8% P53 &Kk
KFETrE, RAEPSI3EHRATHMBREXIER
P53 B DIRER I, IEH P53 THREAS LISC B,
— ZFHLHEIH T K562 A T-0,

c—jun ZtB4r FE N 39 kD & 334 MEEBR K
HEAEE Jun, FEH T ,Jun 55 Fos &5 5 TE
Fos/Jun 5 Rk IR E M IEEE &% AP-1 %%
FHEF B REARNESS T DNA L 258K
FIRWE ZBE MY, Turi OB 57 % 9 S AL N
B ¥ AP-1, Taimor U8 i AP-1 /+ % NO if§
SHLUABERET, ARER BN, FRMITE
Bl K562 #Hfd 72 h,c—jun mRNA kMg, #R ¥
F Al 7T T BEBE T IR c—jun Fik, BIE AP-1 R
K562 4 1,

& £ X W

(1] B3O kN 4% FRAITHES K562 STt d
Caspase—3.Caspase-9 TEVAF{LL)]. MYEBHIEDIZ , 2007,34(1):39-41.

[2] FRESR.F W, S, 55 SRR I R b SR AR T
FAB INK {5 S5 AL, KBRS #4],2007,32(11):1150-1153.
[3] Dimitroulakos J,Thai S, Wasfy G H, et al. Lovastatin induces a pro~
nounced differentiation response in acute myeloid leukemias [J]. Leuk Lym~
phoma,2000,40(1-2):167-178.
[4] Cafforio P,Dammacco ¥, Gemone A, et al. Statins activate the mito~
chondrial pathway of apoptosis in human lymphoblasts and myeloma cells
[J]. Carcinogenesis, 2005,26(5):883-891.
[5] Werner M, Sacher J, Hohenegger M. Mutual amplification of apoptosis
by statin-induced mitochondrial stress and doxorubicin toxicity in human
rhabdomyosarcoma cells [J]. Br ] Pharmacol,2004,143(6) :715-724.
[6] ZhoulLJ,Zhu X Z. Reactive oxygen species—induced apoptosis in PC12
cells and protective effect of bilobalide [J]. ] Pharmacol Exp Ther,2000,293
(3):982-988.
(7] R, B3O, 0 30, % PS3 @ RAEFRMITIRS: KS62 48
JEFA T AR S = B2, 2007, 29(22):2160-2163.
[8] TuriJL,JaspersI,Dailey L A,et al. Oxidative stress activates anion ex—
change protein 2 and AP-1 in airway epithelial cells [J]. Am J Physiol Lung
Cell Mol Physiol, 2002,283(4):L791-L798.
[9] TaimorG,Rakow A,Piper HM. Transcription activator protein 1 (AP-1)
mediates NO—induced apoptosis of adult cardiomyocytes{J]. FASEB J,2001,
15(13):2518-2520.

(FAEss% . AAL)



— 896 —

BEERIKSSE 2000 £8 34 5% 78 (Journal of Chongging Medical University 2009. Vol.34 No.7 )

anoxic group and the group interfered with Chinese traditional medicine. Then we contrast the expressions and changes of these

groups with IGF-1 in brain tissues and in serums. Results: Contrasting IGF-1 in brain tissues,checked up with y*. In three different

groups ,we have found that the differences of their expressions have some statistical significance (P <0.01);IGF-1 in brain tissues of the

anoxic group is higher than the group interfered with Chinese traditional medicine and IGF-1 in brain tissues of the group interfered with

Chinese traditional medicine is higher than the control group.Determined the contents of IGF-1 in serums on rabbits by ELISA,the

contents of IGF-1 in serums of the anoxic group is extremely remarkably lower than the control group (P <0.01), while the contents of

IGF-1 in serums of the group interfered with Chinese traditional medicine is extremely remarkably lower than the anoxic group.

Conclusion:In this article,there occurs the mentions: IGF-1 has been redistributed in the bodies of HIE neonatal rabbits;Irritable

reactions inside brain tissues have been brought into existance in order to protect nerve cells, then IGF-1 from the peri-islet extro—blood

all assembled into the central nervous system, then participate in the intrinsic protection mechanism.
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