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[ Abstract] Objective

preparation on STZ-induced diabetic rats. Methods

To study the hypoglycemic effect and mechanism of Qiulongjin Chinese medicine
Twenty-four rats were divided into the normal group,
model group, positive drug group and experimental group. The model group, positive drug group and experi-
mental group used STZ to induce the model construction. The normal group and model group were given nor-
mal saline, the positive drug group was given metformin hydrochloride,and the experimental group was given
Qiulongjin Chinese medicine preparation intervention. The serological indexes were detected at the end of med-
ication. Liver tissue was collected and liver glycogen level was detected. Results The levels of LDL-C, TC,
TG,FBG,MDA,FFA,GHb,NO and TNF-¢ in the experimental group were significantly lower than those in
the model group, while the levels of HDL-C,SOD,GSH and liver glycogen were significantly higher than those
in the model group (P<C0. 05). Conclusion Adopting Qiulongjin Chinese medicine preparation for conducting
the intervention on STZ-induced diabetic rats could effectively decrease the blood glucose level and increases
the pancreatic § cellular function.
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H 4L (P<C0. 05) , BHE 25 20 J 52 56 4 K RUMR o 1
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245 n TG(mmol/L) TC(mmol/L) LDL-C(mmol/L)  HDL-C(mmol/L) FBG(mmol/L) Fins(mIU/L) C-P(pg/L)

1E H 41 6 0.64+0.21 2.20+£0. 34 1.3540.21 1.484+0.13 6.21+0.56 21.42+3.19 368.28+20.31

R 20 6 1.9540. 332 3.75+0.41= 2.62+0. 352 0.94+0.11= 19.8342.192 14,2242, 342 227.38+13.212
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YERT L BEAR M GSH & SOD 7K 3F, 342 & MDA /K
ST SR RO A HR 24 1 0 45 2 ) L T A R R R

P K BLIL P SODLHDL-C & GDH 7K, 3F B AR K B
I MDA TG, TC J LDL-C /K, 45K, B
5 v 24 1 550 AT 0 0 A Rk R Ak T BR A S A R
b DR N 7 AR I R E 1 & AR MR R
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03 P B o R BILAAR G 7 28 B 4% M s g st R e )
FEMPANERT . A WIS IR A 2R N TR
P TNF-o 9 32 2R R, H 2 5 000K 09 1% 2 100t
T A N T AR O L B A 3 A i A A S L e L
PRI o B 2% PR b AR P B 4y EE A E A
TNF-a 0] 45 %5015 15 17 240 A 3 1R, 8 465 44 P B 28 14 i
Fitg 7K S o 20 3 I 20 06 4 o i B I i O T i
W FFA K BT 48t FEA T s vl Jin st
S WAV I 5 320 B e {6l R v 1 W 2K K7 T
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