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Analysis of the mechanism of natural products on lowering blood glucose of

type 2 diabetes mellitus
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Abstract: Type 2 diabetes mellitus (T2DM) is a common chronic metabolic disease characterized by persistent
hyperglycemia, absolute or relative lack of insulin, and its pathogenesis is not fully clear. Although traditional
hypoglycemic drugs have a certain therapeutic effect on T2DM patients, its long-term use will produce certain
adverse effects to the body. In recent years, it has been discovered that the source of natural products is extensive.
Natural products, which are mild and harmless, can lower blood glucose, improve insulin resistance, and have some
anti-T2DM properties. In order to provide new ideas for the treatment of T2DM and provide guidance for diabetes
drugs development, this paper classify and summarize the main pathogenesis of T2DM and the natural products
with different hypoglycemic effects, systematically review the research progress of natural products in the prevention
and treatment of T2DM and its potential mechanism.
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MR, PRI TR T e R v
BT E A SRR A PR RS,
R Row I RoE, e ERIMERILS, RO
B3 A 9T W8 BRI FORTE T AR B R L RS S
W JFAETT 3R INEEBR A RS R R PR A B LA
o R 5 2 K BT (insulin resistance, IR) 77 [H ) B A
FRAE A RS . A SOF M T2DM [ & 99 L A
DAA [5] B M0 A A o o, 3 KRR D g
ST VRIS LA IR, DX B FR 95 245900 1 ik e 4t
.

1 T2DM%&FwHLHI(ET)

PR B KR RRZ, HRWILHEZR, &
FEEAI SR Z B A S5 A AT R B R ) S
R, (H AL AT LUE G A LR LA T : (1)
IR. IR & T2DM K Ji IR sh K 2=, DR i & 3= =2
A A I — ] FRAIC IR AR, AR RF IR P45 h
7 ERENEM. BB, NS, =
PR3k IR B 2R 5 4R B R T I i S 3 2R AH S o,
2] W E N T S A s, BRI K. 4 dL
P ZH 200} JiR B 3R IR B RURRMEBR AR, IE R RIS &R
AN 8 DA R0 7= AR TR PR B RN, S EUR S
RXMIGE i ThEeg, ERMERA AR TR e
T AR IRE . (2) Ak N (oxidative stress,

®IR
| wmEE
I % %

|

@ROS

I

@5 & p 48 @ K AE ® 4
F o gE FE AR R BL T

E1 T2DMA)EZ XL il

0S). MRSz T MsIARNT 73, SPUEfEAE IR, %
VEFH 9k 55 B AR 7 40 e 3 o, Wie S IR TR (free fatty
acids, FFA) 342, FFA [lE s ERfnsEasE, ik
25 RFENRAEIZEL. 76 SR FFA Film IBRRAS
T, MUAS A RER B HE, #IniEMHA (reactive
oxygen species, ROS) A i 14 % (reactive nitrogen species,
RNS) (&, (HEE p A mbisE e )k, 7™
A OS . (3) R B 40T REfFAG. ROS B F &
SAREE E B, R B AN, PRI
Ihig, HBLThaERERS P RS B 40 M A BRI D Bk
JRB RN ESRE RIS, WTEESFERE
RRZ . (4) RAERPL. FERERACH &L A OS 1l
BT, R B AR 52 2440, 40710 H B AE I S o
AR, 28 5E R+ B F = ml ELFLN T2DM (1)
KA (S) AR T, IR FT DA e 2
AR P RER S, N B p 4uiam
IR RE D2, R B itk S T
Britbz 4h, g EmE ™ DNA FEEAL ") microRNAs
26 V345 T2DM I RRIR &, e E/EH,
HARRM, R FET2DM A4

2 RERAFHFEMAEERALE 5347 (E2)

2.1 DRBBHMRAES, (RERDZSLHRA
=1
201 AR R BAH I Y 20 T

HA P RN, DU R
A, SRR S 1 DL & R 1Bk 5 fr
SRR, (Rt RS RCE AR SR s IR S
U By B AL > WD RERRAT ) K. Frgkmii
FE<x 1 ROS 7=k, ROS mli@ i i 5t K ¥
Ji 5 2l 3E K F -1 (pancreatic duodenal homeobox-1,
PDX-1) LR JIE £ 4 AR o 2 1K) 7] R 40 A (v-maf
musculoa-poneurotic fibrosarcoma oncogene homolog A,
MaFA) R IEEAH ENT S RS R B T4 5,
o i 5 3 (R0 R 43 s U K A £ v R R 1
N JBEE B4 R AR A BRI R B, AR
ARG S PR PR R SER R, 25 ng/
mL [ R B LR 3R IR AR B e e T B i e b
R SRR BB B 20 JB 1 TR A WA %, B
P B AN AL IR FURDS, ST B2 MR
¥ 2 (nuclear factor erythroid-2 related factor 2, Nrf2)
R, deERS RN wE " N AR
B, #£ 20 mmol/L & M AT, 47 i HY B SR H
YIHEYE RS L2 & (25~150 pug/mL) AL FE HIT-T15
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DLURR 5 4 WS o % W A R AL PR
| mmRs | | EEEE i it i3 3
[ [
[ —] [ |
. 12 # . LA T
7> -
12 3 Dﬂi% fﬁlﬂ% & gg 40 1 a % SOD, ggﬁﬁ
&5 g B 1 ) TE % CAT, TNF-a,
o || 08| | mue | | 2 # i GPx, | |1L-6/18,
¥ A | | Es gz | | R & K % T iR MFG-ES8
| BAE e & i3 MDA FERIE
I | | l [ [ [ [
[ % I ¥ 22 fR
RS EHKD
B2 REIRSAZIHPE MFEEFIRRER
HAER NS B4R 4 h, At RFEMRGIEHEEE  STZ %5 T2DM /N R 45 L 3 A 5 B 40 i b (a5

B B R A U R R 2 B (R SR EU) L
HERE B R AW Tk B R 2R 1 2 IR ) 22
FERIAYT 8 JARENE W3 FRAIK T2DM KRR 7 i I bk
(fasting blood-glucose, FBG) FlI%&J5 2 h [L#E/KF-, BH
T HCEENEL ML FE 1 (glycosylated hemoglobin, HbAlc)
PRI G S, R IE I AT IE 7 Ff miRNAs
MRk, DRI R AR WAk £, TR R A
e, BAET RN, BELARZ L 50, 100
1200 mg/kg [ 71) BT U A 185 g ESOHE JR 9 /] BRI 452
WEH 12.d, /DRI IE KRG, PrEikne

R AE T, A BT R R R R P KR
FRIV B ) P35 e S EUD 2 W T R 2 O P
Hu IR 5 IR BE S STZ 5 3 T2DM K Bl A & i 4 %
E R MAE,  (RRERR S R o, HGIRERY &, B R
EALRE S Y. i 2 R R VR A, LT
RE S 0 IR A PR /0N BRUJBR B B 4 Py 457 40 2
PR S R e B B SEIRY], AAEERE
Prb i) = B AR AL R (12.5~50 pg/mL) A] 554K
S 2 S 0 B R R B HL0, AR 1 R I B4 ) 4n
MOGE 70, Jkob R B A ROS AR &R, (2 ik
5 B AN A S W R P AN R 2
WRT I G 0 STZ 55308 PR K BRI g i B 4 Bk
&, SOERRRSESW, AN mARAE. BT ERE,
MG 43 B R EH ) AR DS B R /N B
Bl (100 mg/kg, VAI7 14 d), w5 AR A

IRF2 4L 1 (tryptophan hydroxylase 1, TPH1) f3 ik
RAEBFEER P UL ARRE, Rl i@it
DGR IR S BRI 7 WA T RE, i LAV AR 4 b
MRETT, PEACILAE.
2.1.2  BRARE S pYT A T

S 60 ) T B R TR A A R ) B R R T
AR, Wk — RVVER B EE . RIS LS.
B itk B 40 0988 -2 (B-cell lymphoma-2, Bel-2) 3 %2
A Y ZeoRr AR P A/ B FR) 3 1 SR A9 ) 2 O
A, fEgH IR T8 [ caspase-3 & 4 JLIE 120 AR
HER A PAT PR TR R T R ke OB AR
FI P, VR FE FFA AT LUK 0 5 B 41 Al Py i £ Bk
IR EE, & NF-«B, (A s 5 8 —5 A
4 i (inducible nitricoxide synthase, iNOS), 1 i1 NO
P, IS B AN T P 2 Bl
HLRE T8 B — g 7K, ml o e FLIE B i AR 3L
Re. WFFURE, AHY) 20 ol d i S R & B At e oA
TORAEHERR B s B Sk 2 ps B feidad iR
STZ %% IR K Bt Bel-2 mRNA {23k, i caspase-3
(PRI, SRl 1R 5 B2 AV R 2, D55 5 3 Wb
1 fiv 22 bl B A PR ATCORE FR s S IR AN ot T K,
) 40 B R T A A P, B RS 22 e OY A k3 )
STZ # FR % K B, caspase-3 [ 22k, 399 0 ifi 35 i 5
BOE, BIRTIEMREKT . SRR KK
T B 22 AR R BRUHE B A0 B DR ) L o3 e R 55 2R ] %
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fik HepG2 #i i A LR o (TNF-a) 3R 7K
S, B A PR — S A BUAE R 2 T I R Y B AT e
M T B seAh, R R AL T & (125, 250,
500 mg/kg) ¥E B ALFE 16 J& AT PG c-Jun 28095 K Ui ik
(c-Jun N-terminal kinase, JNK) F1 caspase-12 /3G
SR % A R K R AR P 4R O B R, R
RPN AT IR S B A T, AU SR
UWE, HGE IR, AR MR .
2.1.3  [ERERSPAM R FME . YT S A

AN BRI R I B4 e B O D 2 5 R B 2R O
Why MR B AU SR AT D RESZ AT, BB R
b E RIS Z B BRSO, @R AR
NS B AN E A T ah A, RS B4
JHO )P A T DN 7K T A R JR B R AN R ). H
B, AR EE S B 20 ARG B S B A B R B A
MO B3R o QUM A I B 4. T4
WL A IR B B4l B 7 SR 44 1 5 B AR 1)
AT P MR AL A 2 B Re @ 1 B R S B 4,
(30 5 2 40 b, AR AT PR 7R /I B I K S B,
At KO0 2 0 mT DL A R R PR K B If B 7K
S, B A PR A2 AR, B IR AR S 1L P
RAR T AL A WM 2 B R AF Pt s A,
ReAl OS AP 5T X SR & A2, T2 ROS X i B
B 2 (g A5 B /N Sk B 2 i LA TR AR i
MBS R B AN VE R, AT st DO S s nE /N R
e MUBEREIR 1o TP b 24 AR ) e HOAR 22
P A W BT RE o R B 4T — e
RIPERH . hah, TR A AT 5 A A A 2 A
CS5TBL/6J HEME /N B (D) BR L 70% F e i ) 4 i
JEFAAA OGS K ¥ CD1. CD2 FI4H i & HA 2 A A it
P34 4 (cyclin-dependent kinase 4, CDK4) H &1k,
fRFER & B AN IGHE, s /I RPN L AR DA
T 5 Ay WK B R M R B AT b e
KIUER 3 HR A TR RIL, (RS B4
FREEAE, SRS B AR M T R AT
P DU Mg £ T2DM /NI PLEALRE 1, XTI
B 4t T B A VR M MOR AR ] R A A
5y B AR B R L S A, NAE KT
ARy U R A MR A R IR, R B
g i 2R R oK, A B ] pE A H
22 SRR RFURMAIRATY

T A S LR P AR AR A T T v 2 TR LA 7
JREZ, YK ALTERNRKILEY, &%
FUR N B R 5 2 324K (insulin receptor, InsR) X i 5

RINBUREL G, RIS R BURE TR MRS R
JoVE S A M R TH )R e VE InsR 455, REERT
A T I e Ak o KR FE PR AIC R &2 58 A2 R A%, i InsR
(R85 B DA R 5 SR Ry e MR 25 A (R D S 52 LA
(R MRE R o AN UARAT IR BIRAS, ({2
RS B AR A TE Z RS 2, RATER RS
RIMAE. CAWTLRM, BRI/ BEm ] it
i InsR [)3RIE, BEINAME 41215 5 2= B BUS A,
B&{% T2DM £ ¥ FBG. HbAlc /K 7, MK EE
T 2 W8 Re IR I 1 0 R B 2 U E, (RE IR R R A,
SREEARNLAKE AR 2L, oot bl R s 1 e U AR
H R 2 B fig 18 A B db/db T2DM /) B i) FBG,
AR AV 1 252 J 3 2K, 8 T 5 R U HR 4
T T 22 00 T 1G N ER  2R S AR I U, BRI R
RIESR, MM A Mg ACE B AR B AT &
) RGP 1t 4 i A 24 0 R B 2R R R A,
P& AR T2DM K BRI I B A BY KARE LR 2
PIE P B bR s 1 2, AL PT A 5 4 v SR B 2R UK
P, IR 2 Y. BhAh, AR EAEE R
¥ R B A1 v G 15 3 DR BRI 2R N 3 £ T 17 2EL 24 v
TR KF C w4 H (Creactive protein, CRP). TNF-a
A2 -6 (IL-6) mRNA Fik, iyt RET
MREEER, HOInME S R BUEME P LB RIS, R
SR A T8 v I R S AL AR £ % f
PR, gERFpifRE, 53 IR.
2.3 AEREREBRA
2.3.1 [k A2 P T ] 2 W R R UCAN R

2R 1 5 I 1 AR SE AR B - (758 0 0%
B384 (glucose transporter, GLUT) #E47 AL 4 8
HENGUM, o GLUT2 3 ZEA7 76+ AT 40 Al An e
By B AN, GLUT4 £ A7AE T8 B WUNUIR s 4 i .
WO IR R 0 b 2] E U (AMP-activated protein
kinase, AMPK) {5 5 il B, 7] 4041 7 %) 0 & B, 12
HEE AR, B0E IR, WERR 1L I AMPK flEE [
M B (protein kinase B, Akt) nJ LA{ig i3t &) B % iz
A DA BRI ) A0 B TSRS A5 T 3k 4 xS ] 2 T I
V. BHERE, S5 FXUIMAE, PR LR
¥ 7T norathyriol B8 M B AL 410 L6 ' AMPK il ik
1, A GLUT4 57, 338 04 g ok 4 467 8 O E B0
S ZpEnrEd FREHE s IR STZ B8 SR K B
GLUT4 [f1321% , 358 10 4 B 1) 1) S ok A s B
PR R 7 R AT 2 S U 1) — SR A4 RN DU SR AR AN g
%5 30E ICR /N i AMPK {5 5 i@ %, intk B Al
i GLUTA4 [y ik B, 3 w] LA &5 KK-Ay /)R %



53 ik =,

SRR 2RO BRI AT IR P 23 #r 671

LA L AMPKo I GLUT4 (3835, {2 30 % ) b
M BT NG PR ST R B, 4% B T2DM 3 R
T2DM #5145 IR o 24 38 3 1 32 B0 P il 0 38
B3N (BEH 3K, [k 0.5 g) o] B SRR
FBG. % g A% LK HbAle /KT Y, ghah, #HHH
% A 7 (A-type oligomeric procyanidins, A-OPC) FlI3% kT
B B JEIE T 2L TR (B-type oligomeric procyanidins,
B-OPC) 2 w] 38 in v AR WK FH STZ K R /) s
GLUT2. LA GLUT4 DAL & 3R 24k o [,
B0 R A B UL AMPK O ER 4k, 4 FF I b
ffase B, R 2 2B T s 0 8 R R R
1B (protein tyrosine phosphatase-1B, PTP-1B) {3 fi
PRI /N BRI HepG2 4H 0 (¥ TR, AT 34 3] [ il 4% £
TEF . B 2 B mT R AR DY SR s g 15 5 T2DM
KR A IR 7K, 25055 T2DM K BRI BE ARSI ThRE
AR AR B PR 995 FH ROIE H BB RV Y R, R AR
Yyl R g GLUT BIFE A7, 38 hn2H 2350 4 225 K 1)
TR, T e MEAR,  BRAR UAR AKF
2.3.2  {REPEIEE S0 Sk

HEE, BMEHRGEA MR ERE,
RN MUK TH S, AR 4 & AR, —#5
2 BB B AR, T 5 0 T LB S T
NAEAATER N, Horb A B B8 L2 & b R 1R
KEZEL . BT IR B3R P94 B0 56 450 1 5%
VG AN N i 1R 0 N BT (A S S i N
R A RN BT B L A4 1) AR Ko B4,
I fiff A2 ] 260 W R iR AE G S BB R AR T A i
RNFLBR [FN P2 /D& ATP R AT, 24
AN EUR R E B e — o WA KT (138
[ A ] B FEARA LR I BE AT 16 B . (AR e i
S — R BB AEAE T M T T, Hoh SRS B
(glucokinase, GK). A lili F2 4 i (pyruvate kinase, PK)
I R S b W4 i (phosphofructokinase, PFK) A2 i %
fE I AR ) =R OB g, Ll )0 PR B S e A A
AR 4% 1) AT 7] . A-OPC/B-OPC #5) W] 14
I R STZ 55 (RE PR /) BT A& B UL
PFK I PK mRNA F3RIE7KF-, 2 i i ) 0 T #E
KB S 2 BEANH R R STZ 5 50 R K
B 0 R T B T &, PR RN R A BB (glycogen
synthase, GS) ¥&1E, 1 HAeW% L /21 T2DM K i
PER A, 0% IR . GRS R, &R
165 Z W] m SE B AT DLAE R B 20O th (2 i3k A\
P UL P X4 57 0 0 A, it sl i ARt
/IN B A 30 S SEORE T A O BE R, B v R ) A P )

PRI AL, 38600 A0 2H 2300) 6 0 0 R Y TR
FF 22 42 M0 T R B 1 9001 2 7= 400 S0 JRR AT 31 % 58 3 PRI
STZ 5 5 (IWE PRI B i KB FBG, 3% HbAlc,
T % o GLUT4. JiE & & AP - PK. GK 1)
Tk, oA SEL, EATREEE R N ), B
Rz IR AE T 2 PR EU ae g b 1R A i 4E 23 A 2R R A i
185 B% & A (uncoupling protein, UCP) fz H: mRNA f{)
Tk, WNRERIHFE, (LUERIAIRE O MR, BRAK
HMREAST s ST AR R AT RAMLBE B EIA
R W 231 UCP1 3RiE, 18 68 9% 39 m = g BE H
STZ i#5 5 1 B JR 973 /) B 88 L GK. PK Al PFK
s DU R - St L3 SN R I |
B T T Bl BR A BE T W RE R S B -3 (glycogen
synthase kinase 3, GSK-3B) )14, 4 R & B
A 8 Uk 503 T2DM . DL Rt e,
AR P4 R T Tk 8 S T AR AT OGS 1, R
SR T o T 2 W P T R
233 lRE AR

FERFAE A, IR (e 3 AT A bE S 28, 38 e 4
PR P2 A o BPRE SR AR T FE 52— R A IR TR,
S SRR I B B B A . ML PN LR BN RE
A OT D% R A R Y R R 1 e AR T S AR A
F. %% b -6- BEFRES (glucose-6-phosphatase, G6Pase)
R 155 R s 2 =G TAT T 1R R LI (phosphoenolpyruvate
carboxykinase, PEPCK) & ¥ 5 A5 1 4 o 1 =77 ifi bl A2
S EENHAREE, i PEPCK f1 G6Pase
SEIR ek T e b b S A, A R PR R T AT
H G6Pase il PEPCK [f) RNA Fisiim . Frws R
A AR 258 3 B0 R S 2 R LA T IR &
AREEFR. BERE, HEER ORI
Xt KK-Ay $ BRI SURT STZ M R K BRI e IR A
H, &W T STZ ¥ PRI K B, PEPCK mRNA [f)3
ik, JEEESRA, BIRIEEREE ™. A-OPC/B-OPC
i BAATC R J 97 /)N BT I PEPCK I G6Pase ) mRNA
TR, MHI APPSR A, SEEHUAR IR P, S
SR AR P 2 32 EAR R A DNT Wl @ it
VA JFF 3 AR 3 5 % PEPCK F11 G6Pase %5 [ 13 fifg 5t
ik, Eifl PDX-1. BESE 1 A E 2 JEH
MIZIE, SrAmHImpE AT ", S KR AT
AL PRAK & IS 6 B STZ i 5 (188 PR 5 /N BUFF I
PEPCK Fl G6Pase (1%, T iApERAELRE ", N
T TR ZE R SR B ORI S B R A S 35
¥ (10° A1 10 mol/L) AS{H AT 34 /i1 IR ) HepG2 41 i
PK. GK & L AR & AE, 1 B AT i GLUT2
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12215, T i G6Pase 1 PEPCK mRNA ik, &
BERERAA, AOEIATRE SR AR, SRR T AR
SRR T 3 Ao A1 AR D SR ) W S A A R Y
A SR P IR A, 006 B s 1 ST S B 47
HORSR =yl I N VRS S AR AR OGRS 1, A
T, CGENLA IR,
2.4 ETRBEEEMNRASTY

HIERERE AL S . R SR L RS &
L5 52 R G G )i FE ) 5 BEAE — e ORI ) i Ak A
NIERL, OB T 1) T 55 2 5 e A P 2 B AR
WHE R o- WER B o- 6 % 05T R BRI B
AR I SR PR, ENTEES S T ikl
PR . o- VEMTEE A A R EEOKIL S, T a-
G Re) RV R R S SRR S G ik ]
Wi DRIL, 0] o- A BEAT o 1 400 T G YV 1
A AT LS B K Ak B P K R TS A e A,
1] SE 2 B4 1) /N Ji o) 480 267 A FRT IR AL, ] Sy o PR s e
B RS B R T WEIURE, /NEE
Tl T B8R 6K B o) 1 250 4 (0 S, RIS e 4 1) -
TMEEEE, PRICE S M AKE . LA 2 Y
ANy i 2 U S m s ] o- SERERR o- F A
PEE RGP IR, PRARIMAE Ao Dhah, @it
] AR UL TR T IE R, BV o-
AR RS e R R R L e gt S AR R
MR A TG o- HEBEETRS SERE S
Y, HAEBKAER 719830 T 4R B W E 1,
HROR I BT BB 2GR ks . B ZBR S
BRI JE AL T = B TR IR LR R BT
PR T i % S5 35 FU 1) o 81 460 W LR IS, ) LB 7K
FURT 5 208 ) a4 o- 45 40 BEEF R, 035 PRAR
R RN MR TRAN N EARIR - N S LB U s Ao
I FRHEESLIG R, RN L R R A RN o-
R 20 R B £ 1, T SRR P AR [1Cs,: (91,11
1.12) pmol/L] A3 44 ml 3 1 (1) 75 s i) o 761 485
PEFFRG ™. ImPRSZIGHAR R, A RAE I H B
Ve85 ) o- A &) BE R P (ICs: 1.8 mg/mL),
B T2DM /3 (148 ) K Y Chen %5 B2 4iF
SEERA I 22 BE LI ] o- GE R BEAN o- T %) B
it (5 1 S TR B B B PR o I AV B i e R
AN T T R RN R R, FRRE S I
BRI FE, o ] 260 B I 400 1) 3 VAR T B R B
G R S 22 R B PR B R )
B G, W B B B ) o- 6 AR TG
TE A, PR AR B A B 2 A o R 2B R )

TR TR ik B, X R KRR A AT I
SR EIPERUC R A 5B Bl i 1 1 5 fpE
T, SEEREARBEREL, R IR,
2.5 BEEMENIERNRXASY

7R, 0S 5 IR A%, HEMITIERE N
R S AU Y. RIS B AN A P AR SR AL
fi (superoxide dismutase, SOD). I & Ak & [ (cat-
alase, CAT). &Mt H KL E ALY (glutathione per-
oxidase, GPx) %5 T & Ll & B BUIC,  ##E ROS Al
RNS %1 F, BESAMNNm 2z ™, d8r
ROS.RNS [ H12: ] B AN577 DNAL 8 A 5
NEKEE KT, 5l OS, itk s B4,
et B AR T, R HE O nT 1R STZ i 5 b
PRI KRB ME 40 4 GPx. SOD Fil CAT )i 1,
NN & (malondialdehyde, MDA) & &, #&& 4
BPUEALRE S, iR OS RN T IR . BB c
SRy B SR AT U U S0 IE 35 DMK BRI 4H.
ZIMMLIE AR A microRNA-155 )3k, BRI S
H 41 TNF-o mRNA J¢ 8 (5K -F, 75 NF-xB
IR, WEhEmE, WO BRA LS B .
AWK, DUERAE BT T 1 (silent infor-
mation regulator 1, SIRT1) /& miR-106b [FJ#EFE A, /N
BEGRE L 1 miR-106b.  F i SIRT1 A &1 MDA
K, B0 SOD1 (23 , Y42 b R /1N B OS B9,
e Ah,  /NBEGH AT E I 1 % PI3K/AKYGSK3P {5 5 il
#, 7N SOD %, FE{k MDA /K-, 3 OS,
SR PRI R RS B 2 AR 1 ™ 2R AMRES
PRSP IR A6 75 3 = SRR B8 0% 77 S AU o 1 i
H,0, 73S B 40 (AL i AT 77, FEAIK
ROS FH8 N 5 & B0 s Al N3 25 P ke
T 1% 5% CAT. SOD M GPx fIiEME, AL STZ &
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