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WE: B 69 & F PI3K/AKT — GLUT4 43 5 i 335 3t du vk 3B 3% s+ Ae BE &) 2 &) 48 & % ( Type 2 diabetes mellitus,
T2DM) X R £ % #3% (insulin resistance, IR) 49 TR R AR AL . 7k KA ZHBARE T A LR 2 B4 R IEH
K A (Zucker diabetic fatty ,ZDF) sh 442 A | SPF 2% 5 JE) #5952 5f BE (fa/ + ) #H K R (Lean Zucker,LZ)5 R 4 % G 3 &
280 ,ZDF (fa/fa) ek K R 10 R AL A AR 3 BB 20 ook iR AR i 40, Anek iR R 046 T A HIRE 4 9.04 ¢/ (kg - d),
TANBAFEA S BALEE TRARABER, ELETLH6 F, BALHAMNKANEAREZ BRL T SM otk
(Fasting Blood Glucose, FBG) , 52 3& K B #t 47 @ Ik ) &) 48 & 23X 36 ( Oral glucose tolerance test, OGTT) , R JA 5 0F & & 4
B4k R (Real — time quantitative polymerase chain reaction, RT — qPCR) % A= & & %, J& ¥ i ( Western Blotting, WB) & 45|
AR ULELLR o By & B AR [ insulin receptor — B,INSR(B) | B A5 BLLEE 3 — 8 B ( phosphoinositol 3 — kinase , PI3K) | %& &
% 8% B(protein kinase B, AKT) k8% 1t. %% & 1% % B( phosphorylated — protein kinase B,p — AKT) o #] Zj #5415 % & —4(glu-
cose transporter 4, GLUT4) ¢ mRNA F= B G £ A R-F, &R LS gsrBatart HANSRARXARTEMHREE K,
AL ZHOBENBER S RBAX R KARERARNETHRALY LB RLEHFFBC 2E43, NEBNE 2 FHIK; 5HER
SRARG, ek B A ARG A R ERE AR TR KR EFBREE, LXFEKFBC AF 25 ARG8T, 52
& *¢ BB L AR Pb , BE A 33 BB 40 INSR(B) \PI3K — p85 . AKT .p — AKT . GLUT4 mRNA #2 & & % ik K -F 2 Z Ak ; 5 AR 2 18 40
b, devk g A2 20 INSR(B) PI3K - p85 AKT.p - AKT.GLUT4 mRNA Fo & & £ A KPR £ 5, 4 mkiBizgi
A A EARIE A T2DM X R 64 fo bk, B ) 48 a8, AUl =T 48 5 842 PIBK/AKT - GLUT4 @ %2 & IR 48% .

SESRIA)  Anvk B A2 52 A 4R kR s ZDF KR INSR/PI3BK/AKT/GLUTS 13 5 38 %
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Abstract; Objective To investigate the intervention effect and mechanism of Jiawei Wendan Decoction ( fjlII: i IHV% ) on insu-
lin resistance(IR) in obesity type 2 diabetes mellitus (T2DM) rats based on PI3K/AKT — GLUT4 signaling pathway. Method-
s Using high — fat feeding induced spontaneous diabetic obese rats( Zucker diabetic fatty,ZDF) ,5 SPF — grade 5 weeks old lean
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control(fa/ + ) males were the blank controls,and 10 ZDF (fa/fa) male rats were randomly divided into model control group and
Jiawei Wendan Decoction group. The concentration of Jiawei Wendan Decoction was 9. 04 g/ (kg - d) , while the blank control
group and the model control group were given the same volume ultrapure water daily by gavage for 6 weeks. Body weights, food
intakes and the levels of fasting blood glucose( FBG) were measured regularly every week ,and oral glucose tolerance test( OGTT)
was performed at the end of the experiment. The mRNA and protein expression levels of insulin receptor - B(INSR - ) , phos-
phoinositol 3 — kinase ( PI3K) , protein kinase B( AKT) , phosphorylated — protein kinase B(p — AKT) and glucose transporter 4
(GLUT4) were detected in skeletal muscle tissue by real — time fluorescence quantitative PCR experiment ( RT — qPCR) and
Western blotting experiment( WB) . Results Compared with those of the blank control group, the rats of the model control group
showed a significant increase in body weight in the early stage,and showed a significant decrease in body weight during the hyper-
glycemia stage. However, the food intake and FBG increased significantly, and the glucose tolerance decreased significantly.
Compared with the model control group,the Jiawei Wendan Decoction group was able to significantly control weekly weight gain
and food intake,significantly reducedthe FBG levels, and significantly increased the glucose tolerance. Compared with those in
the blank control group,the mRNA and protein expression levels of INSR(B) ,PI3K - p85,AKT,p — AKT and GLUT4 were sig-
nificantly reduced in the model control group. Compared with those in the model control group,the mRNA and protein expression
levels of INSR(B) ,PI3K — p85,AKT,p — AKT and GLUT4 were significantly increased in the Jiawei Wendan Decoction group.

Conclusion Jiawei Wendan Decoction can effectively reduce the blood glucose and improve the glucose tolerance. The mechanism
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may be related to the regulation of IR by the PI3K/AKT — GLUT4 pathway.
Keywords ; Jiawei Wendan Decoction ( fIIKIEAHE ) ;type 2 diabetes mellitus( T2DM ) ; ZDF rats ; PI3K/AKT - GLUT4 sig-

naling pathway

2 KUK R (Type 2 diabetes mellitus, T2DM ) J2 A4 25 ¥ Al
JI AT ZE L, | 0 AT 2 M 7T 38 8 A I DR e A AR
P WATRSE IR A R, 296 90% 1) T2DM H % 17 16 48
T, Fo [ 4 B 45 %k ( Body Mass Index, BMI) =30 kg/m’
(R TR PRV JEOPT R 20. 1% 7 5 AS S8 85 L 1 T A G
BRI ARSI A B BRI s E .
PR U7 ZH 2 U A e & R A B PR SR R
HEPT (insulin resistance, TR) 52 1M1 o K 1108 14k 48 i F1 g
AR BE K e 4 A HE TR AR I 200 i ) A I i 0 240 i
BET% itk T2DM [y % e

TR I 2 AR TR IR By il I Aot S
AU BFTE R, TN AT NP AR AR S B PR g 2k
RSV AT EARIT 5 & BN A 18 H %7 T AR e i ok UL 3 -
1 ( phosphoinositol 3 — kinase , PI3K) /2K [ i /& B ( protein ki-
nase B, AKT) {5538 B ke 3% K VS FRMEAE I o PI3K/AKT fi§
T B R 2 S B TP R T2DM 11 % 2
RIESHEIIAL15] K 9 5 R BUSrE 4140 IR %A a4t 3%
T B IR SR AR SRR IR A A MERE E T2DM ( Zuck-
er diabetic fatty , ZDF) KRB AL, WA AR AR 17 %R 1 Cis
HYFZIR , R ATRFT AR T FIE Y T2DM KRR TR (19 AR
RAEFIBL, o BE 25 B IR IE I, DR NE R — IR (1t BEFR 4 A1 5
1w
1.1 4y

SPF 2% ZDF (fa/fa) KB 10 H, 58 B X B (fa/ + ) (Lean
Zucker,LZ) KI5 H AT H (100 £15) g,5 Jal%, B 0 #EE,

8

W) 1 bt 2 e ) A S G S ) R A BR A HL SV R IE S
SCXK(51)2021 —0006, 45 1% A T35 ik}, HAR &4 T
5 S PEF(Purina 5008) o ) 4 R 7E VL VY o B 24 R 2 5L 06 5y
Yl JE AR A S AR IR (25 £ 1) °C, MIX IR JEE (55 +
10) % ,12 h BIEERR , A S TT e 28 VL4 Hp B2 2 R 27 S 0 5l
YIeIZE DL o W AL, HIbifE S JZLLSC20240570
1.2 KBy

TR B 1220 K10 o (2 BUBARIE 2508 7 A R A
L5 cep —498 —240101) , 472 10 g (22 [ T 8 Ot 245 b A7 BR 2>
Al 415:396220601 ) , AR5 10 g(J7ARICHEF 25k A ER A F],
5 :c —24008) ,BREZ 10 g (2 BUS MR E 2517 A IR W), 4t
Fiep — 128 —230401) (K% 7.5 g (IR #HAHH 25K R A BR A
AL, 315:220606) , BE S 15 g (AR BH R v 248 5 & A BR 2
A, 41E5:240103) , F5TF 10 g(TTHLIBRREZD A TR A A 1S
2304010153 ) , 42 10 g(ZRUBARE 21X 7 B RA A it
cp —044 -211201) , 5 H 5 5 g (ILARTT AR P25k v A RA
A, 345 :240601) , KA 3 g (1411 25 AR 250 A FRA ) L it
5:240701) A2 5 g AL AL AR IR R B TR,
10 R 4K, iR TR 1 by & T giigyap b, b kKA 2
W, AFIR S0 min, 53 2 IR, W4 2 1 ¢/mL, A 4 CUKAH
o
1.3 & A

Triquick Reagent & RNA £ BURF | =% RIPA 4H 21/ 40 fifu
2 (A FRERHA R H], 585 . R1100 ,R0010) | BCP
(RN I EABARABRA T, 525 :BKM ~ LF - T50) | #j%)
ST TJCOK S (P BB A A BRA | 87 5-:211027
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230104240708 A) DEPC /K ( sCIX & 4L /R A W) R A PR ¥
$%45-:G4700) \BCA 2 1 &R0 & (VL2824 Bk 4
et A RATE, 5245 :CW0014S) | Ji % 2 B 32 [ insulin recep-
tor — B,INSR(B) ],PI3K - p85 , AKT ., i & 1k 25 [ # fif} B ( phos-
phorylated — protein kinase B,p — AKT) Hi {4 ( 3£ & CST A #], 5%
5 :3025S 42925 ,9272S 9271S) . GLUT4 #i44& (F£[E Abcam 7%
A, 525 : Ab216661 ) \B — actin LA (R A YHAA IR
23w, H5  AB003S)

1.4 L&

FEOE RV TR 2% (T R Z A MR R A BR A A
Scientz —481.) | 4> I K [l #14X ( 35 [E Molecular Devices 23 A,
SpectraMax 190) \SZI %¢ 55 1t PCR AL /MY T 7 L UK AY 5%
EPFR KA R BT BRI A% 23 Hr R 58 (3£ [ Bio - Rad 3 w], CFX
96 Touch, Mini — PROTEAN Tetra, Trans — Blot SD, ChemiDoc
XRS +) R R O AL (78 [ Eppendorf 23] ,5430R) | L4
(T TG AR R B 4 0 A, LG R ) o
2 Ak
2.1 A HEERLY

5 R R E N RS 1 )G, 5 S R LZ RPN
FIXTHRZE 10 H ZDF R FURE 74 57 e B ATL 43 1 7%k B 2 A i
PRIRNEZZH . 28 X B2 K B4 T M SR ORI L, A8 X
HALA AR IR I 414 T Purina 5008 fik, [ HIAKE K.

T ZDF R ELH, o MM SRR R IAE 7 i e 4, iR SR Puri-
na 5008 A4 T A7 I IR 1 K BLZE 12 A i Bt 4 o8 AWl o
M6 SRS, AT AR TRLIEZ 45 245 TS5 FTE TR PR 1 & A=
R IR 4 25505 9. 04 g - kg™, AZHIRBLA 10
mL « kg™, 2% 0 IRADRI R IR AL 25 T 5 ke, 54l
TR B9 W2E, 256 .

2.2 BEAH &

RGP IE AR AR K, BRI R RS 2647 16 3 2l R IBIfL
BB LG AT 5 SR W B B R R[] — A Ao i L
HEL,4 °C PBS IFIHVE, IEANM T, — 08 T 2 mL T R
T, - 80 CORAF# T )5 S 2 11 A 2 B3k (Western Blot-
ting, WB) F1 52 B} %¢ Y6 %2 7 PCR ( Real - time quantitative poly-
merase chain reaction, RT — qPCR) 324 ,

2.3 RMAEAT BT %

2,301 —fHER SIS SRR B RS O AS E B
HEAE FEEROK 58 G A B S5 L

2.3.2 EBLAAERRl ELZHIE 0 A, G2 )R 2 3 A 4
Ji1.5 JA 3k 6 AN [a] 5 R i kI an, 5 A0 18 R i ) A a4
N 5 23 WL I o

2.3.3 o R#H FH A F X% (Oral glucose tolerance test, OG-
TT)  TEZZ5055 6 LRI 1T OGTT, R EUAE A AR K 12
h, PR A A WA 2 o/ (kg - bw) 3 H )5, 7£ 0,30 60,90 Al
120 min P07 HURE o AR 2% 2 44 B I 1) BB 3 o
28 N I FR ( Area Under Curve, AUC) , /v AUC =0 min + 30

min X0.25 + (30 min + 60 min) X 0.25 + (60 min +90 min) x
0.5 + (90 min +120 min) x0.5.,

2.3.4 B PIBK/AKT — GLUT4 i@ 3448 % & & & ik 4 m]
AR ILZH 21244 L2500, BCA o, RIRE B H . BFLIMA
30 wg FE#AT SDS - PAGE ik, KW G E O i 2
PVDF JiE | 6 PVDF 550 A PR3 e 25 1 5 P I 4 R 5 1A
LS ARG 40 B GLUT4 (1 = 1500) (INSR( 1 : 1000) PI3K -
p85(1:1000) ,AKT (1 :1000) .p — AKT(1 : 1000) . B — actin
(1:1000) ,—$i 4 CHEF AR . TBST P 3 4,5 min/I, —
Pr(1:1000) FH#EIK EZRFEE 60 min, TBST $E 5 3 %, 10
min/ ¥, K ECL RG> 8 w5 PYDF i, fEBER SR R 58 T
HEATH A A5 U ] Tmage Lab 6. 0 FfF 234t 2 BE {8, LA
B 2% 2 AR R IE K

2.3.5 B#M PI3BK/AKT — GLUT4 i@ 348 % F ¥ mRNA %k
#l - Trizol YEHEAT BB ULATZUE RNA $EI, 75 I B2 35
A ULHI 0K RNA 15 50 cDNA B BRI cDNA 15 %
AceQ) qPCR SYBR Green Master Mix 5 #& RT - qPCR 20 pL
S R VAR, T REAR B8 3 ASPATFL R 2 24 ikt
A HRYFEN R BN T NS B - actin BIEEOR LY
RikZS . SRR BB G, WE 1,

x1 519751

RN AR SIFFI(S" -37) KN/ (bp)

GLUT4 F:CGCGGCCTCCTATGAGATAC 57
R:CCTGAGTAGGCGCCAATGA

FoxO1 F:GGCGGGCTGGAAGAATTCAA 121
R:ACTCTTGCCTCCCTCTGGAT

AKT {4 F:GCTTCTACGGTGCGGAGATTGTGT 125
R:GTCCGTTATCTTGATGTGCCCGTC

PI3K - P85 F:ACTCCGACTTCATGATCCCGT 72
R:CATCTAGGATGGACGCTCCTCA

INSR F:GGCCCGATGCTGAGAACA 188
R:CGTCATTCCAAAGTCTCCGA

B — actin F:GCAGGAGTACGATGAGTCCG 74

R:ACGCAGCTCAGTAACAGTCC
2.4 FIFF LM
B SPSS 25. 0 B F, ik 5 & 5 28 2B pEAG 4L
FSt o BARLIIE £ BRUEDE (v £5) R PIP <0.05 IR 2%
SHGEE L
3 &R
3.1 feekiR fE 7t LR A T2DM K Bk R B K EW N
575 P B R BUAR B, AR 0f IR 2 A Bl 5 4 40 W 2
R, 7 H R IR B B, A5 X B2 A LA ot B T
B# (P <0.05,P<0.01), 75 & T2DM {58 " 14 it 78 1l R
B 5 RS T ok FEE LA SRR L, Jon R 2L H 3 21 1k o i 49 K -F AR
XA , T GE T REREH (P <0.05,P <0.01) , BLIA 1,
3.2 fmeRiEAEF A AE AR T2DM A R & B 0%
SRR, 525 OO IR R UM LE , B IR 2 K B A )
R E SN (P <0.01) , SR A2 B LE, 72 52 56

9
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bt - AL 155 1.5
5 40- R AL - i
5 - R 4L %) )
W 304 # ® ® i
= " = 1.0 ® 1.0+
13 20+ =z =
- b b *
é 10_ & % ek %
@ 0.5+ & 0.5
Wi W2 W3 W4 W5 We § %
B Ta)/(J) - o
N N 0.0- 0.0-
o+ 5 EX A A, P <0.05; + + 525 %) i & & & & & &
B P <0, 015 #15 BB XEIALEL £, P <0. 05 4 15 B X & & S &
R4 L4, P <0. 01, KA A LA W
BT InsRIE ARz X AR T2DM KRR B B 444K i 1 5%
552 EFF G IRIEIL A A R RS & B E R (P <0.01) , H 1.5+ 1.5+
PERESC IR, AR BB 2ZE B A IR (P <0.01) . WAH T A =
i X
X 2, ﬁ g 1.0
3.3 Aok B A BB AL T2DM K B2 B 6 6 B o g 5
b4
s R BRALK BUR H , S04 4 PRI 6 B AL K B %E £
i .9
75 I I 838 55 (P < 0. 01) , S T80 %) BE 21 K BRUAH L, ik £ 5
, § . ; . (5]
TR R 4 R B2 I b B IR (P <0.01) . TLIEI 3,
26 - R RAL 00- 00
g 20 - UL Aé&‘%’ %gé%’ ®@® ﬁ&@’@%\&@ @4@&
-k Q> %
é - ik i I 32 241 ﬂ%,z@ %@, ,@é& 22 @*
%‘u 10
j% 5 o o« 528 X IRAL AL, P < 0. 01 # 5 R0 x FR 2 L 4%,
Y P <0. 05 ; ## SR % B4 L AE, P <0. 01,
ow 2w Nlh‘};:')%]) Bwi 6w B5 44 KB INSR(B) .PI3K - p85  AKT .GLUT4 mRNA %3k /K

o 5 A AL SR, P <0.055 + + 525 (X)
WAL R, P < 0. 01 ;s S50 % BB 241 o, P < 0. 01,
&3 IR AE R R T2 DM K B2 JE A A 5% i

3.4 JeekIBAE A XTAEREA T2DM A R0 REAH EWE N H

B OGTT 245 I 15, # B M A WA UG , 528 g0 ALK
FRAH B , B8 %o IR 2 R B g A BoF I M W (38 0 2 (P <
0.01) ; SRR X B2 K BRAH L, vk i I 3 20 5 A4 Bsf (i) 5, o
PHE 2 TR (P <0.05,P<0.01), WLAHTIXIE 4A, H555H
Ko BRZH R FRAH L AR X R 4 R BRL AUC 3538 i (P < 0.01) 5
SRR HRZH K B UL, iR VRLIR % 41K B AUC i 19 25 R AIG
(P<0.01), WLAd v X & 4B,
3.5 fmek iR BE 7 At IR RE A T2DM kB F AL INSR(B) .
PI3K - p85 .AKT #2 GLUT4 mRNA % i & % v

525 [0 B AR EL, B TR X A R BB R L4120 INSR
(B) .PBK — p85, AKT, GLUT4 mRNA % ik B Z &% (P <
0.01) , 57X AL AH LE, Bk IR IR 41 INSR(B) \PIBK -
p85 AKT .GLUT4 mRNA ik i EF 5 (P <0.05,P<0.01),
5,
3.6 fmek iR FE 7 At IR RE A T2DM kB F AL INSR(B) .
PI3K - p85 .AKT .p — AKT F1 GLUT4 & {1 % 3k K Tty % f

575 [0 B AR EL, B TR X A OR BB R L4120 INSR

10

(B) \PI3K — p85 | AKT , GLUT4 2 [ 3% ik /K - i BE AR (P <
0.05) ; SIS FEAIAH LL , IR IHZ 41 INSR (B) Fil p — AKT
HARIKKF B ETHE (P <0.01) , AKT Hl GLUT4 5 FI AR XS
FIKWETHE (P <0.05) ,PI3K - p85 i HFRIA KA I mika
P EEFLEESRIIFE L, WLE 6 fE T,

p-akT [ 60kDa
AKT — — — 60 kDa
PI3K-p85; Weemme GRS SS— 85 kDa
INSR(B) — e — 95 kDa
Practin e — — 2 D2
A B c
AL 25 EX IR B LR R C. iR IR AR 41

K6 44K E INSR(B) .PI3K — p85 AKT .p - AKT GLUT4 Z& [ &4/
4 itig
REJEE R 8 T B I 41 220 AR 3Z BE 1, R BOL NG I 58 HE
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1.0 £ 1.0
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T« SR IRA LR, P <0.05; + « 525 FIXF A LEL, P <0. 015 # 5 EALXS B4 L4,

P <0. 05 ; ## 5 RIALXT IR LLEL, P <0. 01,

7 FBYIKE INSR(B) PBK - p85 (AKT ,p - AKT ,GLUT4 & [ A%} =ik

e 5 oo [13-15]

T, TS % P9 4305 ) R B A A1 7 DAL 45 53 9% . Mg
O S R ORI U 62 20 1 5 2 A o
AT 2 AL AN B 1 RS2 A S B, AR I
WETHR o ML 43 OB R e AU RS 2 M 5 25, 5 R
JR I e T VRN 107 2 4 — S AR, TR B, 13
TR AR B L5 2 U W I 1B, 4T R B TR T
IR BL%7 T2DM KA & i A id B2 . ZDF kR 3845 P A bk
PR 7S FEUR B 4 Z 5O 0k — 451 & IR, BA IR L
o B 22 PR TR ) ST I PR B, ARV T 4 K
I [E) A 70 450 i /K T, R R JPE TR T2DM 4 iy 2l 4 A 78
DRI ZEARBIFSE Hf  FRATTSR AT ZDF K R A 5 R 18 5 e ¥ I
GixdHERE T2DM K B IR A 520

AR T2DM J o 5 0 98 < MR S W, (7 3R
Az AZ R, TR, ISR R AT,
Bz MO 2 IR, EiE e, B AR Rk 5
GBI B HE 2 TE 1L, KA S REIE Ak MRS 1
WIIR , KRS T £, IR R BRI, & I 2
PR R R A AR R, B R 1 B ), A LA A
AR AP 2 W, TELE R R I R YA 9T R S A
FRBEL™ S PR 44 7, A S 60 9 1 e 0 L 37 £ [ 125 K O B g e
THERERE 5 AR, 75 IRIEE 507 KRl N 6 9T T
FF5: 3 WRZGHIT R, 4207 (ERE R LRI b, HeA 35 4N % 1l ik
W2 BTN, AR A ST MR R TR B
JU9, FT I A AR I AR L AR SR 5 HLIE 52, 76 ZDF
R Bl e A B, TR o A L B R A o B S A
LW ECHLOR T RE TG IE % I8 F2 4 A SR O R A, 26

By T2DM {4 S0 s AR AR T8 ) B 25 T (1 % 3
J=11.1 mmol/L, £ 4 T2DM R bR E > ; OGTT Hi<k T Ifi
TRUE 5 T 126 B B TR0k B 2K U it 2453 , 8 J o L Jpe 751
2 FEOMH BRI 5 TR AR T W) 08 2% ZDF A B 48 £k LI
A Bl 9 K S ARG R S A 4, i35 ZDF R BRI 8 1 I PR
B, 5 WA s M 5 1 AR T o R bR L RELY T LA
A RO I T 37 458, 3 AR 2L R B R SR B
RO

BRI 5 2 0 SRR A 0, R0 B SR A
R 80% LA b i R LG 32, R A0 1 g . B
BT, 5 8 L ey T LA B 7 AR 2, S 80l # WL Ih RE 32
5V AR AR SE X M 1 8 TR R P, S0 5 2 MR L
SRR IR, T IR LA N & 4%, ¥ & PIBK/AKT, AMPK |
MAPK FI NF - kB 2540240 o [ 7 F45 S % 7 . GLUTY f%
SRR I R AE S L S 4 I B, TR R R L L
25 iy IR A AR A, 7E I B R
SEERVER . INSR A B ML - 55 B4 A%
T Y R A5 A, W& 1 IRS - 1 BERR AL, 45 5k
PUH PI3K 47 56 PI3K — p8S , 3 i MM 1) 22 2 IR/ 95 2 IR
P AKTS o AKT BERR AL 800 I 5 20 I A3 39 4 L 204k
R TS 8 R P 0B SR AR i 60 S GLUTA 2K 14 7 40 i I
0 5 37 RIS, i A A BRI, WA 40 M /1 BRI v 1
HEMK T . GLUTA 15 4 % 2 Wi 5% 12 28 11, 76 8 5 ZRUR
PSRRI ST LIS 20 2 X 4 AW 0 S U )
I, FR 8 S o 400 3o 2 L ) B T SUZ 454, 7 B
H s AP IE R B . BRI, 32 S A S o A o] 2
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FI IR B SR AR AT RE S A B 8 LA ZRB B 3R A SO PR R A1, 375
FRINE IR AWFFEEER BRI & #5 L INSR(B) |
PI3K - p85 ,AKT .p — AKT .GLUT4mRNA A1 H A FiE,
FRTIR L AR 7 T LB R T O B R S AKT ) B 1R AL, fie 2t
GLUTA Gy fir, o O A IR 0 R U4 o, s IR
2 b IR AE Yz AT DA 2 R Y T2DM R i) 25 1
B RIS RS 1252 40, 32 i B L R0 R 5 3R U, A
MR i6 TR FZEZE AL T2DM 1 % g E e, HAL ] Al e 5 0
PI3K/AKT — GLUT4 {551 B3 3¢, Jy i AR AL vk it AH 373 £
PEAT RO S o EIARIR I 1 52 2%, HCmT R A bl
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