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(FHE] B ORI T RS 2 B PR R BURE R e 1 2 SORR bk 1 5 0, R HepG -2 JHe 5 28 416 470 41 ff 482 784 ) 4
WESE LTI RE R 4> T WL o 7 5% « QO ioF 05 18 Al 2 3 46 2 3 S5 /0N 300 4 DR A/ T 2% (STTZ) Sy T 0 s K RRUBBE R, S 36 K R
B AL 43 S TR X HR 2 AR 2 | R R (U F U, 200 mg- kg ™' ) R B R P L R I 4 (25,50,100 mg-kg ),

TR2) 4 JROR ST 5,45 21 ig 45 25 LB A E 7 B0 T A X B 0 A5 70 R R 5 2 M 1 R . @ A5 0,25 mmol - L™ HK I 1R
il 3% BSA m DMEM ;3% 3 il HepG-2 40 il 48 h 7 7 [He & 22 400 240 MO ASS 80, 5206 40 16 3 4 S R0 41 | 1 X B L ( WP LI
2 mmol-L~") R B A R 41 (50,100 mg-L™") o SR Western blot J5 i Ft 2 45 Fb b 3 2K 1 1% 22 9 W 192 G -
1B<PTP-1B>$EHH%L7J<$Q 5 2.0 O SR R L TTT B0 S (DA 760 2E AR L, A T - A R T 4% 20 26 4L 10 I 09 25 MU 1Y
AR E . EER BT, HepG-2 4l S P4 PTP-1B 1 2 3k /K - il B W 5 2 T 95 T 46 HepG-2 i IS 192 5 26 1% o 455 750 20 i v
PTP-1B #1E H 21 6 25 B9, B2 1A K R T 3% ik 1 22 9 42, A 17 A S A BT LA % Mo AR 0 . 598 M BE T M 2
T RE A B3 2 RO PR s A BURE 0 f 1B 05 26 T 32, T BB JE 38 2 S I PTP-1B ) 3 15 7K S B 35 T 400 0 19 &5 287t 52
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Mechanisms and Effect of Total Saponins from Entada phaseoloides
on the Insulin Resistance
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[ Abstract | Objective: To study the effect of total saponins from Entada phaseoloides (TSEP) on insulin
resistance in type 2 diabetes rats and exploring the molecular mechanism using HepG-2 insulin resistance
hepatocytes. Method: (DType 2 diabetic rat model was established by high-fat diet and low-dose streptozotocin.
Insulin tolerance test was performed to determine the effect of TSEP on insulin resistance. (2)Insuin resistance in
HepG-2 cells was induced by 0.25 mmol + L™' of palmitic acid. The expression levels of protein tyrosine
phosphatase-1B (PTP-1B) among different treatment groups were compared by Western blot. Result: Compared
with the model group, the insulin sensitivity in the TSEP treated rats was increased. In normal HepG-2 cells, the
protein levels of PTP-1B were decreased after insulin treatment. However, its expression level could not be
ameliorated by TSEP. Conclusion: TSEP can improve the insulin resistance in type 2 diabetes mellitus rats. A
possible mechanism underlying the insulin resistanceby TSEP in hepatocytes may be related to modulating PTP-1B
expression.
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AR TR KV 1 B2 3 R0 B AR T e i R, PR s 1 R
o FEAE QR BE I, 5 R O IS R O PR O T B =
RN o HH PRI 73 A TR I 28 MM R 0% R (T1DM)
SRR B R MO AUE IR (T2DM) , Horpr T2DM (&
d K L%, BETIAN T2DM 4 K 9 35 52 1 o %
fili B5JF 1 Z2 R0 B85 R R 0 45 AL, b B B R Bk
(IR) /& T2DM & 95 ) B A

TR S48 9 5 2 1 H A0 B0 25 B X8 e 5 3R AR HT A 85
SR e, BV AR A B B SN RE AR IR R AR
RO ) —FeiR 2 . HEGIA N, IR A2 T2DM (1) k&
o BE A, B2 22 P A AR DGR 0 e 1 T AL P L 3
Tk ok BERE AL 5 i LR B o R TR K/
AIALHI & T4 IR 259 H a2 B AN r AL .

T B 1 2% A e 1 AL R R 0 TR AR, AR
FILEH I A5 0 AR T 5 A i B R AR R ) HPLC $i5 20 18
W AR RS R T R R R R T
LG ERAE S AT T BRSS9 E T R A
i A R R A5 S ip /D ) R BE R A R
(STZ) i M E LY T2DM R FURE B HAT AR B 1)
BECE RIS fE R M T R S T A T I A R A R
0T e 5 2R A RO i R B B

JFE 2 A RE AR AR, R R R AE
EEAHL ST B G R A RS T P A B
A F Y, 25 R R R WO R AR . B AE
T2DM K5 B 10 £t BB 9 SR T

HepG-2 4l ffg > I T~ 5 JH- 48 A A A AL 1 JHF 98
AR, DAL B TR A0 M A 22 2R o R T
Sy IF S I 200 G B R T 57 Aoy AR A0 AR R A
S T2DM I BURE B DAk AR e 7 52 1 X T
i B 2R BB 1 5 AR R T BOIR IR (PA) 1
DMEM 35 35 SL 03 HepG-2 40 il 1 57 H AT JB & &= it
%E‘Jéﬁflﬂ@fﬁﬂm , 18 17 Western blot 51 25 ¥ X 4 Jitd
1 R IR BB -1 B (PTP-1B) 25 11 3R 3K 7K F- 1Y
S ST R AN IR (943 Pl o
1 ##

1.1 ¥ 5mE  Mit: Sprague-Dawley K B H 4E
R R A ) T B2 27 e S 9 sh ) 2 7 L AR 180 ~ 220
g,60 H,¥FA[HES SCXK (%5)2010-0007 . K F# i
TRk 1AL 4 52 56 3h W W 58 b0 R AT HIE S SCXZ
(#P)2008-0005 ], & iE 7 Bl [ Research Diets, Inc.
(D12451, New Brunswick, USA) ],

L2 4iffakk  AAFE HepG-2 40 g g T v [ g AU
KSR (CCTCC) ,

L3 24500 Rk T = g 08 SR N R % A
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RN R B2 25 00 58 Br 43, O 28 rhmg RO R 27 24 27
B3 5 R BB % o SR M YRR T Entada
phaseoloides (Linn. ) Merr. ) THE (", BT 5
AR S AW TR AR T SRR IR 2
HP-20 AL A% AR AT AR U H] 4l Ak 7K 20% k32 i)
CTERBE ARG, F 50% R T2 800 & B AT Uk
JBE , W R I, v T RS R e T S R, B
el 82.8% ,

STZ [ Sigma Chemicals Co. ( St. Louis, MO,
USA) 1, #h R — I XUMK A (53 0 K 22 25l e fy A7 BR
AT, it S 20110160 ), DMEM ¥: 3% 4 (4t 5
NVMO0354) it 4 1fiL ¥ (41t 5 NTMO133, Hyclone 2%
7)) ; AKt Antibody, Phospho-AKt ( Ser 473 ) Rabbit
mAb, Anti-B actin ( Mouse Monoclonal ) I Anti-rabbit
IgG HRP-linked Antibody ( Cell Signaling /A ] ) , PTP-
1B Rabbit mAb ( Epitomics 2\ ] ) ECL 32 5] & ( 7
LB TRA RS A ) A5 XBT-1 B X 4
M [ BT (ET]) B gt A IR w) ], 4 AR
B R ESHE (Lilly France, 165 102013) , % Ig 2 (3
[ Sigma A\ 455 100M1202V) |, HoAth 1257 25 2 [
T T
1.4 U4 Leica DMIL 8] & B 55 R 48 (1815 ) 5
TGL-20M 55 3 ¥ VR B3 AL (K U7 LA AR R A TR
A s R BE AT By B IBE A (5 AR B T AR B R A
A) s DYY4C B PR A (LR AN — AR T) o
2 AFE
2.1 ¥y b LR sh W ad 1R Ak
TSRS UE A SE R . N7 T2DM K BURE DR g 45 7
o TE A BRZH (n = 8) KR4S 77 IE 5 T RF M 3R A, 3L
440 HSD KRR LA i i kM SR 4 8 IS 2 18 s v
4F 35 mg-kg ™l STZ(PF T 0. 1 mol + L™ 45 % -
FrA R = 4 2% sh 0, pH 4.5) ,72 h JE DAL= )L
BE=11.1 mmol- L™ Ay A8 70 J 7 b ofE o f45 S0 AE K B
BEML S A RS2 BH M X B2 AR e S R AT AR
FE A (&4 n = 8), HEX B4R H L 200
mg-kg ™ F TR IR (I T A AR K ) g 45 24 KR
i SRR R 4 H L 25,50,100 mg-
kg " B TR R (I AR FRER K ) ig 4425 0E
BN R AL 4 R H DL A S AR B B A B R K g,
FHBELRYT 3 A o IR YT WAL, BR O IRALR UL IE
DRI TR A1 A 45 21 K B D v AR R R
2.2 JRERWERE(ITT) KESLFH 2 [,
EEEr 14 h 5 W0E MWE(EAE D O min B FS 0B F, 2K
JE LB ip 0.15 U-kg ™" i & %, I a2 415 30,
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60,120 min i {9 (i BEE

Xof 1000 5 1) B 4l AT Ak - 4% 2 3 SR S ¥ (B
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B VNP RE 1 R N N i 5] DS 11 N
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] S IMBE N RE A 3 LR 1,
2.3 iR HepG-2 4 Jfd JB 5 25 K P04 B (1 4 57
NP9 HepG-2 41 FH & F 10% Ji 4 1L ¥ ) DMEM
R BT 37 °C,5% CO, FAE A B9 5 552 46
rhER IR . 2 A L T RIS 80% I 4 Ry 0.125,0. 25
mmol - L ™" #AE 2 (PA) 7% 3% BSA ) DMEM 1% 3%
FEHEATRE IR, U BE B AR PA VR
2.4 TRV N B B KP4 M LAY o PTP-
1B F2iA KBS0 % 2.3 T 4 37 (0 A5 780 3E 4T 44
AEE, Sy OEE A BERL A | FH PR R (=
XA, 2 mmol - L") A% JHE 1 A Y 45 1% L 7o Jo Bk vk

JE41 50,100 mg-L™") KA E 3 AESL, EFA
PLE 3% BSA () DMEM 8557, HoAx 45 21 1 15 97 FEAE
LA A 0. 25 mmol-L ™" PA f#) DMEM #% 5% , 7]
A I AN [) 5] 2 ) PR R e S 21T 254, 48 h
JG A 100 nmol « L™ J5E 2 25 01 38 40 2 30 min,
il £ 3 A A o

2.5 gitseab s SRHA] SPSS 1.5 BfF k47 ¥4l
SN AL HEAT ¢ KBS SR B DL v 25 Fon, P <
0.05 HSit2#mE X,

3 R

3.1 KRR R AT AT 2 AUBE R R BRI S R
HURPERY R IE X R 41 K R 60 min J5 i b B
N R A5 A2 )R R AR R B B, 60min J5 BE AR
R 3X 3R W AE IR R B R Bl Wy R oA B TR R AR
Bt 5 BE A T IR A 5 2 R0t A 1 R B 3R Rk
PR FER ., Wk,

x1 BEHETFLEHRY T2DM ARKERFREHRM (v 25,0 =8)

0 min (i B A [ 8] 1 10088 /) 4 b / %
215 F 4t/ mg-kg ™!
/% 30 min 60 min 120 min

E K X R - 100 62.75 +4.90 40.79 2. 41 52.96 +7.52
LT - 100 96. 67 +1.34% 83.33 £5.94% 83.18 £0.70"
UK 200 100 58.06 £0.92% 26.90 £2.97% 14.82 +3.13%
Wl A BT 25 100 87.00 +1.29% 75.90 £0. 29 70.35 £1.08%

50 100 62.41 £0. 16> 49.80 £1.20% 36. 11 £3.00*

100 100 49.71 4. 19% 36.24 £4.90% 25.02 +2. 64"

HSIEWXEALE P <0.05,7 P<0.01; SHMA HE P <0.05," P<0.01,
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FEHALFE HepG-2 41 il ,48 h J5 & il 40 ffs Akt Al
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1 AERERERALIEN HepG-2 4 Akt,p-Akt 5%
3.3 M TR XS IR A0 b PTP-1B K3k Y
52 Western blot 6 U425 1 & %2 1 X PTP-1B 3%
IKASEIE o IE O R, A TR B RS, PTP-
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KAV o O PR FH A 25 ) — F XU AN BE i 728 3 il
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1,2, X IELH 53,4, BRI ;
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P 2 25 WA, A T B I 2R a2 B R A ML
it 8 K5 2 412 a0 8 4 B HE ORI B B 7 A T P
TR0 R A [R] e B8 1) A6 i 1 o 8 T IR 2 BB PR e
KR — B [B) J& , TTT I3 & 30 BRI 4 o IR A %%
RS 4 N I, ) A TR R AR R T
KGR R

Akt( X FK A PKB) J&t— A 22/ 35 R WL g , ST
Tire HE 25 11 40 19 35 2 T e R O T A AR K R,
GO 20 e 8 T %) Bad B 4 | caspase 9 AR,
R TE AR A B RS W O 3 (GSK3) B SRR T
FoxO Fl i 5 B W i i) AS160 %5 & (17" . B 9% %
B AR/ PKB R AL St R i — A e
Mo Akt/PKB ¥[8 15 R Z IR 0 B R AL B B R 5 5
e WU B2 Ak 22/ 95 AR AR 5, T8 1L B R A 5 A 22/
HAME S 2 6] (1 — X% A, T 7E M 22/ 958
FRAE 5 B (BRI 59 99% L 1), BT LU
Akt/PKB 2 8] T it K B2 ks = R 15 5 i 1
Akt/PKB ) JES 1 AR 115 A58 i 05 00 0 D 45 o L 35 PR 3%
KA A N, AH B =2 (R RV 38 2098 5 i A
KA1 A AT i — AN BR Y B9 AR AR AT AT B
SRS 5 ARG o 158 rp 3 I G U A
U0 H Akt F1 p-Akt (/) 323k, I & T A3 10 #E
T ik 135 SF i ST ABERY | M O I 3 5 oP PR A 25 1 Bk
2 18 15 ZR 32 1 TR AE T RCHR AL T T A S 06 SR,

Jige I 2% 35 40 0 2 T A I 5 3R A% A 48 A i
RVEAE o i 232 1 A 5 HE 3h i 0 B UL A0
JE 105 240 L JHF 240 B L o UL S0 UL A B A
o BRIES ZESH SRR ORI
B, HERRBESES IR M« WRES, SIREBE R
SZARE T RALA B WAL IR AL . RS R AZ RN L
HLA 32 U i 0 BR R ( RTK) 36 1, 41k 3L R i 2 4
5 R Z R (IRS) (1 % 2 R o% 3 & AR i e 1k .
BEER ALY IRS 1B R 1%k B (KA 5 15 4 RS 5
o R M N — R I AE AR RN, T & F5 156 5 R
A WS ON, ATRE R S A L 20 A A R R A

PTP-1B Jg T 4 i /i 2 R i 5 I, R AE R )
ZAIA W M Py AR (R 2 PR W R B, B PTPNI
(protein tyrosine phosphatese N1) LK 4fd, AL
Z Pl AL H 2 OB PR 9 AR AE 45, #85 PTPIB %
IS B A A . Zinker 251 A £ X% PTP-1B
() R SCTE AT T Ak B R /1N B, 22 B/ Bt
KOV BTG RE RN B A BT IR R AL, B
55 2 MRE R T S USRS R E S EA

- 160 -

TRAEYE NN o JHE W S A P e 1 Tt Tl T A IS S T T AR UL
filg RWE-1,6- " WEIR M KI5 T FE . AR 7 4141
PTP1B # [1 Ml mRNA 7K F [ {1k, X 46 45 51 3% 1
PTP1B 415 JF M M L 8Uh e &3 245 5 % =

AR S 56 7 AT A TR Hh RS I 0 R R R R O
PTP-1B 1)Kk, I 2 B — & B AR, W]
R T - T T 4 R B 3R T A2 1 % il AR AT g
552m PTP-1B [k &, X 86k 3k P A 5
S TR R AR Bl W KT A I ER T 32 1 4 AL
4R AL T — 2 9 BRI A
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A BH A T3 -5 75 R b B A5 T X i ik I K B APP 2 H
S 5 S A (1) 52 M

AR R'RAET  RIED ket E e’
(1. THEMKRFHEAMER,LFT 100020; 2. 4HEMAKFPEZL FKE,ILFT  100069)

[(FE] BRI HRNRE F% 7S U B A 2 A J7 % I e il oK B 2% > §0 12 B it Th il 28 S M R A IR B 1 (APP) (AR K AH
K E (GAP-43) I Mk R (SYP) RIKMFE M o F5 3%k « SR T KM o 2l ik ik P ot il B 7Y, afi: 4 SD K RRBE ML 43 g TE & X RE2H A
R ANHE TG SR T A R A4, WS 48 h FFIRE R 42, B R L IR ANHER A A G RES 13 g-kg™', NIk
Mt A RS 9.1 kg™, AHAHRMEE 221 g-kg ™' BRI FE T AR A4S KAEE SRR K, S430Y5ES
4525 30 d J5 HEATAT N 2RI . BT 30 d 5, A Morris K 2K B 6 I 2 2J 1012 T & ; Western blot 6 I %l 28 3¢ B #% 57 /K & A
(APP) Ko 5 fil 4 AR5 SYN (GAP-43 iR I 3RIK . SR b3 Flok AP B 30 d 5,2 B 2 %0 12 W] 32 450 #bh B A6 1037
PSR b B L K G T YRR A [ R R 4R v KBRS F] 2 250002, R 0 2 B T 21K BRUTE S L AT 92 30 55 2 Ry s ol 0k R 30 A A TR 24 )
WA (P <0.05) %k BA I 137 4 A& 7 41K BUSE R IR SO A AL 21 G 35 M 38 i (P < 0..05) 5 & J7 4 R BUE IR 28 B R 1 &5 BT 78
7B B [A] L A R 20 ) B 4 8T (P < 0. 01) o Wit il K BRI S5 APP 2K (1 R 3A W] 8 [, GAP-43 SYN O W] B>, 51T AR
HEFRE(P<0.01 5% P<0.05) ;6 F MANHIE F 7097 AT 91 2 T 1G5 APP & 3Rk, LMW S GAP-43 SYN & [, 5
RUHA Gt 22 5 (P <0.05) ;N URHL B I K RIS APP 2 BRI B W 22 5 W B GAP-43 SYN Wl & [, 22
SFBFE (P <0.05), G5 AHIE #1755 75 Wk b BIL-& 7 1097 76 D805 B 100 DXl R B 3, BRI 5 APP 2 11 57 AR 1 ) B
A5 S GAP-43 SYN {1 & W ifil fi #F #h 28 J0 28 L FF A= LR i 24 D iCIC I RE M R &2
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