T E TGRS A ek 2014 4E 8 45 34 %:45 8 i CJITWM, August 2014, Vol. 34, No. 8 - 997 -

ia L5 PR ALBR 24 W0 X KB 15 S R R BRURE Jre R e
ISR E IR EE S NN EA
£ # EA%

WE BB WEZMN5 AR AR 2R 275 IR (diet-induced obesity , DIO) X R A2 Z 2%
gk R RN Hm, Fik Wister KR 120 R, 10 RYEAZ I, 4T A4, L4 110 R4 T
ZIE BT RN T A4 RAA T, 433) DIO X K 40 R A=Jeikakdt (diet-induced obesity resistance, DIO-
R) X # 10 2,4 DIO K A X 44 DIO A A0 W9 A Wy 40 AL IR AR 40 iZ %40 4 40, 5408 10 R, 5 A A £ 5
#HK(2 mL/d) EA G (FR 1.6 mgkg) ALBAEHY (K 3.2 gkg) EMHEH(HFR3.29kg)#ET,
TOMNBAL DIO-RAHR FTARLE K2 mL)EEF ., EFHEZ G RATEAAH, &5 ek s 554
¥, #EH 16 B, MERE FK, BN AN, N AR E R4, B 2k 8 E IR &
(insulin resistance index, IRI) . fe 4% Hh =& A2 B B 5% & 4P 2k Y (neuropeptide Y, NPY) A% 375t
B (TNF-a) 53 # (adiponectin) . B £ 2 8 & TNF-o 5B & 4 B B F 25 3% 618 % B -F (sup-
pressor of cytokine signaling-3, SOCS-3) %A X gl Z A K m BT, &R LHiEF KA LE,DIO XA
RE RT3 IS A H IR 2 &  TNF-o,.SOCS-3 K380 24 % (P <0.05, P <0.01) , 275 NPY #=
el % 7% Mg B & T (P <0.05) ;DIO-R X RZ %7t & NPY #1%; 5 DIO 213t48 ,DIO-R A X AK€ K E
53 Wy A 4RI, f2 & NPY  TNF-a,SOCS-3 3 4% (P <0.05,P <0.01) , e AR R & B Z ¥ A 5
(P<0.05,P<0.01), &%MFiEsT)E, A AL X FARE IRTIRH F5hs 228 5 4 % TNF-a A 2%
1&(P <0.05, P <0.01) ; /iR 4% 20 dn 7 TNF-o AR, PS8 & B Z 71 & (P <0.05) , R E3 4 R &
# RI f27% % % A= NPY .SOCS-3 A FBAH 2 2 F £4%it 3 & L (P >0.05) ;ia 4Lk & IR EI5 450 B6 W
% # IR, TNF-a.SOCS-3 . TNF-a ¥ 1% (P <0.05, P <0.01) ; o5 A= g B8 & Mg B £ % 7H & (P <0.05,
P <0.01) .45t & b 0 5T A BARIR &, BAKS By 20 2% TNF-ou; 38 3% 25 4 °T A 4748 3 Bg 490 8H 5 5 69 I B A= i
BE3(insulin resistance, IR), 2520tk TACIR AR R 25 4, L AUH) 7T 4k 5 18 2% AS By ik 64 8 Z RS B2 &, IE4K
AP, I B T RE BRESEEAKL,

KB REFFEME TR @R T EXARAY BT S50 RER

Effect of Pi Transportation, Dampness Resolving and Phlegm Expelling Herbs on the Obesity De-
gree, Fat Hormones, and Leptin Resistance in Diet-induced Obesity Rats JIANG Ping' and
JIANG Yue-hua® 1 Department of Internal Medicine, Shandong University of Traditional Chinese MedF
cine, Jinan (250355), China; 2 Central Laboratory, Affiliated Hospital of Shandong University of TradF
tional Chinese Medicine, Jinan (250011), China

ABSTRACT  Objective To observe the effect of Pi transportation, dampness resolving and
phlegm expelling herbs (PTDRPEH) on the obesity degree, fat hormones, and leptin resistance in diet-in-
duced obesity (DIO) rats. Methods Among the 120 Wister rats, 10 were recruited as the blank control
group (fed with basal forage), and the remaining 110 were administered with high-fat high-nutrition forage
for 17 weeks. According to weight, we obtained 40 DIO rats and 10 diet-induced obesity resistance (DIO-
R) rats. DIO rats were further divided into four groups, i.e., the DIO model group (normal saline, at the
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daily dose of 2 mL), the sibutramine group (at the daily dose of 1.6 mg/kg), the dampness resolving
and phlegm expelling group (DRPE, at the daily dose of 3.2 g/kg), and the Pi transportation group (PT,
at the daily dose of 3.2 g/kg). All were given by gastrogavage. Normal saline (2 mL) was given by gas-
trogavage to rats in the blank control group and the DIO-R group. The basal forage was administered to
rats in the blank control group, while high fat forage was continually given to rats in the remaining five
groups. Their body weights and body lengths were measured after 16 weeks of gastrogavage. All intra-ab-
dominal fat was taken out to measure the degree of obesity and fat contents. Insulin resistance index
(IRI), blood glucose, triglycerides, cholesterol, leptin, neuropeptide Y (NPY), tumor necrosis factor «
(TNF-a) , and adiponectin were detected after blood withdrawing. Leptin, TNF-a, adiponectin, suppres-
sors of cytokine signaling-3 (SOCS-3), and other relevant adipose hormones and inflammatory cytokines
were examined in the fat homogenate. Results Compared with the blank control group, DIO model rats’
body weight, body mass index (BMI), fat factor, IRI, serum leptin, TNF-a, and SOCS-3 significantly in-
creased (P <0.05, P<0.01); serum NPY, serum leptin, and adiponectin decreased (P <0.05). Leptin
increased and NPY decreased in DIO-R model rats. Compared with the DIO group, DIO-R model rats’
body weight, BMI, fat factor, IRI, serum NPY, TNF-a, and SOCS-3 all decreased (P <0.05, P <0.01);
leptin and adiponectin in serum and the fat homogenate all increased (P <0. 05, P <0. 01). After interven-
tion with Sibutramine, rats’ body weight, BMI, fat factor, and TNF-«a in the fat homogenate obviously de-
creased (P <0.05, P <0.01). Serum TNF-a decreased, leptin and adiponectin increased in rats of the
DRPE group (P <0.05, P <0.01). BMI, fat factor, IRI, leptin, and SOCS-3 showed a decreasing tenden-
cy, but with no statistical difference (P >0.05). The body weight, BMI, fat factor, IRI, TNF-a, and SOCS-
3 all decreased in the PT group (P <0.05, P <0.01) ; leptin and adiponectin in the serum and the fat ho-
mogenate increased (P <0.05, P <0.01). Conclusions Sibutramine could reduce body weight and TNF-
a in the adipose tissue. Herbs of PT could inhibit fat diet-induced obesity and insulin resistance (IR), with
superior effect to herbs of DRPE. Its mechanism might be closely related to promoting leptin and adipone-
ctin secreted by fat, reducing leptin resistance, and elevating serum levels of leptin and adiponectin.

KEYWORDS diet-induced obesity ; leptin resistance; suppressors of cytokine signaling-3 ( SOCS-
3); Pi transportation; dampness resolving and phlegm expelling
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DIOR 8 579:1.07 1.49%0.33 0.670.15 7.75£2.01
DIOfA 10 6.41:0.34 1.4020.15* 0.62+0.10 10.90 £1.70 ** 4
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