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Tl BERWHEKHEXRMENEHN (n=6, mmol/L, xr+s)
Tab.1 Changes of blood sugar in diabetic rats

(n=6, mmol/L, Mean+SD)
Group Time (week)
2 7 12
Control 6.4+1.0 6.5+1.4 6.2+0.5
Diabetic 32.1x1.1 25.1x1.8 26.2+1.4
t 7.536 5.704 5.890
f o 0.000 0.000 0.000
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F2 BERFBAXBRTER PYNNOS & PREHETRITEL (1~ ,245)
Tab.2 nNOS immunopositive neurons in the thalamic
paraventricular nucleus of diabetic rats (pc., Mean+SD)

Group  2weeks  7weeks 12weeks  Total F P
Control  68.67+4.09 68.73+4.55 69.57+2.07 68.99+3.57  31.220 0.000
Diabetic 70.00:4.34 82.1413.63 76.00:4.76 76.05:424 42353  0.000
t 1.387 12.313 11.250 16.390*
P 0.460 0.000 0.000 0.000*

*F statistic and P value of main effec; **F statistic and P value of crossover effect.

(F=39.782, P=0.000)**

BI1 S0 AR BT i 4 55 B nNOS e e B PR A28 o6 (X 100)
Fig.1 nNOS-immunopositive neurons in the thalamic paraventricular nucleus of normal
rats (X100)

KI2 AL J] B R s R B e i 5 S5 A% nNOS S s BH AR 22T (X 200)
Fig.2 nNOS-immunopositive neurons in thalamic paraventricular nucleus of diabetic
rats 2 weeks after model establishment (X200)



KI3 AT S B PR KRR e i & S5 AZnNOS S e BH AR T (X 200)
Fig.3 nNOS—immunopositive neurons in the thalamic paraventricular nucleus of diabetic
rats at 7 weeks (X200)

K4 R 12 B IR b R B i % 55 A% nNOS S 2 BH M #2296 (X 200)
Fig. 4 nNOS—immunopositive neurons in thalamic paraventricular nucleus of diabetic rats
at 12 weeks (X200)
*F statistic and P value of main effec; **F statistic and P value of crossover effect.
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