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ABSTRACT Aim This study was to clarify whether insulin resistance and hyperinsulinemia are causative factors in the cere-

bral infarction. Methods Fourty-one consecutive patients with cerebral infarction, who don’ t suffer from hypertension, coro-
nary heart disease, diabetes or obesity, were classified ito two groups— atherthrombotic infarction ( n= 25) and lacunar infarction
(n= 16) — based on clinical findings, brain imaging.  Serum insulin, oral glucose tolerance test and lipid analyses were per

formed. Data were compared with control subjects( n= 15) . Results After the oral glucose tolerance test, the serum insulin
level and the 2 h blood sugar concentration of the atherithrombotic cerebral infarction patients are both higher than those of the con-
trast group with remarkable statistic significance ( P< 0. 01). The serum msulin level of the lacunar infarction patients is alse
higher than that of the contrast group ( P< 0.05). The levels of serum insulin, insulin/glucose (I/G) were significantly higher in
Conclusions

both groups of consecutive patients. Insulin resistace and hyperinsulinemia may separately be one of the risk

GRS

factors for cerebral infarction.
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Table 1.
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B £ %, 2 9 TC A TG JF| % [E BECKMAN i 7| £,
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Z Bl & T @ A (area under the curve, AUC) [ 1/2
(ZBME+ 3hfE) + 1hfE+ 2hfE] . HEL4
TC.TG # HDL ¥ f. FiA LhHKEL « £5 £ 7,
HEWEXA: b, S ES5nEXZ2XAE
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= 2H I RE I 5 25 R K 2R TR T AR LK 1 (Table
1) o T D250 fk o A5 5 Ak i A5 P, 21 525 38 1 I W8 7 iR b
JG 2 h K AR RARF B EEZER(P<O.
05) .

The comparison of dlood glucose of the fast, and after OGTT and AUC in three groups (; *5, mmol/L)

Groups n fast Ih 2h 3h AUC

Control 15 4.7%0.6 6.8%0.5 5.7%0.5 5.810.4 17.7%1.2

LI 16 4.97%0.7 7.4%0.7 6.3%0.9 5.7%0.5 16.9%1.7

ACI 25 5.0%0.6 7.9%0.7 7.710. 6" 5.5%0.9 21.6 2.1
a: P<0.05, b: P< 0.01, compared with control group; ¢: P< 0.05, compared with LI group.
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Table 2. The comparison of fast insulin, variant time’ s insulin and AUC in three groups (; *4).
Groups n fast Ih 2h 3h AUC
Control 15 8.410.5 61 19 5613 25.2%1.7 124 21
Ll 16 16.4 £0. 8" 73 £10° 82t14® 53.4%2.8 190 £29°
ACI 25 27.4 %0, 7™ 89 20 108 £23" 69 £11™ 247 40t
a: P<0.05, b: P< 0.0l, compared with control group; ¢: P< 0.05, compared with LI group



CN 43— 1262/ R ' [E ki1 2% & 2000 458 8 54 2 # 163
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(1/G) BIEEER

A IR 2 I ) BB LR 3 (Table 3) .
A DL B A S LHAE SRR 2 h A 3 h KBB4 R T
R VG SXTRAMLEA B ENEZR(P< 0. 05,

®3. ZHAEZEMARENESMESES MR EREEER.

P< 0.01) . BIBKIEFEREALIERNARSEA VG 762 B AN
FE A S S RAM LR AR EEER(P<O.
01), TEZSHE 1 h Rl 3 b L5 s B 1 i 498 B0 2 A+ Eb 3 A
HREMEZER(P<0.05

Table 3. The comparison of ratio of I/ G of fast, variant time and AUC in three groups (; *5).

Groups n fast 1h 2h 3h AUC

Control 15 1.8%0.3 7.1%2.7 8.5%1.7 4.3%0.9 15.4%4.9
LI 16 3.3%0.2" 8.8+2. 1° 13.7£1.3" 9.240.5 21.2%4.2"
ACI 25 5.2%0. 3% 10£2 1% 14.2%1. 4 12. 6 £0. 4" 22.5%5.6"

a: P< 0.05, b: P< 0.01, compared with control group; ¢: P< 0.05, compared with LI group.
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F4. ZHTERMERSEEEZEBMLER
Table 4. The comparison of fast lipid and HDL in three

groups (; *s, mmol/L)

Groups n TC TG HDL

Control 15 52307 1.0330.2 1.52%0.13
LI 16 5.1%1.3 1.7%0. 3 1.12%0. 12¢
ACI 25 5.1%0.7  1.9%0.3"  0.98=%0.09"

a: P< 0.05, b: P< 0.01, compared with control group

2.5 PR AN (n= 41) TREIMEE R R KFE LESER
M4 NS TG 2IEMHKR(FIE r= 0.413, P< 0.
0l; J53 r= 0.387, P< 0.01) . ZHEIM0 S &K
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0.373, P< 0.01; Ja#& r= - 0.349, P< 0.05) .
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