PEFEESASNZE 200945 5 A4 16 5 34 Chin ] TCM WM Crit Care,May 2009, Vol. 16,No. 3 * 159 -

- -
EL, i Ol 0 BR300 DR A L % I/ 7 B T 481 1 22 2
EE2EBALBRSRFERET-1 RENE 0

£ #LHBRELERTLEHBLR’
(KEHHENEROHZAR, QNS BH, BET KK 163712)

GRE] By WECHBEMERRARSD/FEEI/RBGBEEASBRETHEEFUTRBERELE
KRF-UAGF-HREWEW. & 40 H Wistar KRRBEEN Y B 84 . 845 5. RASERIEHER 55 g/ke
— Y T T A5 A SR R TR, 3R T O Bk ok B A R T/ AR I I 6 40 A VU 3 B T E U A e
S E MR 5 Bu/kg, IEH X RAABRFAR A ., 25 THBUS 24 h & 48 h 58K BB, B4 A Rt AT
HFAR-FLMHE) RE HEMSTHRBFAR, B BEALA A REALRE, WEIGF-1 Rk, G ERR
I I/R24h M48 h ARWRFAMBYMIFFCR M IGF-1 HEHRBREIEHBERTFER N R ERHR
R I/R 48 h MAMMFERA IGF-1 HEMARBLEF T 24 h 4 BRBR /R 24 h 48 h SIS
KRB ERTERRHBI/R 24 h # 48 h 41,IGF-1 AR EXA RS HETIEMRRBKI/R24h M48h
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[Abstract] Objective To observe the cerebral nerve cell morphology and insulin-like growth factor-1
(IGF-1) expression in diabetic rats with cerebral ischemia/reperfusion injury (I/R). Methods Forty Wistar
rats were randomly divided into eight groups, and each group contained 5 rats. Diabetes model was induced by
intra-abdominal administration of streptozotocin (STZ, 55 g/kg) once. The rat in total cerebral ischemia
group was subjected to ligation of four cerebral arteries. Batroxobin 5 Bu/kg was administrated intra-
abdominally before ligation of four cerebral arteries. No drug was administered in the rats in normal control
and diabetes control groups. Brains were taken out 24 and 48 hours respectively after the model establishment.
Hematoxylin and eosin (HE) staining was applied to observe the rate of brain nerve cell necrosis and
immunohistochemical method was used to observe the IGF-1 expression positive nerve cells in each group.
Results The rate of nerve cell necrosis and the rate of IGF-1 positive nerve cells in non-diabetic cerebral I/R
24- and 48-hour groups, and the diabetes control group were significantly higher than those in the normal
control group. The rate of nerve cell necrosis and the rate of IGF-1 positive nerve cells in the non-diabetic
cerebral I/R 48-hour group were higher than those in the same 24-hour group. The rates of nerve cell necrosis
in diabetic cerebral I/R 24- and 48-hour groups were obviously higher than those in the non-diabetic cerebral
I/R 24- and 48-hour groups, while the rates of IGF-1 positive cells in the former two groups were significantly
lower than those in the latter two groups respectively. The rates of nerve cell necrosis in diabetic cerebral I/R
24- and 48-hour groups with batroxobin treatment were lower than those in diabetic cerebral I/R 24- and
48-hour groups without batroxobin treatment, while the rates of IGF-1 positive cells in the former two groups
were markedly higher than those in the latter two groups respectively (all P<<0.05). Conclusion There is a
certain degree of damage in the brain tissues in mid and late stage of diabetes. After diabetic cerebral
infarction, the expression of IGF-1 is significantly reduced, and the cerebral protective function declines, that
is probably related to the low complementary ability of diabetic cerebral infarction, serious illness and poor

prognosis, while batroxobin can obviously decrease the rate of nerve cell necrosis in diabetic cerebral
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infarction, therefore it has marked protective effect on diabetic infarct tissues.
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