5517 55 14 W rh ] S B 7 ) AR A AR Vol. 17, No. 14
2011 47 H Chinese Journal of Experimental Traditional Medical Formulae Jul. ,2011

2 AUBE bR e 8 2R AR R BRUASE AL Fp IR SR AE ) 22 1k

XA AT R
(1. PEFPEHFZERAER S 2EHE PO, b® 1000912, kR PEHXFERE .S
F A FFEA T 100029;3. FTd b EFRG A FA,FHM 450008)

[FE] B 2 BOR IR IR D 2 3P R BTG o 22 20 MR AR AR AL A A S L S R IE R SC R . 3% K LB
HLAr M IEH 41 50 AN RIAL 60 F, 5% 786 i 100 A 42k A1 o /N 570 ik e JUR 42 B 3 (STZ,30 mg-kg ™' ) ip J7 2l i 52, S0 36 10 1) 34 %
WEE 12 JE P2 R R b WAT g R TR A9 AR A, 914350 T4 0,6,8,10,12 JEIRAN £ 12 h J5 A IE# 4 LTI 2H 25 B 10 HR BRI
D 23 JE 1M (FPG) (e % 3 (Fins ), 1150 1 198 53 3% SO 48 50 (TAT) A S R ANHLIE 4 (IRT) . SR AP WAT A2 MR 5 1F
B AHAE L BT R BT N SE 4 RIJT I B R 0] WAr e, 559 MMM AU B e TIEFH, BRIH KRS 6 ~8 Al
PUEHE DKHR 6 RS, BB VR DOR B I, R T 45 R B e 55 R 50 9 ~ 10 J8 s B AR AL e B FLE CDKRER |
K ZEEE WEShIR G B AER I 11 ~ 12 4k PSR mE g B B AN, B, AR AR . 5 IR E 4l
L, B A R B 23 W RS (FPG) g 8 R K (Fins ) K R B RILHUIE AL (IRD) F 55 6 KRR SR Wi At i, 246 12 K5 3]
TR U5 5 I 0 R BURAR B (TAT) F 6 JCRIF U R R AIR, 38 12 JORBRIR ool W3 . 4518 RS BRI 3% + /Nl 3 STZ ip & il
1A 2 UM PR I B 2R R0 BB Y AT R HL A e S TR A Bl A5 78 Ak R L, T 3 AT I T A e B A ey A R R IR O W R e F)
AR T A I S R ek T LA K SIS TR R A 2 o it I Y A

[RgR] 2 AU ; 08 R HRPT; R RABTEL s b B2 Ik {5

[hE4ES] R285.5 [ XXEFRIZEE] A [XEHS] 1005-9903(2011)14-0127-05

Development in Syndromes of Chinese Medicine for Rat
Model of Type 2 Diabetes with Insulin Resistance

LIU Yue', XIE Ming’* , ZHANG Ye'
(1. Center of Cardiovascular Disease, Xiyuan Hospital of China Academy of Chinese Medical
Sciences , Beijing 100091, China; 2. Beijing University of Chinese Medicine, Beijing 100029, China;
3. Henan College of Traditional Chinese Medicine, Zhengzhou 450008, China)

[ Abstract] Objective:To observe the patterns of changes in syndrome of Chinese medicine for rat model of
type 2 diabetes with insulin resistance. Method: The rat model was established by feeding with high calories and fat
diet together with peritoneal injection of STZ. SD rats were randomly divided into the control group (50 rats) and
the model group (60 rats). The changes in appearance, behavior and weight of rats during the process of
experiment were observed. At the end of the 0, 6, 8, 10 and 12 week, ten rats each time were killed and blood
samples were collected respectively to detect the ( FPG) and Fins, and to calculate the insulin resistance index
(IRI) and insulin sensitivity index (ISI). Result: 1) Appearance and behavior: Compared with the control group,

"

the weight of the model group gained up obviously at 4™ week, and lowers continually from the 9" week, higher

obviously than that of the control group. During the 6 w to 8 w, the model rats appeared in lethargy with narrowed
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eyes, accidie, loss of hair, increased drinking volume, dejecta desiccation, sweatiness and wateriness at tail.
During the 9 w ~ 10 w, the model rats appeared fatness, extrados, gather together, narrowed eyes, accidie, slow
action, fatness in hair which based on syndromes at first phase; during the 11-12 w, the model rats appeared
continually loss of hair and turn into yellow color at stern, dark-purple tongue, and ome petechias appeared at the
tail from top to root. Glucose metabolism: Compared with the control group, the FPG, Fins, IRI levels of the model
group were increased continually from the end of 6" week , reached its top at the end of 12" week. The IAI level was
decreased obviously from the end of 6" week, reached its bottom at the end of 12" week. Conclusion: The rat
model of type 2 diabetes with insulin resistance established by feeding high calories and fat diet together with
peritoneal injection of STZ may appear the characters of dynamic evolutionary syndromes in Chinese medicine during
different phases. The dynamic progression of syndromes in Chinese medicine is from the simultaneous deficiency of

both qi and yin to simultaneous deficiency of both qi and yin with concurrent turbid phlegm, and the lastly to the

simultaneous deficiency of both i and yin with concurrent turbid phlegm and blood stasis.
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