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Tab.1 Effects of SIF on hody weight and visceral fat

content in IR rats (Mean+50))

Group Dose = Fasting EJi.EId}‘.W"..‘igh'[ I".-A?itlni.: body Weight VAT(g) \"'.'*LT.J'.\ body

(mg'kg) atthe beginning (g} in the end (g) weight (% )

Blank 9 3216247 .8%* 354.1254.7** 12.824.8%*%  3.54=0.95%*
Model / 12 392.2:46.1 463.8251.50 21.7:4.500  4.64:0.550
SIF 00 11 404.8:50.5 435.9264.10 19.8£4.800  4.40£0.590
150 12 41292553 426.2+£66.90 17.0£4.7%0 392+0.54*

450 12 390.0:51.4 395.8+58.8% [5.5£4.8%% 3 R3+0.68%*

*Pe0.05 ,** 20,01 s model group. SIF: Soy isoflavone; VAT: Visceral adipose tissue
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R RAEIRGS . SIFRFIEAMIL-6MK TR, IR & TR, SIF 3ALMITNF—o KP4 8 K TR
4l; SIFH . Ml EA PR AT B E T 3/NSTFALIICRP SRR A Lb e G g v 22 . Bk
W23,



# 2 SIF A TR B 20 I aim 8 | B b %2 B TRY (15200 (x5 )
Tah.2 Effects of SIF on fasting blood glucose (FBG),
fasting insulin (FINS) and insulin resistance index (IRI)

in IR rats
Group Dose(mg'kg) n  FBG(mmol/L) FINS{mIU/L) [RI

Blank 9 4.34:0.74 22.0£4.54%*%  4.27+2.39%*
Model / 12 4.48+0.56 68.5+10.3 13.66+2.7600
SIF 50 11 4.1420.68 65.710.4 12.13£2.8800
150 12 4.66+0.38 45.8:9.1%%  9.5442 35%*
450 12 4.32+0.67 39.9+7.3%* 7.7222.13"*

*%P<0.01 vs model group

# 3 SIF & IR A B IL-6, TNF-ae ,CRP B 45 it 85 3% 0k 00%) G2 00 (e )
Tab.3 Effects of SIF on serum 1L-6, TNF-, CRP, and resistin in IR rats
Group Dose(mgkg) n  [L-6{pg/ml) TNF-a{ngml) CRP{mg/L) Resistin{ pg'L} Adiponectin{mg/L)

Blank 9 206.4:504%F 1.43+0.19%% 12032+320%*% 5 (352] 53%% 4 82076

Model 12 370.2263.7 1.93:0.27 281.7+47.2  1001242.25 4.200.9400

SIF 50 11 35232514 1.67=0.30%  280.2+37.7 9.10£1.71 4.71£0.9900
150 12 34244509 | 482025%*%  233.2:43 1 8.15£2.02% 5.0820.8600
450 12 307.7267.5* 1.61z0.27** 263.1z46.7 6.082.01** 3.70£0,874*

*P0.05 ¥4 2001 vs model group. [L-6: Interleukin-6; TNF-o0 Tumor necrosis factor-o
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