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3T3-L1

MYk v, ShARAR, XIREA, T4 g !, TR’
(1. ILEAEETEER: fE  251800; 2. bt K —ERZESR b 100034)

W =B 355 BARE T 3T3-L1 A5 b 48 i ik B & 453% (Insulin resistance, IR ) 227 ) 2 42 4] A A= IR 89
Yra B EARRBE  F k A0 3T3-L1 3T R W 40 i A i 3 5 By 20 B 5 JF) b 3R A5 52 52 3T3-L1 fig s 4w
ROME By Z IR . AR ARG K Fle A SABT, oA A el e FHRF10me- LA Bk
100 mg-L'28 BARZ 200 mg- L' 4 AP, m e sa R A Mg e R Ay TR, & ERF A EES
BAG AT ARAKRENEREZTR., BEREZTFR24 D 0E, AR 58 RAB - R ALY B0 T 40 i03% 7
AR AR, @ F AR R 1 [3-(4,5-dimehyl-2-thiazolyl)-2,5-diphenyl-2H—tetrazoliumbromide, MTT]}t &,
A fn fL 3G AE E N 5 R JE 2 H) A Real time PCR, Western Blot 7 i 4 | 20 feL %) ) 42 #5132 & & 4 (glucose
transporter type 4, GLUT4) | # fig Bt VL EE 3—3# B4 (phosphatidylinositol 3—kinase, PI3K) % & # & B (protein kinase
B, PKB/AKT) B3 B4 & 1 % & i# B (adenosine monophosphate activated protein kinase, AMPK ) it &AL 4 B4k 38
74 4 8% % My (peroxisome proliferator —activated receptor gamma, PPARy)mRNA A B =& & &5, &R . K%
TG, ta 03z iR A P B B4R R ) BAEA LA K (P < 0.01) ; GLUT4 . PI3K . AKT . AMPK .PPARy mRNA 7 -F
B O RKEARR I (P <0.05), 254 BARF ARG An 3T3-L1 g b 2m MM B Z ARHTAE A #] Z) 484 A 7
£ IR, EAE AHLE THe S Lif PI3K . AKT.AMPK .PPARy & B Fo & & £k , #t 3 hn k] B 45464 % |

KR BARE IT3-LIMm @i b FRL R HBHEEG4

doi: 10.11842/wst.2019.04.006 B 5% %5 :R285.5 LARAF AR : A

Bt %5 Jo B A 305 A s R I A B R A o e, 3%
DB PR A RO S5 1 2 TR 4 2002 4 PR 1Y 2R
W H R 2.7%", 2007 AEHE K F1] 9.7 %, 2010 4 — 1T
T3 NET IR XA 9.8 J1 18 % L) Ay A i
R TR E R R R T T2 11.6%, BRI
HTU AR R R 50.1 %", B R EL 28 1A 400 i 15
R 5 S — 7 A A R A 1Y) S B AL et
PP o PRG35 B SS T 2 RO PR , H: 2 R B
A UL A i 2 BN L L) B 22 s i P i ) 28 A s AN

WS B #1:2019-03-20
142 8 #7:2019-04-10

JE A ZAEPT (Insulin resistance, IR) .

TEAH AL GE b BE 27 vh 5 PR g L 28 F 11 PR RE AR T
TR e, LT AR, rh 2GR YT TH AR T Y
TR TIRZE S 4as, TR, Arh 2y rh s
(R 285 A RO o3 IO FH T AR , FER 74 PR T A
TARTIREAAE T, SR 2R 2 rh 2 B AR s 1 ) 5 S
B 2 ) o 1) 32 RO, A R S e v e I HA ek
¥ 2 BUBE PR B RV E T . ARSI B =
HRER X 3T3- L1 I s 40 e 4 2 W B BB X TR B R
PROTHAE AL, i R 307 B PR s S (T i S8

RPEHERHABLE &2 b EHGEH ZAEKIATARAB (2100409) : a4 B L E 42 b &2+ FAEKTIAEER, i wA: hiaif,

ok IR LI, BT A, AT B G 9T HE AR
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&1 Real-time PCR3|¥1F 7%
27k L#5H T34
GLUT4 5'~TCTCGGTGCTCTTAGTAG-3' 5'-CCAATCTCAAAGAAGGCCACAAA-3’
PI3K 5'-CAATACTTGATGTGGCTGAC-3' 5'-TGACGCAATGTTTGACTT-3’
AKT 5'~TTTATTGGCTACAAGGAACG-3' 5'~AGTCTGAATGGCGGTGGT-3!
AMPK 5'-GGTGGTTATCCTGTATGCCCTTCT-3/ 5'~TGTCTTGATAGTTGCTCGCTTC-3'
PPARy 5'~CTTTACCACGGTTGATTTCTC-3' 5'-CAGGCTCTACTTTGATCGCA-3'
GAPDH 5'-GGTGAAGGTCGGTGTGAACG-3' 5'-GCTCCTGGAAGATGGTGATGG3!
1 MREREE BRI 8] J5 AT B AR A fe A FHI )

1.1 =34t

/NECHT R W 20 AE (3T3-L1) (Fp B2 B L
BRAIFFEBE ) 5 3-5 T 3k—1-H JLBEIZENS (3—isobutyl-1-
methylxanthine,, IBMX, ES Sigrna /N E]) s DMEM =
B 3k (FEBR Rt /R AE W 2=l i A R A A 5
SDSPAGE % i e il i) & (138 = KA WHOR IS
Jr) s LK GLUT4, PI3K . AKT . AMPK , PPARy (Santa
Cruz 23 7] ) 3 55 M 28 bR i i ([ 24 5 A il o R
JIF ) ; Revertaid First Strand ¢cDNA Synthesis Kit ( 32 [
Fermentas /3 ] ) ; 5| ¥ Fl N2 GAPDH (_ g A= T A4y
TR AR S A R F]) ; Rotor-Gene 78678 & PCR X
(Corbett Research 2% &) ) ; % I AR 43 ¥ & 4t (Bio—
Rad) ; i3 5 X% % & O L (Thermo Fisher) .
1.2 37k
1.2.1 3T3-L1 @ity 541t

HF 3T3-L1 Hij A 7 20 B ¥ T % 10% Ji 2 13 1Y
DMEM i 3L, 37°C 5% CO85 55 A5 245 = A4
MR ZS B4, 0 A 0.5 mmol - L™ IBMX . 10 mol - L™!
JHEESZE 1 wmmol- L HEFEKARS | 10% 16 4F i 7Y DMEM
B AR SR 48 h S oA 5 10 ug-mL JBRES 3 1Y 3%
IR 48 h, FeJ5FE 10% G2 L35 1 DMEM (= B 45 572 3k
AkLREE R, B2 RIRIEIRW 1R, 9 K9 3T3-
L1 4HAEZEIHEL O YL B 585 ,90% LA I 5 AR iy 4t a3 7Y
T
1.2.2 3T3-L1 A5y 2 R ff By 2 ko B A & 5

2 IR SCHRARE 7 B3T3 L1 IR W7 40 i S 4 Ak ik
5, 25T 1 pmmol - L7 i ZE KRN TE 10% i 4 1ML35 1Y
DMEM @i g S dk 2L 5%, A A A b —id 4
FE WD 3 S AE 48 .72 .96 120 hil A FLEG 350 b 4
WEO i, 5 AR AR M %) 25 L A AR , 115
ZPEIHAE S, Y W 2H [R) A5 A B8 I T AR R 22 A ST
BT (P <0.05), Jattpl Ly o A2 AT FE 2 18 LL f51)

1.2.3 @mhesnia

OB 3T3-L1 IR 40 M, 4 43R 2s
FIZH AR AR 2K 10 mg- L' 4H B HE 25 100 mg-L'4H
FIESAR K 200 mg- L' 2. Hipas (A d@ER, LIS
10% Ji54 M35 7Y DMEM (e i35 77 3% 55 5 A4 o
ST N2 4 11 s Ho e 3 41 T AT )5 4 )
FHAS [ B () s AR 25 T
1.2.4 #eml 3k b F R B 48R R an fe & Al 2

8 RS TNJG , FE B AR R T T2 20 i 5 5 1k &
HOMA B AR R 180 L, (i H MR 43531y 10,100,
200 mg- L™, 45 A4 RN A SE AR I BE R, S [R]
WEE 24 ho o BRI VS 1 mL & F Eppendorf
AT e O A A I 2 ) G A B E B
A W A AR T — o A A R A ) 45 A 5 AR 3 i
% ODAH.,

& 2H 4% 5x10YFLEERD T 96 L, 4 FL A 20 wLMTT
(5¢-L7"), 08 4 h, WX 3, A DMSO % 150 pl/
FL, 7= 10 min LA S5 5, FHBGEAR (G0 OD {8, %
£ 570 nm, VLA ANAEIEG F7 .

1.2.5 3T3-L1JgHs2afi RNA 325 & Real time PCR 547

FI 1 mL TRIzol £ HU4H il & RNA, #% i1 GLUT4
PI3K . AKT.AMPK . PPARy mRNA F1 3 2 H 3 1
% B (glyceraldehyde— 3— phosphate dehydrogenase,
GAPDH) 51#) (£ 1) , % 18 Real time PCR 5] £ 1) 1
P T 50 cDNA, PCR W A51F 1 95°CAE 15 s,
55°CiE k20 s, 72°CHEH1 20 s, I 45 AMEFR, S S5 )5
fifi IN Real—Time PCR FJ 3§ 3% i) 2% F1 9% % ith £k, DX
GAPDH N N2, 318 mRNA #HXF F ik i, #1784 —1k
PR FHE T i S e (GR 1) .

1.2.6 Western blot ix 4| & & & ik

FHE 19%PMSF (1) RIPA i 40, 250 B E 5 W,
FHBCA AN ER v B, B 20 L B FRES, L 10% 1
T R R A 2R T M T R 58 I (SDS-PAGE) 41 5 £
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H, 25 5 55 B0 2 PVDF 5 I, FH 5 5% M fis W3 83 19
TBST = FEM 1 b5, A —d, 4CHF L5,
PBST Y5 3 YK, £:K 10 min; MILABRAR i ALY BEbRiC
() =0, FIRIBEE 1 h; JHECLEE A .
127 %itFrik

K HISPSS 13.0 B T Ge 112450, T BERL L
X5 o, A0 22 5 00 LU BOR BRI 28 2250, I 22
FFIF R H SNK 3%, 77 22 A 550 R H Dunnett” sT3 K56
P<0.05 AESAGIEE L.

2 #R

2.1 ERMMER G RE B A ARk LA A48
K
RIS T A S | 25 T HSE KA PE T, 43

I 48 72,96 120 h %S 12 F ARV AL 5 770 13
HIHTHEAR L | PR 20 AR T 5 25 1 2 A A AR
JEE T 2 (B WA IR AR 2551 o, 45 ASUR R A
PR = T 25 24 (P < 0.01) , 3275 48 h 5 Al #y it e
SE O T 5 AP ORI 5 96 h I 25 (1 1 35 s T Hog 1]
ZH,IES2 96 h B IR iA e (#2) .
22 BREEA TG ZWRIA MG R AR K N

3T3-L1 i 17 40 Mk & ZR LB AL S s )5, o
AN ) B2 1) B AR 2R R[] 1 7, DA 4% 2R 40 a8 77 1
THHEE R (R3) . S HYLIE, BRG] R R
IS REREODEM B I, ERA G E (P <
0.01); EAR K T TS , B 2H 290 ffa A5 2 A1) 2 , 4
% B OD (H SRR L I SRR, 2 R A ST 22
X (P<0.01), BHHZE100 mg-L'HMEHZE 200 mg-L
HAHLE, 2255827 (P > 0.05) .
23 BARE RIS ta i iE h R AL ¥ vk

MTT 25 R W, 2 LM C R 525 AR LR, 2
ST 2E T (P> 0.05) , 7R 21 B2 1 B A X
3T3-L1 I 44 53 1 Tosgm (% 4) .
2.4 %41 GLUT4,PI3K,AKT.AMPK ,PPARy mRNA
Real-Time PCR % % rbdx

SRR, 52 F A R, R GLUT4  PI3K
AKT,AMPK ,PPARy mRNA /K- F&AIG , 2 %4 411
R (P <0.01); SR, BARE 10 mg L7 5
2 100 mg- L', 5548 2 200 mg- L' 2H GLUT4 . PI3K .
AKT,AMPK ,PPARy mRNA /K FTHE , 2 %/ 40 it2F
B X (P<0.05); EHHZE 200 mg- L4 5 EH X 100 mg-
L4 1% GLUT4 . PI3K .AKT . AMPK .PPARy mRNA 7K

F2 MEERRMEREAEREZEE EEEEHERE(OD)E

285 n 48 h 72 h 96 h 120 h
=gk 6 1.581+0.003 1.332+0.004 1.072+0.003 0.898+0.003
FEAL 2R 6 2.032+0.004"1.965+0.003" 1.930+0.003" 1.608+0.002"

BEAI2E - B 20 6 0.458+0.003 0.627+0.005 0.858+0.008* 0.712+0.003

A5 EAME P <0.01,*548h.72h.120 h b4z, P < 0.05

R3 AERESREMNAIZE LEFEHE
RERZIN(OD{E)

20 31 n B &R
a4 6 0.835+0.003
AR 4 6 1.498+0.002"

HAA 10mg L 6 1.101+0.008*
Bk E 100mg- L' 6 0.901+0.007*
B AR 200mg L 6 0.897+0.004**

EEE Gk, P <001, 5EA A, P <001, 5 BARE
100 mg-L' 403045, P > 0.05,

F4 ARIRESREXMAEER M (0D E)

20 3] n MTT
CRop| 6 0.498+0.005
AL 20 6 0.502:£0.004"
BARA 10 mg- L 6 0.497+0.004
BAEE 100 mg L 6 0.507+0.005"
B4 200 mg- 1" 6 0.501+0.003"

E SR G, P> 0.05

FIEI AR, 25 S eg e R (P > 0.05)(5R5)
2.5 Western blot 7% # | & 40 GLUT4. PI3K. AKT.
AMPK .PPARy % & % ik

R ER, 525 A4 R, AL GLUTS
PI3K . AKT . AMPK .PPARy#E (13814 i B4, 24 404
Gt (P <0.01) ; SERL] A, BRZE 10 mg- 1L
FHRE 100 mg L' EHRE 200 mg-L "' 41 GLUT4  PI3K
AKT,AMPK . PPARy# IRk T+, 2 H WA it
X (P<0.05), BHIZE 200 mg- L' 4H 5 EHE 100 mg- L™
ZH b #¢ , GLUT4 . PI3K . AKT . AMPK . PPARy 7 [1 %34
Tel R AL, 22 5 Teg it B L (P>0.05)(3%6,& 1),

3 itig

RN, E NG RZA, LA Z IR, TR
i I 52 2A I s AL TG A KR B, SR
TLEZSIE  SNFR VU % B, WK E AT i
AE H B SR 22103l , i il E DRE ; Ik iz
JRASBETHE B ANREh, LA , AN BERIONS L e Tl
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£5 HBEAGLUT4.PIBK.AKT.AMPK.PPARy mRNA Real-Time PCR £ R L5

4.5 n GIuT4 PI3K AKT AMPK PPARy
Fau 6 1.120+0.037 0.820+0.035 0.787+0.028 0.790+0.030 0.690+0.030
A 20 6 0.510+0.020" 0.450+0.027" 0.410+0.020" 0.382+0.042" 0.301:0.023"
BHARFE 10 mgL! 6 0.642+0.028* 0.612+0.038* 0.593+0.033* 0.518+0.032* 0.459+0.035*
AR F 100 mg-L” 6 0.722+0.024*4 0.750+0.042*4 0.6880.038* 0.701+0.031*4 0.595+0.040*4
# 4R 200 mg L 6 0.724+0.015* 0.752+0.035* 0.6910.045* 0.705+0.040* 0.600+0.031*
A5 R G P <0.01,* 5AA 4L P < 0.05,4 5 B A% 200 me- L 41L& P > 0.05,
%6 HHAGLUT4A.PIBK.AKT.AMPK.PPARYEAREER (EOKREME)LE
285 n GluT4 PI3K AKT AMPK PPARy
=L 6 1.150+0.015 0.660+0.018 0.791:0.021 0.591:0.030 0.612+0.025
HEA 4 6 0.690+0.020" 0.4100.017* 0.480+0.020" 0.382+0.042" 0.3410.023"
FARE 10 mg L 6 0.842:+0.028* 0.512:£0.028* 0.603+0.033* 0.450+0.032* 0.451+0.025*
AR % 100 mg- L 6 0.995+0.024*4 0.580+0.032** 0.718+0.028* 0.509+0.031** 0.515+0.030**
# AR %200 mg L 6 1.004£0.025* 0.586+0.035* 0.715£0.025* 0.5050.028* 0.520+0.030*
A5 E QUL P <0.01, *5EA 4 E, P < 0.05, 45 4R E 200 mg L 4L, P> 0.05.
BRE  BRZE  BRZ TR B MR T O o AR A O A3 B T 32 Ay

24 R 10 mg L 100 mg L 200 mg L™
GLUT4 ”---
PI3K G o o . G
AT e — o - "

S e T R S
AMPK

R R s e )

“..-.-

PPARy

GAPDH

1 Western blot ;5N & HERRIE

il 9 LR AR I, T 22 K B K AR U A
Ylo WIAURER AT (B BT - T8 ) == S BEkE , WA RE
WA RO ™, T DL R PR 4 A A T DI RESR AR

R SRR 5 T AR AR, e B S DO RE
AL g 2y FEER o i, DA 22, BAT LR
AR TR TS Z IR, (R A R 22 )il 3
BRI , B ORH X i B, R R B
&, E TR R ERATR T TR B IR
2 B EA B | H R AR AR 0, I R L
AR AL R 2 ROBE o B iR Ik . A OFE

(peroxisome proliferator— activated receptor gamma,
PPARy) , M L 3 i 16K 2% R 200 f6 7] 46 it e iz 2 11 4
(glucose transporter type 4, GLUT4) mRNA F1 K H it %
IRIKAF DA B AR 25 3 A 9 B PR R BRSO X
GEAR DT IR PRI

WARFE PR EEARI Z—, TR
ARG, 17545 B0 MR B IR e R 3R 375 0
PRGBS/ LT T4 5, R LR R R AR 1 B8]
B2 HE Tl A W o AR SR AN Rk R Y B AR R T
3T3-L1 2 & RARBUBAL S , A0 15 77 3k vh Al A b
VR B Y AL AL AR (P < 0.01) 5 $/R B AR 3 A Bl
3T3-L1 4 A

IR 2B B XA TR 88 B A 2L CAi I LA |
JIg T 2HLZA 55 ) RF 9 8 2R A SRR R S W PR AT, = E
FR A B 2R 7 AR T IR AR W2 RO Y — RS,
JE 2 TUME IR I ARG o 2 BOBE IR IR 2R IAE
LA 34K (1) 2R R K-, A4 5 5 28 3 A Y
S R R AU B R SR BRI A  (2) 52
PRIKF B IR I 2R 52 AR DN SR T % 2R 22 R/ %
RIRWEIRIC P RS2 AUARSE s (3)ZARJF K-, LS
B 55 38 A2 VR I A5 5 T ARV 28 W R JBC P 25 A B 4 it
Bk, T A 4 Bl 5% Gz 1R G R e aa e 15 45 R L
GLUT4 JL N E %,

GLUT4 Jg: 2= B ) 4w Wiz AR, 201 T ) 3= f

606 ( World Science and Technology/Modernization of Traditional Chinese Medicine and Materia Medica )



ERRFZEA—PEZII * PEIHR

TR B L O LR AR 105 20 B, 22 AE T AR, 1T
2 R B - g AR D 7 TR I 3R R 40 AR | Y
GLUT4 14 I T S5 3075 26 W 1 B, e 5 22 R )
GLUT4 %3z J&i 3o PI3K/Akt 5 S BE Sz 3 ay
WG Ik LB 3— 34 7 ( phosphatidylinositol 3—kinase,
PI3K) H #8775 W75 p85 FMiE AL 3 p110 P 2 B 1) 57—
BRA T I A 3SR, BA B AR IE LB
i F1 Sex/Thr ( 22 28 2/ 75 212 ) 28 11 0 ) BUE 1 1
o7 0 KL p8S AU 1/ SH3 X I . 2 A& & il & R X
2 B —AE G X 53T (1) Sre [R] YR 2544 358 (SH2 ) 11
p110 5 p85 #H B AE M AE 4w i X, Horh 24~ SH2 7] &
WEIR AL S 2 TR R EE S &, 5 AL B i s Ak, DT
1 T R TR 5 IR BN, G SRR L
SR SRR, 3 i PI3K ] 9 .35k p85 FIEE A IV B p110
(14 5 PR oy fig gl o 12 T - 0K BRI ZEAL , B PI3K
XTI, BRI EA SR
AKT X #%E 1 4 1 B (proteinkinaseB, PKB) , iy
Ser/Thr 3 i , /& PI3K {5 7l i My E 24 1, H
Hi B AKT A 3R, AN A R i, A 80% 1)
[REE , A TSI 44, AKT B N S PH Z5 #4388, o
[ AR A C 3t 77 25 A S A A, PH 25 49 350 5 g okt
HEARMEARSEABRZBE AT, b4
IR AT 4k Ser/Thr 5% FEBETR AL , C v i8] 1538 5 A W R
AA7 55, Serd 73, LAV 15 S AKT S8 4 TR AL BT i sl
MRS S R S AR R 2 RS A B
1% S R AR 1 ARG AL BT, Ji5 2 SR 5 R 2 AR &
HEBEIR AL IS5 PI3K 5 3V 3& p85 11 SH2 &5 #4454
FHZEI B AR AL 3 p 110, I T A4 5 i EE UL
PR Ak, 55 AKT 19 PH 25 M 545 & 01 8 A T R AL
P ARG M 2 U 1 B, TR AR AKT M BT IR % =
Yo BRI AZ N, {20 GLUT4 33 iR 5
YRR, A SR AN e as A, 338 o 2 W R
07 WG PI3K N AKT 431, 7] J3 384> PI3K/AKT {5 5
R MG S WS GLUTA %32, g 1A , vt/ -
()G B, V80 e 5 B2 R A0 1, Gn SR e ) 2R A2 AR s
PI3K/AKT 5 53 i B A S U 2 (1 D) R S i 2]
51 %M NI RRRS, 4k M SFEUR 19 & 4
ARSI R IR - WL FEORAATE T 3T3-L1 AR 2
o 5 ZEHEH A Y GLUT4 . P13K . AKT mRNA & [
FEIRR S AL T, PRS2 50 40 AR R A B I R AR
AR A IR I A B AR R AL HLS DL 4845 B B T
SRV , {3 200 mg- L7 2H 5 100 mg- L AH [ 2% 5

T2 L (P>0.05) , #E I &= 43 2 GE 38 o P13K/
AKT {534 TFE GLUT4 23k, MR DT A IR .

JiR 7 2 16 A6 85 1 3 (adenosine monophosphate
activated protein kinase, AMPK) & 18 & il 5 R 5 5
e S 1%) B %, AMPK 2 —FP 2 5 18715 4 i LI g
S M55 R E R, ) A T RE B
WURIBE W44 % . AMPK —Fp SR =R IAEH , Ha.
By3 ANV B 20 i, AMPK 753875 LA BE B 5 4
i 7 TR BT AR, FLIE 14 52 AMP/ATP HUAE IR
Z 5 2R, BEVE T s D A B AR, 2
Bl AU R AESE  H T LASKS AMPKGHE I, 15 1LAY
AMPK i g 7 R S AL VE R BRS04 e Ak % LX)
2 W ) R IR 5, I3l 1 5 5 GLUTS 1) TR A6 %, I
i BRI % S TS GLUTS R R A 1k, 18 T fig
i L2 r s A A R R DT A A5 ML X6 4 2 A ) 4
IR,

PPARy &A% A2 A S A A3 58 s 2 1A 11
— A, NRIR Z2 4 LS e 431 PPARy (B L) IS i
A2, YR W B0E e U7 40 i PPARy , 7]
5 N IE N R T KRR I i M 20, /N s 44 At gk i 3
T, AT HE I £ 28 A AR . PPARy G 5, %2
it DA U v R 28 U i IR DA
o 107 A 534, TR 1S 22 AARBR D0/ IN , I 1S i i
Sy 22 RECE o S0 B 17 4t 0 AT SRR Bl 17 i
P KR 7 AR A IR 1 s QTR B I 4 L A 43 M D) B
R AR IR AR A L R 10 G G O SIS R IF S
M AT O Z PP B R A A 5k < 3d 5 A PI3K W B3
p85 .CAP IS GLUT4 133k , M i I &) 2 A5 554
S P AMPK 38 328 JE e 5 RS2 2E 40 R 41
VYN B ) A B I SRR S TR BRI, DAL
SRR QIR 0 JBR 5 R INUAE o 7S SIS0 A I 1) b S K
PV 1 3T3-1L1 IR i 20 At g &5 AT T AMPK
PPARymRNA & RN HAL N, InA SRR L
B O 5 T o, A S AR 2R e B M 20 A G A IR
Al fE 5 AMPK .PPARyTHE A K,

WF5E 7~ P13K/AKT Fl AMPK {5 53l B A7 76 &2
IR A HEAEH], —J7 1 , AMPK AT AT LA #F P13K
FIAKT 45 ZF PI3K/AKT {5 538 B 43 1 0 6 P 38
0 e 2 28 A2 AR RS — 1 R %) 67 S A [ 8% 3 ] LAl
it P PIBK SR T AKT; PPARy i 16t RE {2 #F PI3K
(R0 AL P8S [ 8 JE HE R 5 RAF 556 5 01— U7
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1Al , PI3K/AKT A8 ¥ 15 AMPK 3% 14 , th n] 3@ 1 8 47 ¢/
EBPa . PPARy [k , 75 3T3-L1 Hifg 7 40 M Y 434k
KA EAEH,

NE R AT 5 R TR, 2E 17 5 R IR, B HT A58
7~ Bt B A R BSORT G U 2L 285 T, W PR 1) %2 9
ROTIES, EIT SR IR KA A E B AR 4, 1
T U 240 R P R 5% 3 ORI A e R U VR T 2 Y
WEIRI I B2 — . 3T3-L1 HiAS 7 4 & Swiss /MR

WRRG BCET AE AN, REAE 5 T ARUVE T 204k g 15 4 e
Bz TR IR G S R A S IR Y . A
S5 6 46 FH b FE K AN S 4857 3T3-L1 IR 20 A e
RIRPUBIARL | I A0 AR AP F 58 55 AR R X6 TR B9 7E AL
il , 25 A R, 3T3-L1 R i 4 M & A6 TR Ji , 7 4 M £
YLRE 7 BH SR R T 55 A 25 e X R 28 A Fr) R
e IR, HALHI T 5 98 P13K L AKT ,AMPK ,PPARy
BRI A RIA A K,

ST B

1 Liu S, Wang W, Zhang J, et al. Preyaleflce of diabetes and impaired
fasting glucose in Chinese adults. China National Nutrition and Health
Survey, 2002. J Prey Chronic Dis, 2011, 8: A13.

2 Yang W, Lu J, Weng J, et al. China National Diabetes and Metabolic
Disorders Study Group. Prevalence of diabetes among men in China. N
Engl ] Med, 2010, 362: 1090-1101.

3 R, BEOY, ETUR, AF. i E SO RO AT 54 f Bk -—2010
AP e ] e g M 0 R A B e LR A A AR . T A N I 2
7%, 2014, 30(3): 184-186.

4 ZEWT, RPN, W, A B AR AR A B 2 AR PR R o
£ hheEAR, 2017, 19(7): 189-195.

5 A, ZENIL Sk, A5 2EREE ] 3T3-L 1w An i o 1k K
R I B ZARHL 0 R A 5. op [ 25 B2 3l 4R, 2017, 33(9): 1221
1225

6 BROGHE, JyHm, MR, 45, 24 BRI DR IR AR DG IT i . it
BB, 2017, 28(17): 2716-2718.

7T B, AR, AR, AR EAREE IS PPARy R BRIk E

GLUT4 ZK G IR 5 241K, T [ 25758, 2017, 42(23): 4641~
4648.

8 AT, EPAR, WhAAL, A5 BN BRI I R S IR /) LR
R, P E BB 2y2A i, 2014, 34(14): 1338-1342.

9  Van DBG, Wouters P, Weekers F, et al. Intensive insulin therapy in
critically ill patients. N Engl J Med, 2001, 345(19): 1359-1367.

10 Bt B HIAGHIERE ISR 4 152 100 434l B 3. TLAAIF9E, 2018,
47(3): 507-511.

11 3RGI, 2500, 55 UK, 45, PIBK-Ak {55 538 BB Q) A
FEA. h EAE A5 00 TR AR, 2010, 26(10): 879-885.

12 Breitbart H, Rotman T, Rubinstein S, et al. Role and regulation of PI3K
in sperm capacitation and the acrosome reaction. Mol Cell Endocrinol,
2010, 314(2): 234-238.

13 Jabbour E, Ottmann OG, Deininger M, et al. Targeting thephosphoinositide
3—kinase pathway in hematologic malignancies. Haematologica, 2014,

99(1): 7-18.

14 Winnay JN, Dirice E, Liew CW, et al. p85a Deficiency protects B-cells
from endoplasmic reticulum stress—induced apoptosis. Proc Nail Acad
Sci USA, 2014, 111(3):1192-1197.

15 Du K, Tsichlis PN. Regulation of the Akt kinase by interacting proteins.
Oncogene, 2005, 24 (50): 7401-7409.

16 Xiao X, He Y, Li C, et al. Nicastrin mutations in familial acne inversa
impact keratinocyte proliferation and differentiationthrough Notch and
PI3K-AKT signaling pathways. Br J Dermatol, 2016, 174(3): 522-532.

17 Wang H, Zhang Q, Wen Q, et al. Proline-rich Akt substrate of 40 kDa
(PRAS40) : a novel downstream target of PI3k/Akt signaling pathway.
Cell Signal, 2012, 24(1): 17-24.

18 AR, 255, B K, 45, PI3K-AKT {554 S5 B P it Jt 42
YRR W E R E 550 F R FR, 2010, 26(10): 879-885.

19 Hinanack G, Defronso RA, Musi N. AMP-activated protein kinase: role
in metabolism and therapeutic implications. Diabetes Obes Metab, 2006,
8(6): 591-602.

20 Bibr, iR FIES, % AMPK JAP REEASHIE T E . AW
&, 2017, 34(5): 78-82.

21 Lin CY, Gurlo T, Haataja L, et al. Activation of peroxisome proliferator—
activated receptor— gamma by rosiglitazone protects human islet cells
agains thuman islet amyloid polypeptide toxicity by a phosphatidylinositol
3—kinase — dependent pathway. Clin Endocrinol Metab, 2005, 90(12):
6678-6686.

22 ERAEMY, FETR, IR k. 4o S ALK B G PO S A AE AT RV B
DRIR KV IR k. 1 4R B2 28, 2017, 57(19): 108-111.

23 Bruss MD, Arias EB, Liellllard GE, et al. Increased phosphorylation of
AKT substrate of 160 KDa(ASI60) in rat skeletal muscle in response to
insulin or contractile activity. Diabetes, 2005, 54(1): 41-50.

24 EAAL, JRE P, TR, 2. PI3K M LY294002 %ot BRI s 41 43
LA C/EBPa [z PPARy 23K W R WA w16 HACLBLZL A, 2011, 13
(10): 823-825.

25 B LM 5 . R 2 TR D 2017 4D, o
AEWE PRI 44, 2018, 10(1): 4-67.

608 ( World Science and Technology/Modernization of Traditional Chinese Medicine and Materia Medica )



ERRFZEA—PEZII * PEIHR

Puerarin Improves the Glucose Uptake and Insulin Resistance of 3T3-L1 Adipocytes
Yang Weibo', Han Fuxiang', Liu Zhenming', Dong Hongchang', Zhang Jianhua®
(1. Shandong Yangxin County Traditional Chinese Medicine Hospital, Yangxin 251800, China;
2. Department of Nuclear Medicine, Peking University First Hospital, Beijing 100034, China)

Abstract: Objective: To observe the effects of puerarin on glucose utilization and insulin resistance (IR) in 3T3-11
adipocyte IR model, and to explore its mechanism. Methods: The induced differentiation of 3T3-1l preadipocytes into
mature adipocytes was followed by the induction of dexamethasone to establish the insulin resistance model of 3T3-11
adipocytes. After the successful establishment of the model, the experiment was divided into 5 groups: a blank group, a
model group, a puerarin 10 mg-L™" group, a puerarin 100 mg-L™" group, and a puerarin 200 mg-L™' group. Among them,
the blank group did not establish model. The model was constructed without drug intervention in the model group, and
puerarin groups were given different concentrations of puerarin intervention after the model was established. After 24
hours of intervention with puerarin, glucose concentration in cell culture medium was determined by glucose oxidase—
peroxidase method, and cell proliferation activity was detected by tetramethylazazole blue [MTT] colorimetric method.
Then, the expressions of glucose transporter type 4 (GLUT4), phosphatidylinositol 3—kinase (PI3K), protein kinase B
(PKB/AKT), denosine monophosphate activated protein kinase (AMPK), and peroxisome proliferator—activated receptor
gamma (PPARy) mRNA were detected by Real time PCR and Western Blot. Results: After puerarin intervention, the
glucose concentration in cell culture medium was decreased than that in the model group (P<0.01). The mRNA levels and
protein expressions of GLUT4, PI3K, AKT, AMPK and PPARy were all increased compared with the model group (P<
0.05). Conclusion: Puerarin can increase the utilization of glucose and improve IR in the insulin resistance model of 3T3—
11 adipocytes, and its mechanism may be related to the up—regulation of P13K, AKT, AMPK, PPAR vy gene and protein
expression, thus increasing glucose metabolism.

Keywords: puerarin; 3T3-L1 adipocytes; insulin resistance; glucose transporter type 4
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