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[WZE] B W55 2050 Y 088 R BT IEWE AR 157 B L i 16 28 32 1 o ( Adipo R2) , i 42 £k 49y ilg 14 184 4 4
W& 32 1 (PPAR) mRNA IR (138 35 09 52 W, JF 483 H 7T A8 A9 /8 AL . 75 3% « SR B I U G 48 IR 44 781 3% ( streplozotocin,,
STZ) 78 S7 B8 PR K BB, IF BEL S 40 0 1E o 4 R0 40 | 56 R I A% 91 i 48 L 7R 75 2 5 b LI (400,200,100 mg- kg ™" ) 742
41,848 B, B THMMZYIRYT 30 do SIS E, B A& 4 K R IR Bt &, i 5, 4 4 0 T 52 & (OGTT) |, 25 i if 4 (i
(FBG) , 73 i J§ &% /K F (FINS) , 54k 1 375 25 (1 (GSP) , B4k i £ 25 (1 (HbAlc) , Ifil ¥ & BH B B (TC) , H ik = B8 (TG) , IR % &
fE4E E (LDL) , & % B8 i 5 11 (HDL) SRR 35 41 282 S5 48 5 5 fo 05 4 Ak vk W48 R SRR I JBR &2 R A A K IR (TGF) 7K F- 5 Sz b
P it PCR(Real-time PCR) ¥ Rl 85 [ 4 9% FV 3 1% ( Western blot) 43 5146 W JiF JIE 2 22 7 Adipo R2,PPARa mRNA FlZE [ 3K ik
KV, BERHEAIA L E TS 20 e W] 1 I AR SR R By MR BT i A EE (P <0.01) , R e W] B B (K K R FBG, HbAlc,
GSP /K (P <0.05) , W] i B& A% TC,TG,LDL /K (P <0.01), F+ % HDL 4§45 7K (P <0.01) ; 7+ & JF B Adipo R2, PPAR«
mRNA 7K (P <0.05) FI2E R IAKF-(P <0.01) o 58 315 20 B A 1 35 08 8% FRow K BB e A pa /8 T, J0PE F AL 5
FLAR = I IE Adipo R2,PPARe mRNA I 1 335 K AH SCER , I X 0% i I & i RIUIFIEZH SN B A R BT — e B IR E .
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Effect of Alismatis Rhizoma Polysaccharide on Glucose-lipid

Metabolism in Diabetic Rats

QIAN Zeng-kun, CUI Fan" , LING Yun-xi, ZHU Wen-juan, LI Xiao-qin, MAO Zheng, LI Min-ting
(The First People’s Hospital of Wuhu, Wuhu 241000, China)

[ Abstract | Objective; To study the effect of Alismatis Rhizoma polysaccharide ( AP) on glucose-lipid
metabolism as well as the mRNA and protein expression of Adipo R2 and PPAR« in diabetic rats, and discuss the
potential mechanism. Method: Diabetic rats model was induced by intraperitoneal injection of streptozotocin
(STZ), and the diabetic rats were randomly divided into six groups, including normal group, model group,
Pioglitazone hydrochloride group, AP high, medium and low (400, 200, 100 mg + kg ') dose groups, n =8 in
each group. The drug administration was given for 30 days. The body weight, liver weight, oral glucose tolerance
test (OGTT ), fasting blood glucose ( FBG ), fasting insulin ( FINS), glycosylated serum protein ( GSP ),
glycosylated hemoglobin ( HbAlc), serum total cholesterol (TC), triglyceride ( TG), low density lipoprotein
(LDL) , high density lipoprotein ( HDL) and liver histology index were compared. Immunohistochemical method

was used to observe the level of insulin-like growth factors (IGF). The protein expression levels of Adipo R2 and
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PPARa in liver tissues of different groups were measured with Western blot, and the mRNA expression levels were
measured with Real-time PCR. Result; As compared with the model group, AP could significantly reduce the body
weight and liver weight of diabetic rats (P <0.01), as well as the levels of FBG, HbAlc and GSP, improve the
indexes of TC, TG, LDL and HDL (P <0.05, P <0.01), and regulate the mRNA and protein expression levels
of Adipo R2 and PPARa in liver tissues (P <0.05, P <0.01). Conclusion: AP can significantly adjust the
glucolipid metabolism in diabetic rats, and its potential mechanism is related to the regulation of the expression

levels of Adipo R2 and PPAR«, with certain prevention and treatment effectfor diabetes complications and fatty

accumulation in liver tissues.

[ Key words |

¥ PR 9% ( diabetes mellitus, DM) J& —Fh iy T 5
B2 G3 WAAFRE AN JE BB 5 2R AR BT g | Ao A A =R
FLEER o AR W PR e B LI & E B R
oI N A At i ) B 2 — , AR T SR ALK T
FLC A2 o BRI VG BE AT 3 B LA 5 3R A
FEWEZ5 W0 £ AR ST R it 52 P A DA R @A R
A5 R A R 2 LA R R R AT BUVE L ,
YERIBLE R Z2 W53 288 58 2 800 . 2 DI RE 1Y 3 5
5 FH i L B e R e R

PEVE RFE G R Y TS Alisma orientalis {152
PeE | A FIKB I A4 fh 3 B i ) D2, I IR
FEZRIT /ANMEAF, K K Kz O
MG LR S BRI TS R RS B 2 R
WET AR PR R AR BB Bk R RE AL
e A R RE R O e i
R R RIRITREIR R G g 2 —
FUA B BBV T, 40 2720 BE g e IR T
K HE WA B Sl 0 e IR A A B B 4 A 43 1

A 5% 38 2 2 LS 22 MR A I OB PR g K BRI
B i Ag K ST I3 R 5 28 KT DL K I R B 2 A7 44
a( Adipo R2), & % 1k ¥y i 14 3% 5 W 3005 32 1K
(PPAR) B K 3K 55 7 T 52 W), 15 TEAR TS 20
et AR PR K BRI AR 1 B A 8 3 P B i G 38 A ¢
PRl N A 53 I Oy T Y 52 e O i — 25 i oY T
R U i A 35 A 250 AL R, S i DR BIF 5T 4 4L 2 58

WA o
1 ##
1.1 Y SPF KR 48 H, MR, K&

(220 £20) g, B 50 A ¥ B& 25 BF 50 e 42 it , &5 4% 1IE

SCXK ( #)2015-0001 , ‘& 1A 7 o

L2 258 58 315,10 A LR NS,

ZociH T 2 A R B T M RIS RHE W TS A

orientalis [ TP 25 o R R ML AR 51 B 7 (VL5 18 Hig

B2 245 By A1 BR 2% A, 4L 5 9906281) 5 i ik 1 1/ =
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(STZ,ZE [H Sigma 2\ &), it 5 18883-66-4 ) ; #ij %45 B
(M HEKAEYW TBEBARASA, #tS
PTT20150909) ; % 1k 1. #& & 1 ( glycosylated serum
protein, GSP) , #¥ 4k Ifil £L & F (HbAlc) , H il =ik
(triglyceride , TG ) , & JIH [ % ( total cholesterol, TC) ,
I % B I8 2 E (low density lipoprotein, LDL) , /5 %% J&
fig4E A (high density lipoprotein, HDL ) & Il 32 7 &
(a0 ) AR 5T T, it 5 43 3l Oy 20150426,
20150829, 20151216, 20151212, 20150318,
20150324 ) ; i i3 3= PR AE A 7-1 08 & (IGF-1, |
I 58 A W) B A BR A R i 5 20161201 ) 5 BCA-
100 4 [ 57 sE & W 5E 1K F) & (Thermo 23w, it %5
2188554 ) ; il Sg e 8, 1Y 2R 1 AH X 43 - 5 X0 R A
oA, S
00096206 ) ; %t Adipo R2, PPARa #i A (b 5T 18 B
A A, 5 130808, 130808 ) 5 AR i A 1k ¥ i
(HRP) #7ic # — Ht (b 50 1 8 2% 2 W, it 5
130927 ) 5 H At 320 50) Sy [ 7 Al 2 o3 B 4l ot b 3l 4K
(Z IR WrdR 2w i 23470337)

1.3 {U#F M (& E Roche 23 F]) ; BS200S 7Y
L R (P8 [ 28 2 R 23 7)) 58543 F A1 5L AT bl
EE I (M ZHEAR AT ) H 26070 B4 [
A AT AL (Bl R AEBE B A R A A )
ZFMQOS0PE #4 i 21 /K 2% ( Millipore 23 W] ) 5 5810-R
0505 75 28 290 BL (B Eppendorf 24 7 ) 5 A5002
TR it R A 922 A6 Y ( Tecan 23 w] ) 5 T100 & PCR Y,
165-8000 Y 3 F H1 ik {X, 170-3930 %I 4% & 1Y,
University-Hood 11 i 1% % 4t ( 35 [ Bio-Rad /A ) ) ;
PR AL 1 1 5% A & H U AL B iR (PVDF, 36 [
Roche 2N F]) o X PRI A (Fik) .

2 FHiE

2.1 FEHEZHENERE S ENE  BEERK
50 g, KR PRE R L 1212, [ #2101 h, 3 9,
R 4R, 95% 1) LT 28 de AR B4 B0k 80%

( marker, Fermentas life Sciece
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BE024 h, KB ZE T, 15 ZHORAE Y . FIJH Sevage 2.5 BEARACIIAH SCHE AR BRI SR JH g A 40 F0 42

FE(EEWPLE-IE TR S 1) ERREIRYh e E [ B,
i AB-8 K ALW AR 2l 1k 2 0, EAE % W pH 8, 1]
0.1 g+L™" 9 NaCl L\ 2 mL~min ™" {5 B ik B 77 %
JBE WO VR I, ¥ R T A5 2k 1 TS 22 R AR IUY)
CHIBI R - A 1y 12 T o Z2 W ot o 43 H0h 68% )
2.2 BHPROE KRB ALY f N7 K s @B SD K
60 HGm P #E 7 d JE L BEHLE 8 HAE S IEH
2, AR PR R 5 G Ay R B SR Y v I A R T
TR RIS o IRE 4 J8 5 IR 4 DA R
A | 12 h J5, 4 7 — KM E I E 4 STZ
(35 mg-kg ") IFEFHEIRIBAAL W7 d 5, KR
AR 12 hJE R kB, SR A I B S e H s I it
Bt {H ( fasting blood glucose, FBG ), ¥ Bl FBG =
111 mmol - L7 5 BB gL 2 1 vl B L T )i
B4 2 30 d, HAR S 20 AE R d O E H 2H S
S, UEH AR BEER K 100 wL; FHAE L, #E 5 £h R L 4% 41
15 mg-kg ™ -d ™' PTG 20 b AR AL, S
VS £ 8% 400,200,100 mg-kg '-d ',
2.3 WLERARAR KAGIN T s WA 2H K BRI ORG A
R R BICEERE S SR T ORI B B AR K
TSN, 252530 d 5, 25 12 h JGAR & , il ok
PR I B OB 22 FBG ., i i T 5 B e %2
R T IR B kBRI, 3 000 1+ min TS 15 min
JEWC R TR SR A I o R BUIE 3 Bl ik B
J5 B T UK b S R IR IS AR, 35 A R & L
(I E /R BT a ) o B BRI AH [W] 3867 20 28, A B4R
KPR R T 10% FE o W [, 98 R R -
£1(HE) Je o555 F 0 BEOU 58 s AR T4 41 - 70 C
B AF , T2tk 6 & 8 PCR (Real-time PCR) 0
HHH RS ED I 3% (Western blot) 43 53] 46 0 JHFE 26 21
i Adipo R2,PPARa mRNA FI#E [ K kK F. JE5
BN BB IR 2H 2, i 2H Al T LB e B R AR AR KA
F (insulin growth factor,IGF) FRIKIFH M .
2.4 [ AR BT i 52 5 (oral glucose tolerance test,
OGTT) K ARMEE 12 h 5 — kMW 25% #
BRI (5 g kg ™) 43 #E 0,30,60,120 min fif
BRI, 4G K B FBG ., 22 il W i = il 26, SR
AL B J7 v T S T e 2 0 1A ) b T T R
(AUC) # BT L35

AUC(mmol-h+L™") =1/2(A +B) x1/2 +1/2(B + C)

x1/2+1x2(C+D)

L, A,B,C,D 4354t 0,30,60,120 min B

) FBG.,

A sh 44k 2 M A K FBG, FINS, GSP, HbAlc, TC,
TG,LDL Fl HDL, B A& 5256 7 2: 2 B0 G vl 5
9 £ 2R HURAR B (IST) 4% FR AR A 353

ISI = In[ 1/( FBG x FINS) ]

2.6 JIFUEZHZIHE B HUH BT 10%
[#] 5 4 JHF I 2H 20, LR I K A AL, U0
HE 4L, 68T WA B .
2.7 RAEEHAGEIEME IGF (RIL WAL HK
USRI 0 0 500 i, R AT S e AR g 1, WA
IGF KiK. e ALY 8 07 s B AR 2 R &
VA, TE W BB N W R H AL SR, O
Image-ProPlus £ 17 IR 73 H7 , LA 45 €8, % €8y B %
Fib, mAEE T REPLIEE S DHLE, 2 ] Fromowitz
e T T TR R AR R X 2L B 45 A E
IGF PR K - MR R O N AR 6, B A R 6 5
SR LTI R ik 5 A v A5 LB WL 42, 42 BH 1 4 25 ot
AERAN L L 220 0y S (- ) JCPRPEARAE ; ( + ) B
MM 1% ~25% 5 (+1) P4 26% ~ 50% 5 (1)
FH 4 4 L > 50%
2.8 Real-time PCR #; il Adipo R2, PPARa mRNA
Fik O NFNEAE LU B RNA 42 55 5% M Real-time
PCR 45 #%2 B R & Ul W] 45 #2 1, Real-time PCR
20 wLJz hi A& % : SYBR Premix Ex Taq(2 x )10 pL,
FETF5%4 0.4 wL,DNA #i#g 1 pL,ROX Reference
Dye(50 x )0.4 L, DEPC K 7.8 wL. J& i 4 {4
95 C HiZAE#E 2 min 95 C15 5,60 °C 35 s, " H 40 4~
FFR 372 C 5 min, BEHCR AR 2 560 °C 35 s I
Mo ZRASCHR[23 ] 1y Jr e, B IR 3R 5K o DU A& FE R TN
CEW RN BN C, R, HIXE R B R 274
T Hrb &80 519751 8 Adipo R2: E{iF 5'-
CCATAGGGCAGATAGGCT-3’, T i 5'-CACCAGCAA
CCACAAAGA-3'(156 bp) ; PPARa: " iF 5'-AGCCA
TTCTGCGACATCA-3', T #if 5'-CGTCTGACTCGGTC
TTCTTG-3(315 bp) ; GAPDH ; I i 5'-ACCACAGTCC
ATGCCATCAC-3', T i 5'-TCCACCACCCTGTTGC
TGTA-3 (200 bp).
2.9 Western blot £l Adipo R2,PPARa & H % ik

W A AT IEZH 2, 4% 125 I AR A H 11 i 1 571
() RIPA 2% #hifg Z44# 500 mL,2J% 4 °C 12 500 r+min
B0 1S min, B0 5 HCEVE , BCA YA & & HR I,
TEAER ., EEER SR B3, & VLR E
FIit 50 we, 70 B9 H UK % 5 e o, BT BB 5 ]
Vel MBE—Hr(1:1000) 5 HE ,4 CRGIR.
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i B Pi)E ,37 C FHR$E90 min, Jil ELC 28K Y
B0 B RAEE o AH N B R IBE N &
JREEAE % L GAPDH N 4 1F .

2.10  Hiiteporss il SPSS 19. 0 %t Bl k47 4y
Hrab 3, TR R L & 5 Fon, P4 ] H Bk e
XT o Ky, Z ] LR B One-ANOVA, G it 1R &
% GraphPad Prism 5.0, P <0.05 hEREASHIT
3 #R

3.1 MEHARR —MIERA N HAR&AHR
B PR o B TG W B 25 R L FE G 2 AR R E R A K R
JoT R RN, AR B O E RE MOIR A, oK B
IEH B =27 R, R WA T, 45 1A K R
R RARE 2, s, BaXObE . A2
W 2B ZRIME, KA TR, B R
=/ RER B T 0 T R RE R
LY T WHRIT G, 45 4R R, A s, B a it
B BNAE 2 oK HEE RGN, R 5T & 2 L
3.2 PR K RS R AR R B LR 4
AT KRR T TCW W22 5, 4525 30 d J5 , B

x1 FEZEMEREXREREMFENZ T

T 2H R AR i Y S 0, 2 TR B A 51 R 4K R A
i AR AT BT s 2 (P <0.05) V5 Z 45 4
KRB BT RETE 25 24 30 dJi5 MR 5 A 28 85 45 24 i AP
Thi, SEMHA KR ZERVR, =2 — /D" R
ARSI ELE S RSl QNS /N BICE DN
AT 2 T AE 4L R B (P <0.01) 5 5 KR
ZUAH EL, nik A% 21 I AT R W DR O R B T
(P <0.05) ;IS M ol A K PR R4 2y
30 d J& BT E AL 250 A BT R, SR R A L R
S . R BT R LT LA L S 4R L IR
LR BRI BT B b I 35 I TR 41 (P <0.01) 522
WA 370 YA 7, DR SR AR T R o e L 5 5 R 2 A L
AW 2R (P <0.01) 280 h R PR Z MR IT
Je, R B B L B B TR AL (S R R A
FLBBA TR AR (P < 0.01) , 5 T 25 45 51 10 35 At
—EGRA B A PETE Z A4S 25 )5 i R R B BRI
IR B A RGCR o ik UE B e v R R R Y 22 B T
VB DR R SR S O e AU LT A B b a2
AT RE 5 PR TS 20 B DR A0 R SR U PN T 3 A, DT D
BRFRENR ML R MR A G, R 1,

Table 1 Effect of Alismatis Rhizoma polysaccharides ( AP) on body massand liver mass of diabetic rats

Rk (2 x5, n=8)/¢g

21 51 Kl /mg-kg ™! HE(xxs, n=8)/g 148 %50/ %
45 25 i A

E# - 222.6 £5.3 246.9 +9. 8 8.2£0.4 3.33

i - 219.3 £7.5" 198.5 +5.6" 10.2 +0.4" 517"

Eh iR ik A% 5] TR 15 223.8 £5.7 241.6 8.5% 8.5+0.6% 3.54%

P A 400 225.6 £8.0 249.2 6.6 8.9+0.6% 3.57%
200 225.1+4.9 230.2 +7.3 9.3 +0.7% 4.04%
100 222.7+7.1 218.7 +6.2% 10.5 0.5 4.81

S ERALED P <0.01; SEAALED P<0.05,VP<0.01(F2~5,E3,4),

3.3 X BEFRSE KB FBG, FINS,ISI, GSP, HbAlc 1y
R 452530 d 5 AR KRR FBG I B T IE
WL (P <0.01), 3 B PR s KBRS AU 2 485 1 2 o
AR R AR 2 B 41 S TS 22 0 45 R i 41 K Bl FBG &
RO AL 20 4 W R AR, R S B AT Y B AR
(P <0.05), HiFETE 2045 413 901 W) & A9 4t -340¢
Fo BIAVZH MG FINS KPR IE R H & m (P <
0.01) ,1fij Ji & 2= R 5 20 i F R (P <0.01) , 3%
U 1 5 R ARBT. MLAK B R RS 20 L b
2 Y5 RE WY 1 s PR K BN TR B 3R R PR
(P <0.05) , X Ui H] TS 2 0 B A — o 19 3 o/ B 5
B BB R TR I s R BRIt B R R 5 2R K Y
- 120 -

Uik, 452530 d J5, 5 IE % A A b, BEARL 4 K R
GSP /K VWY & Tk &5 (P < 0.01) , % 25 25 4 K Bl GSP
BRRIAYA —E RN TR, HES LRI %E
o TR M, AR 2 K B HbA T e ZKSF B 7 (P <
0.01), Br ¥ 75 Z W AR 7] & 241 5h, & 45 25 4 K
HbAlc A4 W] W BRI, W& 2,

3.4 XPHERRSE B OGTT sy 5 1F % 4 AH 1,
RS2 K R IR A 25 86 )5 0,30,60,90, 120 min
B FBG ¥4 1 2 T i, 6 BB PR s R BRLEL 468 2k 2 % il
WERY VR BT TEA A A0 JS 1 L FBG (B W & Tt
i BYE GG, 7E 120 min J5, FBG AT RF 22 75 458 5 (1 7K
5 5 AR A A L, R 9 A 51 TR 2E RS [ 5 )
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®2 FESEXERFAR FBG,FINS,GSP F HbAlc B30
Table 2 Effect of AP on FBG, FINS, GSP and HbAlc of diabetic rats

o F FBG(x%s, n=8) FINS(x s, n=8) - GSP(x s, n=8) HbAlc(x s, n=8)

/mg-kg ! /mmol - L~ /mU-17~! /mmol -1~ /mmol - L, ™!

E# - 5.76 £0. 68 21.51 £0. 82 —4.84 1.48 0. 11 14.20 0. 21
7 - 26.63 £3.89" 31.83 £3.91" -6.74" 4.42 £0.24Y 35.36 £0. 06"
&5 2 N A% 2] ) 15 8.91 £2.96° 22.65 £2.96% -5.30% 2.28 £0. 19 19.28 +0. 12%
PRI £ b 400 12. 84 +7.04% 24.92 £2.45% -5.76% 2.42 £0.22 21.84 £0.23%
200 15.92 =3.28% 27.18 1. 87 -6.07% 2.68 +0.09 21.37 £0.15%

100 18. 67 =8.23% 31.36 £1.74% -6.37% 3.04 0. 15 34.66 £0. 19

15 22 W 3% R A A1 26 W 970 7 J5 W RO R B FBG, EAE Y, U6 RS 2 0 AT AT R0 Hh I OB PR R B
!

TR R 7

K3 EEEIERFRKR OGTT HE (x5, n=8)
Table 3 Effect of AP on OGTT of diabetic rats (x +s, n=8)

RSN UCEE SO SRS MK R 3.

Frillee W 2548 /mmol - L ™!
20 5 -, AUC/mmol +h-L~!
/mg-kg 0 min 30 min 60 min 120 min

W - 5.76 0. 68 9.73 £1.65 8.84 +1.57 5.95 +0. 35 15.91 £0.78
el - 26.63 +3.89" 32.08 +3.27" 31.57 +4.96" 29.38 £2.67" 61.07 +1.43"
2 ML A% 51 15 8.91 +2.96% 29.87 +2.69 25.82 +2.78% 13.26 £2.72% 43.16 +1.98%
RICEA 400 12.84 +7.04% 31.56 +1. 89 25.64 +2.43% 15.33 £2.12% 45.39 +3.42%

200 15.92 +3.28% 30.75 +3. 15 30.45 +2.01 27.45 +£2.45% 54.76 +3.28

100 18.67 +8.23% 31.43 £2.83 30.06 £5. 12 27.66 +2.98 56.92 £2.19

3.5 PBE PR K BRUMLES ML KRR M 2y EKCE B R AR (HRE TS 20 PRl AT B
30 d Ji, 5 OE A H AR 2 R BT P TG, (P<0.01), Fh1RmLA% 5 B 4 5 PS5 2 05 4% 57
TC J LDL K28 3% i (P <0.01) ,HDL K~F 21 LDL AR W] B FRE (P <0.05) . 75 2 h
BEREMR(P <0.01)  SEIRILIA L, £5 AR L A% 51 Fh R A 4 R TR IS B B 4 HDL B 7 21 K B AT
Fid 25 J2 135 Z2 W e PR AL I R TG K W] R BETS,ZRAEABREEE L (P <0.01), I

TRE(P<0.01), S4254 TC B A A — %4,
x4 EESENERFARLFBFDARKEHFM(x+s, n=8)
Table 4 Effect of AP on TC, TC, HDL and LDL of diabetic rats (x +s, n=8) mmol - L !
215 F 4t /mg-kg ™! TG TC HDL LDL
EH - 0.85 +0. 10 1.64 £0.28 36.11 +8. 21 0.67 £0.23
LAY - 2.01 £0. 15" 4.06 +1.19" 24.64 £7.45" 6.11 =1.42"
E8 W2 Rk A% 2] ) 15 1.09 +0.08% 2.38 +0.58% 31.95 £5.31% 5.53 +2.82%
IERCEA 400 1. 11 0. 04> 2.85+0.51 32.94 £8.18% 2.96 +2.68%
200 1.38 +0.05% 3.13 £0.25% 30.86 £7.23% 4.08 +2.48%
100 1.94 +0. 11 3.49 £0. 63 27.87 +6.33 5.67 +3.19%
3.6 XFHE IR R B R JE 25 21 22 20732 1 52 Ji Bk, vh e — A A RUE 40 A 5 1 2 K 4% 25

AE 2R BRI /NI S AR TE R HES R SR, Db e 25O RO AL 2UAE W S5 A A R TR AR B A 2, 5
bk R A2 0 18] DU FE TBORIRHES AT AR S 2 A0, T IR R A L B2 O BB R ) LA i SR RO 3
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FF 240 P J SR A €, R R R S N L
W), Jo3 A & P A0 MR T o R TR N 51 R 2 5 % 5
TRV Z WG YT IR B 228 B A AN [R] 72 2 0 s
200 i i e, G e 1R b A ) TR LR R R
ZHEEAE I et o 45 SRR WL, PR TS 22 Wl IR
KRB HEA I A PP A i o DL L

ALIEHR B BRI C. R R MEAR S L ;D ~ F. 395 280 b K
A (E 2 ~4[7])

B 1 FEEEMNERFERRFERESER/FZHETMHM(HE, x200)
Fig.1 Effect of AP on histological morphology of livers in diabetic
rats (HE, x200)

3.7 MBEIRRMOIGE B2 IEH 4R AL
AR UL IGF BRI, 3B 7 X A7 7R 8 R 3K
5 IEH U B 2 R B AL 40 IGF AR R AR B
FHHG R (P <0.05) o TR LS 5 AR 21 L2 1575 2 5 45
2R AL 2P IGF B AR SRR 2 41 [
B PAMERBFEAL, HIFE 2 &R A2 —ER
BE-RORF o TR R R TS 22 M 2 A R R N A% A1) I
HERZRIGIFEL RS, E 2,

x5 FIEZWEAERFBEKAR IGF

Table 5 Positive expression rates of IGF in pancreatic tissue (x +s,

AR (x s, n=8)

n=8)
215 4/ mg-kg ™! IGF/ %

EH# - 12.54 +1.13

FEA - 17.78 +1.42

R TR kA% 51 R 15 13.58 =1.13%

[ERCE 2 400 13.82 +1.25%
200 14.56 1. 12
100 16.24 £1.02

3.8 X bR A A PR K B 2H 2L b Adipo R2,

PPAR« 15 5l i (1 52 0 58 R0 2 K U JE 4H 41

Adipo R2,PPARa & M mRNA IR /KFE1Y ) 2 %

o 58 B LE B, £h TR Ak A 5 AR ZH R BT JIE
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B2 FEEEMNERFAR IGF RiZMEMm (R, x200)
Fig.2 Expression level of IGF in pancreatic tissue of different rats

(IHC, x200)

Adipo R2 ,PPAR« % [1 % mRNA ik /K FEHH B
P (P <0.01); &5 Z 0 &, i & 4ok BUIFIE
Adipo R2, PPARae I R A KPR EFETHm (P <
0.01),Adipo R2,PPARa mRNA ik /KA — &
JKFH T E (P <0.05), 76 I3 Adipo R2, PPAR«
HEHERFX L, ERAHAZMEG TR, WA
3,4,

A B C D E F
Adipo R2

= 1.5

2

o

N

&
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g

<

15 PPARa

o}

a
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] i

o]

%0.5

™
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0.0

B3 FEZEXERRKARFELLA S Adipo R2,PPARa EH &
BRI (5 s, n=8)

Fig.3 Effect of AP on protein expression levels of Adipo R2 and
PPARw in different rats(x +s, n=8)
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3 Adipo R2

mRNAMXF & IE

A B C D E F
4 EEEMWXERFHARALERF Adipo R2, PPARe mRNA
RIEHIHM (x5, n=8)
Fig.4 Effect of AP on mRNA expression levels of Adipo R2 and
PPARa in different rats(x +s, n=8)

L, MUOBE SR 2 T, 7 v I I B R =
Z—PIER (2R 2R 28 M), JEm 2%
AR AL, R R IR VE O JUE LA | A 2 N M A
FIREREDG U E AL HEANTH SO 1A B
A5 A% I 25 L IR T M 1 AR, Tk B
M E T B, A X 21 IE B I A8 2 AL R AT
W s 1) B8 B

AR SRR ] STZ 75 T 45 PR R BB 2 i B 4
BRI RE AR S5 , 46 D 1L 3% H FBG, FINS, GSP, HbAlc %
it FBG {H 5 Wk i 1B i) 22 4k , GSP F1 HbAlce 2
e i R J0 42 1 7K -, FINS RIS Jz e i ik 8 3R 70
fift 10 1) BE T3, RIS ARG 5 A F8 bR BE IS BT A T K
XU b 52 R PR 9 R BRI B K - i AR Ak ST A5 R
7N, AR A BRI HP A9 FBG, FINS, HbAlc,GSP
WY s TR 4 TS 2 0 2 he ] I A AR A K R
EIRAE AR T R R TR A A O B R TST 4
15 22 R A s K Bl LA D e AU I 9 1 .
Hb ARSI R K I 1 A 2H R B v b TC, TG, LDL
1 HDL /KF, 85 5 @R, SRV KR i i b iy TC,
TG,LDL ¥JHH & =5 F 1E % 4, i 15 2 b5 41 68 W 1B
Wee AR ASE 0 R Bl b 3R 8 Ak 10 T g [] I T e A 1 K Bl
() HDL 7K %, H 2 W] 0y &30 & o 1 Wb IR s
R BRTE H By MW RE R, 3R B0 T S 1 AR
i e WY S 1 P JUE B U7 A BRI TR, 358 AR 438 R0 A AR
W2 AT % VTR &, v B AT LA R AR AC ) 3R
L v I A I e R R R R IMLAE S 4K R P
Ao ARIIT RN N I g B¢ e 8] 4 Rl SCH ik AR
J5 R , N TS BC AR 5 5 Mg 7 - gk 5 A 0% 1 b AR D
M2, AT R s e e 8 UM o R T R BT B DR B A
A DA 2ok v 1 B S BB 2E A TE 8 0 43 i A, (K-
WAk, 7 A R TG e Ab, ROBE Y 20 i 52 BHL, 5 3
I s 28 2 ik AR5 8 iR, 5 75 30 25 8 07 R ( free fatty
acid, FFA) 7K b &7 , 35 00 50 S0 JE 5 1 i A A A1
% s M A MH [E B2 (very low density lipoprotein

cholesterol, VLDL-C) ,Fﬁﬁgmlﬁ'é‘ﬁif%’[m o I, FEBE
PRI BB IT  BR T A% 12 1 i s LA e B FR A R
WRERA i A E AR BT AR ZE L, AR 1k A HE 28 4% IR
i 12 PEJF RAE W K AR S R ARSI U TS 22
8 SR IR O] o AR 1SR Il (W =R (A IO =i
1 BB DR A AL EAT R B SOk o

IGF FJgE & 2R 4548 A R P M, 5 05 PR 19 &
HESCREY) T L IGE AT DL IR s R O 3 s
IR ML AR KR (GH) SR B8 19 & RARPT. MR
A P R VA 5 LV TGF-1 /K F B IEAH G
R ARSI B DR K BB IR 41 41 IGF BH
Ik PR 20 W A R B IR iR 20 2108 5 200 i 1l IR A
BT AL IGK 3Rk W s |, SR TE 2 HE R
IR 5 95 TIGF SRk A K

i 5 2H 2 AL A 24 - 8 i A a1 A 1) o s
ar B, BB W 2 R4l M ¥ iR R R
(adiponectin ) 55, RHK R BE 0% 1% b I 1 R B0 2 F
i (AMPK) 38 %, 50 9% ) % 0% 19 A1) A0 IE 107 2 1Y
AL (AR TR 8 3R A5 5 15 5 b AR A A T
06, DA T 200 35 M 0 SR AR o T I8 3K R 4 A
PRI RE 2% th IR Bk R Z 1K (Adipo R1/R2) 4 &
1, I8BK = 5 Adipo R1/R2 454 5, 73 il i i Adipo
R1/AMPK 1 Adipo R2/PPAR« 12 5 i I % ¥ HC i
RS IS T AE T A P Rk g R
Adipo R2/PPARa {5 5 i . 1o 4 1k ) i 1A 184 58 40)
BWE % K K & ( peroxisome proliferator-activated
receptor, PPARs) J& T II %Y #% 2 1488 58 e i b1, &
WHOE R, 2 5 1IE% K E W R IR
iR ALY . PPARs 4 a8 Al y3 IR, A
ZAHA G E RSB i b R E AR, H
t, PPAR« 2 g 7 AR 35 % OC B8 M 5 S 5 Y 7, B
TR B AR T i g 5% . PPARa 1Y
VI Z RN 5 RR AR O, 215 1 Uy R 1) £ I\ 245
& sk EAL L) MR HH S, PPARe TR IS
]2 9 TR B9 G Wk %% A% B ( carnitine acyl-transferase ) ,
#IE & F1 (apolipoprotein ) 45 3k [ () 2 ik , A H BE F#
ik H TC, TG, LDL K, Jt & HDL /K-, B RE
T RRAE S, R R R AR, AEAR SR, Real-
time PCR 455 i 7, 546 AU 21 4 Lb, 19695 2 b5 ] i
=% LIHFFAE Adipo R2 L) f PPARa mRNA )3k,
Western blot 25 5L i /R, 215 22 Wl b 35 412 e Wl RO K
UIFE Adipo R2 DL J% PPARa % (13 ik, #EILIR
7N, TS 205 AT A3 R R 5 AE Adiop R2/PPAR«
T T B RS 2B R ARORE PR S B I b I i
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