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Research progress on the effect and mechanism of EGCG in the
prevention and treatment of diabetes mellitus
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Abstract: Epigallocatechin gallate (EGCG) is the main active compound in green tea. It has the functions of anti-
cancer, anti-obesity, alleviating metabolic syndrome and so on. This paper reviews the researches about EGCG on
prevention and treatment of diabetes mellitus, and summarizes the functions of EGCG in hypoglycemic activity,

insulin resistance, insulin secretion and common complications of diabetes. This paper aims to provide theoretical

support for studying the alleviation of metabolic syndrome by green tea.
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A AN I3 R B 2R SR A 45 AR P~ 1887 5 2 2RO R s R IR
JRAFRE PR 8 5 25 43 WA AN A2, SURR 9 Ji &2 2R Ol 23
B B L 32 IR DR R e B 3R 32 AR R AE AR, R R
2R A RBURE T B, 2 0 VAR oy 400 i K T R
FORYERR MUBE-F-187 o BEAE 9 1% 10K R, 9 I 40 i e
TR g TAEL 57 32401, LD Re vk e hg L =
P, B 2 BOBE PR A) 1 BURE PR K.
H AR S R 2097 1 RURE BRI 1) ME—Re 2524, SR T
TSR B ) 3R IE AN RBAS S 32 40 1 JBR B A i, A
RS = ARPURPIRAS, W AN e A MAERIT 2 &Y
Bl PR B 2 i, 5 FH A 2 R A1, — FUIAE, 3
K2 i BAR R AR, (H 25 A E AR B
AT i AAAELAD) B 5 42 B HR R 98 1) e I 24540, 28
9 B ETRE R T A

AT ILA R B T TIREE(Epigallocatechin
gallate, EGCG), & BT )La M 5 & T MRV
g, J& T JL#E K. EGCG £ RZ M@ FxhER+:
B, /A Y B Lk EGCG & &
. NEMFFUESL, EGCG RE W% i ik $ 1) 78 i [
- T R R R T A0 B B B (AMP-dependent/
activated protein kinase, AMPK). & [ B(Protein
kinase B, Akt)55 (5 5 10 2%, 4EHF 280 AR I B 1) 1E
TS, T ORI R B A0 P, 22 fie ok &5 2 Ak bt (2 3k
21 1L P9 R SR AR B, R R PR RS B — € BIR T AE
. A3 245 EGCG Biia B R 0t FL it g,
IH44 EGCG Bkl BRI I DU S5 WL, sk 2k 2k
R RS MERIT TR LS i s

1 EGCG ;e ERFBRITIEL

I LA, EGCG X IRIs B e E 28] 7
ZHIRE . NEREEE, EGCG W] # i Wi, 71T
P AR, RIEHAEH . R EGCG AR H FE
A UL (HR Z iR IR 45 F 3R 1] EGCG REf
TEGY T 7K R R R PR A5 PR IR B AH DG A

SV FE R W, EGCG A 2538 3R 56 4 1) 1 5% &%
R AT 5 W T 52 5, A I B ARk 5 R KK
e, B — 2 R TT BRI R Kao S5 1HE4E
Xt SD KRS IS EGCG Ja K3, W2 WA 71
B 5% 2%« AR . H I =R A0 TE [ B K TR BT R
B o FEIRAT 2= 70, Liu S 9PAE T 46 %% EGCG
X 2 BUHE PRI B IR B AT LG R SRR
(s, 7EREHE T 16 B S, B FH EGCG 4 1% % &
RACPURECN M P 1 H I =l & R B T &
5 i 2R 1 I [ 1 4 25 16 0 Hase 251 78 LU RE &
R xSRI L B, IR E 25 8 EGCG
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IERZR BRI 12 JA Ja, L mop A i s 5 2K P
Fir NP Yang S SE R BH EGCG nJ LA A J5F
K P 280 v B 5 )L 48 9 s Raposo S5
RILEGCG Wt S8 A AE F e 15 B A0 22 i B JR o
G AL AR . XL R B, EGCG T 9%
PRI BIAE DR FF RORE B — € M AAE A - Wolfram
SMRSRIE T EGCG FI 28 2 ik i 40 A W0 A 5%
LR, FHTHBa T ATT 2 B8 PRI o

2 EGCG FriatERmEI1ER LS

2.1 EGCG R#FRS p 40HE

B R 5 A R SRS Y DNA #7347 A 551,
7% M4 (Reactive oxygen species, ROS) A& R 5 5 2L
IR I B 240 A3 4 1 B SR IR . Orsolic 55! i i 44
JH e 152 P Dk A AL, P DU A W 5 0 BT b
PRIGIERLFT =42 (1) ROS 24515 2 NI A 41 DNA,
i FLFR BT Y, HED EGCG W] R iE bRk B 2k
AR Ry B AN DNA 45493, 3 R4 1R & 40 i

EGCG {RI R 40, B7 1k 32 40 7] e 57 B
R RIE R T WA FYVI KR Fu S DIMENE 1 4
B PR /N BRI R, A AL S w8 0.05%
EGCG KR, 45 5 BLIX 26 /N §ROHE FR 9 1) & 9%
W AEIR , 3X 5 40 i T AORE R 1 T 4B i FR-10
(IL-10) Y & 2 B N45 5% . Zhang Z5UI7E A4 41l 4
IR 7 EGCG F# IBE4F F vl g 5 Bt . AF
HIA 5, A AT K RINmSF 4 5 (3 40 fg /- £ -1
(Interleukin-1pB, IL-1B) M8 4R FE K+ —a(Tumor
necrosis factor-o, TNF-0). F-#t % —y(Interferon-y,
IEN-y) 3L [ 3 9%, £33 EGCG TiAbFE 24 h J5 e (d
A0 2 ks AR = AR ) ROS R R (s, PR 4T i
3R C [0, R AT LA 28 5 K- i 5 1)
JE &y B AT .

B 7 a8 e B AT RN B 280 DR DR R B 4
52 4545, WA SCHRIERH EGCG AT i 3t i & 41 g 7
WM 2%, 3 T 2 AR R RREAR o Ortsdter 5517 EA
J /M) db/db BRONERAY, 45 F & & EGCG It
k45 R, 5XHRAAMLE, EGCG 41/ R
EIWE 2 B0, EGCG Re i 15 i 265 B 50 B0 e
RO U E T LR B H % . Yuskavage P
EGCG 5 RS B Atk 4 515 20K BB &
2 L B Nt By 240 B 0 ) B 7 0 % A M e 4 L e )
JoR ) R 4 WA B I G, U R K R R IR
RURTE N, LW EGCG FIReIE I (2 Bt & p 4H
i 8 B 2 1 Jig 5 2 PRI I B VR FE o Cai S5 BIE AT
KIL BGCG 7T LAZE fff v < JEE AT K Bt 5 B2



52 oW ok W K ¥ %

38 &

HI7F 3, BN S 2 AR EY) 2(Insulin receptor
substrate-2, IRS2)7E K B 5 B A i 1 (145 5 15
PR ; 33— 5HIE R, EGCG fgtgid i s AMPK
5 o I PR R B A A T AR, BRI ORI B AT Y
SEREME . Song S A 4 R 7 B % (Streptozocin,
STZ)# 5 C57BL/KsI /N R SCARE R, #E 5
EGCG J& KIS BB PRI REARAT BT 2503, 1A 7K1
B, EGCG Tl T STZ Sl FH—A A
fi#(Inducible nitric oxide synthase, iNOS)[1Jid &%
ik, TR/ 1 g by B4l 447, BEAE 7B R s
Rt — 2284 .

22 EGCG HERBZERM

22.1 AMPK #= IRS/AKt/GLUTA4 125 i@ %% Qin
ST E R Rl MR IR B 3 L AR R I AL
[F I X 45T 200 mg-kg ' MERR AR 2 Wy, #5426 F
Ja, AN ERILRE L R =K R R, O WU R
SR R B 2R PI(IRST AT IRS2). Hi & i iz
B 1 A1 4(Glucose transporter-1, GLUT1 A1 Glucose
transporter-4, GLUT4) RSB HHE &, £ H
EGCG A 8 ik & 3 N E 5l e i &
HITHIVE] o Cao SE =y HE RDEL 5 3 Wistar KB
AR B B AR, F VS ISR 7k 2 M AR B ) 1]
BHRFR R, 18I SEF 520 7 & PCR I — & 51
BNEFIZ R E R RNA 5B R RE Sl — R
FEEFM RNA RIE, KLU ESRX K2 mRm
N1 gkg! KR, HEH GLUTI. GLUTA4,
W R & BB -3 B(Glycogen synthase kinase-3,
GSK-3B) /& IRS2 R iE &= A 37 & WL H IRS1
MRIAEREZR G, MAERE 2 g-kg' KIHER,
JFFE T GLUTA4. GSK-3p-5 BB LR —3— I Mg fi A 1.
# B Bk (Phosphoinositide-3-kinase catalytic subunit 3
peptide, PIK3CB) I ik &A1& s LA 1 GLUT4.
) %) B %12 55 1 2(Glucose transporter-2, GLUT2)[1)
FIA BB E PR (P<0.05). Ueda P — 4T K
U R IR EGCG(75 mg-kg ) RE % 12 25 1 i &
BRAULANMG Lo f% & B A I8, RNt 2339 hn GLUT4
EHAMMERE 1% i2 . Lin SPOH MR E 5 S
HHE AL HepG2 T2 R b R ARHTEAL, T EGCG
J& s, KILEGCG W] LAJ/D IRS1 ) 307 A7 i 22 5 1R
PRAE R BERR AL, IF AR R PR K
W, EGCG il s 5 R 1% £ (5'-adenylic acid,
5'- AMP) B 1 8 F I (AMPK)8 % Kk 24035 H
IRS1 W28 307 5 225 IR AR MRV = K A wE R AL M
3 B R B 2R N UUME B K 3 P, AT B
2 I 1R B SR ARPTIR S H . A AITIAN EGCG 7]

REIE L B0 AMPK {5 5@ 2%, #701] IRS1 15 307
AL R 22 5 R e B W IR A /K -, 38 5 9 T T UL e
3 ¥4 (Phosphatidylinositol 3 kinase, PI3K)M 5 4%,
$e i Akt FIBERR AL AKF, (2 200 ) FH 22 F000% J5 5 R
(R, DT A8 4 R0 i &5 2 S SR BBURR FE . Zhang
P EGCG #i th ZEK AR 75 F 1 L6 4 M fif &5 3=
HEHRISUE S T IR A, HhZEKAA BE A% 35 I IRS1
(55 307 Ar il 22 A R ) BE R AL, P AMPK
Akt FIBERR KT, I H GLUT4 [f%035 2 1l 28K
P A s 10 F EGCG A B 5t i) 4 it RE % 112 v i 1%
R EURE, 58 GLUT4 EA i Eitiis, 25
% BE SR IR . Kk, EGCG A& @it AMPK Al
Akt 15 518 B o5 2 Hh ZE KA BT i 5 10 R ) R KT
76 R T I R A b, L 2P0 B 00 5 =BT
PR wistar 5343591 & ki 5 EGCG. JEfii 71IL4s 5
JFRIRAYD, 45 BRI EGCG AMYBES 2 41 i
R TR 15 5 (0 A0 A i 5 2 KB, 1T LS BRI R
JHEIR G5 — R AN 57U, AT TRIFEAA EGCG
EIRYSEHS 1 RN SN k= R AR § A AN U S b 1
CO HIBIT R 2, % AMPK @ R AR & R (5 5@
#% . Cordero-Herrera 2™ W 57 )k ¥l EGCG B 3% 7
22 3ok b AL TR ) Hep G2 41 Mo () i 1% 5 U
EGCG 8 71 B M 5 25 308 1 FL 58 AR08 -1 781 260 0 1) 4%
N5 JE TR B FH 1k 78 7E (0 S I D RE R A, Ath AR X L
YEFIHLEL 95 A : 1) EGCG 7] LA 56 2 R i iR
KR B, BRI/ D EH e bl PR B T 5 | ) i B
R PR B 2 2R (IRS T AT TRS2) 38 i s
2)5 1 PI3K/Akt i #% FH %€ f1 AMPK [ 5<% , /b
b % S 1 GLUT2 7K.

2.2.2 ERK/INKfZ5@#%EF Yan FEWA T
EGCG X JF B 6 FR 95 (Goto-Kakizaki, GK) K FRAL
PR 240 i e R AR AR Y s e, 2k i il & ROS B
W2 WU 20 TR A S N BB/ c—Tun 2 A O
(Extracellular-response kinase/c-Jun N-terminal
kinase, ERK/INK)# i, i P53 Jif & #l &
(Tumor suppressor protein p53, pS3)IFRIE, AT
V@S YR Nl =8 I N1 B ERES 3 A ) iy 7 i
BRAR T e Bk b 5 TR B mALBUA H VTR o ARAT]
DAL AR I B 1Y 1 AN 8 5B 73 (Complex 1) A
F S A B B 7~ @ 18 25 [ 1(Voltage-dependent
anion channel 1, VDAC1) )31k & K PB4 2o b ik )
&, K EGCG R Complex 1 A1 VDAC1 &
2RIk KD, &£ EGCG w] L% ROS N 5]
i R RAR D REBR I o I BLARATEE — 2P0t 7 R I,
EGCG W] g2 i i ] INK 3l B2 AL R 40| ERK/
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JNK-p53 MH# ], MTTIEW] T EGCG REWS g LA
Ji 5 R A TRNE SR I R R o

2.2.3 EGCG *I# # 4t £ ey 355 A EGCG
(1 HGM HI A4 16 pmol-L', 3 H EGCG AT LA
il Caco-2 2 I Hh 22 27 Wil lg (¥ 08, 3 2% ) 46 Wk P IR
WP, Matsumoto ZE0P2F1 Forester 250 1H & I1
EGCG 7T LAIdE i #1175 iy 1) o— 7 Ky il A0 86 8 Pl v
P S B PRI 5 B A o Abe SEPIMRE/INERLL
KR OESMGER 4 85, i DNA &Y 5
S 2 8 B PCR Rr & B 6Tt 1% i 26) R 156 A1 IR
TR A Rl () 28 T I, W] EGCG 7 el 2212
T 6 et I T 20 i Tl 4] 2 32 R R AT ) B ) AR
T F52 77 47 PR o

224 EGCG Wk & & ik g e94E 8 Gan 557
L R EHS S CSTBL /N, 2 R e IR HIUE A e R
& 2= MLAE (1) RS 1% 19 I8 7 (N oonalcoholic fatty
liver disease, NAFLD)#E Y, J-7E 350 (1) 5 J5 4 FA Xt
/N BRTE S AN F 7= ¥ EGCG, 45 3 R IAMY NAFLD
/NER AR BT B A BT R, EGCG b2 i Jik B = B¢
fift I 2% 1 (Insulin degrading enzyme protein, IDE)f¥]
Rk, W BE B IE o B R, T 2%
NAFLD 5 i 5 2 480, I H 23— @ 55 2 A0
Ktk [RIEHATTIEIAH IDE 7] fE2&—/MEYT NAFLD
FRIVEAE 25 E I RE R

3 EGCG W #ERBHLXERNIER

3.1 EGCG X#ERRH & FEME KR S RHRAHIHIER

EGCG MY 7 76 v M08 7R FH BH 2, Xt 5 76 b
PRBE B I RIE L BA — @ MEH

W8 FR I3 5 T A2 A PR 5™ B (1) RCRE 22— L
A P — S 2 B ARG R () A U 8 I 2 E W PR
LA A L R A A SN 1) NE A
T (%) T B35 I DA % R SR 0 R AL 2 = R R .
Yamabe Z5C7E DL STZ 75 508 R 993 155 74 - D1 Bk
Pl = g I AN SRR R0 I RN S8 2 (DS RN
RFFELHEE EGCG 50 d Ja, Hmopk . 2 A JRAER
DA I oo S A S B #2252 B, EGCG 1] LAY
D AE B R AR N R AE RE B AL A A R
AR EE B RIE . 1E & P IOBE PRIW I ACRE
S, FIHE SR CEME, Hit U B R
55 98 51 R B B A4 B BEL M PR B DL N R
TAHIEET, Yoon ZEPYLL STZ 55 IRIKE PR Jps A5 284
N TN R, #EH 100 mg-kg' [ EGCG, 45 3
XKW EGCG fetd i b i I Zw 7= A, AR bk IR
995 15 I FPRER o
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3.2 EGCG MHERTRH & EEHE FBRIHHI1ER

VSR FIHTE 5 EAAE BT, EGCG XK bR 55 4 22
(Diabetic neuropathy, DNP)H — & M 2% i@ /5 H -
Raposo 25 %y i STZ 7 5 ks R /N SR 247 RF
4210 RIS EGCG, i s 4040 1) 77 v
TP 8- E 2 MA ST MRE R, LR
TP Z T & &, 45 R KW EGCG Retg i1
PERIZ TR (3R IE, SRR DNP R

4 B

ICN=A

B R 995 ()93 DR AR AR ML 0 S 2%, IR B 3R
[ A B i 44 5 O A PR PN AR e 2 AR 6 i ] R 4l
L P AR P AN i R, AT AT — AN R R 1) R
HORTRE S R HME PRI o TSR AR, s e
75 5 4 B 4R A A IR S A ) 0 B AR R R
ST 7458 9 I R T B A DA 1 e i AR Y
A AL, 35X — R I B RIS R YR 97 B A SR 25 i T
KA T 5 Ze B R R R Tk, AR K — 6
SRR A S )L R, 1 EGCG A& 4
W AR LA 2R, A2 H AT A ARG T REIT AL
W% BRI — AN SR A

WK EGCG Tl R 1) 5 7 HLI (K 1)
RGN )R A AR, 01 A O 1 28 0 R
+, T INOS it &3k, 955 — A E(NO) I 4H
JH PR T DR B S A 2) S AMPK AH SR (1)
YA ENE R, CRIIES B AIf. [FIR AMPK 6%
FRAL IS v LU BE IRS-1 26 789 5 22 & FRIRFE Kk A=
BEER AL, I 28 307 5 22 Z BRIk SE B R 1b T 5 3K
()i 5 A 5 0 % AT, R v W R ) 23 R TR A
I 3)HR A Akt BERR 17K P, 5% GLUTS 7
ST b ()25 2, ek I R P R A R s 4) D
# INK W24k, FH MW ERK/INK-p53 82, B 15
W4 E ) Complex 1 1 VDACT HU/b, 445 £ ki
VT BE I IE 8 12 1E, MM o503 JiE I 22 HEPU R B R
IEAR -

EGCG A FF K BN IETT BE R I 1) 25 1) 5
B 25 8 5, 45 3 /& EGCG {23 DNA. & A
A A5 B RE M R TR T R PR FRRIE PR 3L R DN A
BREZEWESHANME. B EGCG M HRAE
VIR 251G, LAZE T D HORAT 0 5 I AR S 72
X EGCG PUM FR I (1 Th R th o3 5%, 5 Bl A ) 241
AR EGCG i AEH AR MR &, X — [l B2 g fl
fil v, VB RZH & B R E LA E, EGCG K
B 6 B PR S AR R B A A T R

=55 B
A 3% o
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Fig.1 Possible regulatory pathway of EGCG
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