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Progress of Biological Functions of Vine Tea and Dihydromyricetin
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Abstract: Vine tea is classified as an Ampelopsis grossedentata of the Ampelopsis michx. in the the
family of Vitacea. Vine tea is rich in flavonoids, among which dihydromyricetin (DMY) is the most
important component. Scientific research has found that vine tea and its main bioactive components
have various biological effects such as anti-cancer, anti-oxidation, lipid-lowering, anti-inflammation,
anti-bacteria and anti-fatigue. Current studies have found that vine tea and its main bioactive
components participate in different biological functions via targeting some important genes and
regulating signal transduction pathways. However, the molecular mechanism of its effects is still
unclear. In this paper, the biological activities, signal transduction pathways and key target genes of
vine tea and its main bioactive components were systematically reviewed according to the updated
domestic and international progress, expecting to provide theoretical reference for the in-depth study
of vine tea and its bioactive components, and to be conducive to the further development and
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utilization of vine tea and its main bioactive components in the future.

Keywords: vine tea, flavonoids, dihydromyricetin, physiological function, functional mechanism

FEAS IR A A B (Vitaceae ) I ] 25 J& (A mpelopsis
michx. ) 2 1 WE 7] % (Ampelopsis rossedenttata) f4)
AR AR Y R 2 o T B S TR AR PR O AR
e AL TONE e K AR RG4S, EE T
FKE W AL TR T LS L XA Z A
By o S BT AS 0 EBENEE BLAr A E Herh S i
A B 2 BT, e R S iR
(dihydromyricetin, DMY ) , ¥t B B [6] A Ah 2 5 = 2238
1T T RS K DMY A= BRI g K H 4 F LI,
S R R OR B o 1 T e DA Bl TR g At B
WEEAS, SCHR[4-6]25 38 1 Mk 4% M 32 206 1 i A
DMY AYBF5% 3 e, 33 28 SR 32 22 D 25 B 43 19 )
B HEAS R H LA S DMY () £ B T 2045 5 T R I 1
X A BT 68 K oy 7 AL BE A AUF 5T i A R S By
B, VEEXTIBEZR A DMY 1 HiiE b b b & fidm
PR P R8I | i RO B0 14 AR
GEY O Re M PR T T RS LRR
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IR AE TR T I 20 R A S BR  BAER
H L PEPFERER A 7 700 244 B AU TRE , B4
PR 5 NS TRAE . BRI T4 ) 25 W) RV I
PENRYT S BT R YT T BOR I 3L (B3R YT 98 ] B
Bt T LA R I £ 9 3k 19 B A i 14 J7 U5 5
MR, 245 CEAFZ Nl id SERE 1 #ER
B F2 BEE Ve U or BA )iz i Koo e /e H
2% Be DMLY HE 00 ] LV 68 40 Y 394 508 1475 5 98 40 L
PR RSN R B DMY ] LA A 0 85 55 19 2L AR 9
0 i 1) 3G G A 2R 5L F | [R] I AR A A RO T
DMY A i i i RS R &R & A 17
(recombinant a disintegrin and metalloprotease 17,
ADAM17) ., & M 0 B 2 MR B8 (Janus kinase 2,
JAK2) FIf5 5 1% 7 I % 5% 0 i& I F 3 (signal
transducers and activators of transcription,STAT 3) 1
3R A RN T 2L IR ER A0 I MCF=7 34 5 51 02 gk H:
T W E W KB, DMY BB S N FL R g 40
MCF-7 rhfid 56 A+ o g @k bk ik A
| U5 %) W R MR B L (phosphatase and tensin

homolog deleted on chromosome ten, PTEN) i 3l F [
FZHEAL, $E i PTEN Y2 2K & 73400 il 8 200 Jg 4%
FEAIERS s DMY i B itk 1 20 8 -2/ 3L 2h ) 7
M Z M EH  (B-cell lymphoma-2/the mammalian
target of rapamycin,Bcl-2/mTOR) {5 5 i 12 2 417 i
FLIR I 40 6 5 T B A 20 2 K DMLY REF%
DR SRR 254, WF9E 7R  DMY &5 &K
PR 7 R WP T8 BB 7 (inhibitor of apoptosis
proteins, IAP) RGP I A fF ZEH R, IE SR
58 A0 L 80 T OO AR DG A S AR ek b b 97 4 i
(T 25 0E , K DMY AT H TR I 6 7 o 72 1 4l
Bh 254y, A R R 2 — P EUE ), T U 2R A
W) K DMY B PC-3 Tl 51 it g 40 L 38 4 | AR
U B A R R B A2 B, s HACES P ) N- I
il JHg BRI )™, s AT R R T e 2 2 BB T LA
of MO wEORR mE UL BE 3 - WK M /K P W B
(phosphatidylinositol 3 —kinase/protein kinase B,
PI3K/Ak) AU A 5 3 ok T 34 Bel-2 8 3Rk, M
1A 412 TR 70 50 0 I LINC.aP () 200 L 8 1 JR S
B AL 8 A PTE PISK/AKY/pS3 1 R T8 K, DT
] Bel-2 I FIFE R Bel-2 A1 X & 1 (Bel-2-
associated X protein, Bax) (%) 3 ik |, fi #F JH- 9 48 M 4
T YL A (Oxaplatin, OXA ) S I R T —Fh 4 &
W95 (colorectal cancer,CRC) & FIGIT 25%) ,WANG
SFUST R B DMY 1] LA 58 X OXA i1 25 ) Uk
DMY 5 OXA 77753 PR ALNL, 7T LA 3% OXA 199t
FEAEH . DMY Al g il id F iR Caveolin—1 B3Rk
il N R I RS AR B A2 RIS, DMLY AR/ 40
Jifi 9% (non —small cell lung cancer,NSCLC) #f Jig
(A549 il H1975) HA BeHEAE 40 MV 1, E6h IE
Jilf T Ak 4 L WI-38 A HAT A i EEAE M, LB
I e — PR R A M AR, BFSE R B DMY DL
1) 60 70 AP X 2 4 ) N 8B P 40 T A
MM TR, BN T Bax & FRIBAKCE [R] R Bel -2
HE 2 b 2 R 1 K & 2R 25 1 K i T 3 (cysteinyl
aspartate specific proteinase 3,pro—Caspase-3) M4
FIBTRIA K, AT G 3275 DMY J2 i i 4ok (A 4K
Y J7 A T 0 NGB B JAr AL T8, DMY

bAastpp Ao co2ggm sz BEN




REVIEW

LUO Feijun,et al: Progress of Biological Functions of Vine Tea and

Dihydromyricetin
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Table 1 References in mechanism of anti—cancer effects of vine tea and its main extracts

I I ETET

BEL ¥ 20 i S 1) 5S40 UH T Caspase-3 Capase=9 T ;

2| L g _ _ EH i &0
DMY LA MDA-MB-231 A (R R MMP—2/_9 | JE B 7%
DMY  FLME MCF-7 90 R 30U ADAM”‘JfKZ‘STA“ %4 N
DMY LR g MDA-MB-231 0441 9 400 i A K 4 A mTOR | CHANG H et al”

- ROS 7= 4= fil
0| = . _ _ 4 2. 4] Y I [10]
DMY FLARSE  MCF-7 Al MDA-MB-231 4110 200 it A= < 700 40 Jfa 0 1 ER 5 Ha 72 ZHOU Y et al
DMY B 5L A2780 Fl SKOV3 1 ) 4 5 7 5 A L O p53 T ;Survivin | XU Y et al"
4 =
BB A LNCaP w00 O W B 450
S ; - . g o S p53,Capsase—3,Bax T, o A

TR B 75 JiF 98 BEL-7404 # BB fE kP T PI3KAKtLBl-2 | HEE &
DMY EL4 R HCT116 / L-OHP il OXA itk CRC 41 MRP2 | WANG ZY et all™
DMY =R MGC-803 # il # it P A Caveolin—1 T FARAL S0

" N NAC Caspase-9 / =7/ -
9EE 4 i 17
DMY it Je NSCLC QR 1 O 3 ERK1/2 fl oJun | KAO SJ et al
DMY S JAR 300 12 22 R RS RS sl =2 7 ZUO WZ et al'®
Caspase—3 !
DMY el JAR 44 4% 28 A B MMP-2 PI3K Akt | TR 4w

2 nEkIER

PUE AR B H R fRTAR AL R R I
VER (AL R ) A 15 g i 3 4 IR 5 45 DX 3K fig
TEAR N = AL R Y B i 3 TR AE | o B H A
oa KR 5 i R B 7 AR A G A IR R IR
% R H F2 BTG PR 100 Y A e A T R T
SEDIRE ST R WY 2 B IO T 8 i e 9 T 1 3
AR A E R T R BEL Lk /DN B AR DB 1Y ot 4k
AT 28 fige /N B T 75 01 4 s A A ) B Ak il
(superoxide dismutase,SOD) . At H kit 4L 9 il
(glutathione peroxidase, GSH -Px) I i % fb & fif§

(catalase , CAT) BTG PE & WOH 25 P0F 57 T A% B 15
WA Xof A S S5 oL+ 8 A5 1) DR A VR T, 5 %k BEZE A
Pl , e 2% 5 B 26 M LA 00 IO A5 B T AR 2L, HL W]
A $ v K 8 4801k 9 157 AL il (superoxide dismutase,
SOD) %, N ¥ (malondialdehyde , MDA ) J2& HL {4
S AL O 11 E AR AR, R S G B A . 0 ) R B
i) MDA , 6 W e 2% S5 v A7 5t O L S8 A T fiE . IR
Wt LT SEPIRAE5E K B,  4 1 EEAR U BR - OH
HIECRIR RSB ER > DMY > B2 BB, 1R
RO I TR A5 4 U S — S 1Y 7 B AR X DPPH
FIH S R A i B DL SO AR T B R
A3 R B A L 22 R34 T DMY XF 07

JOURNAL OF FOOD SCIENCE AND BIOTECHNOLOGY Vol. 41 Issue 2 2022



FIE,F: RRXBA_AOBEO LD FAHRAT LR

S

-OH . ROO - B BRALCA , 75— Jo s vk B Bl A
DMY 1135 B B 7 RIS ok e B B L T PR R B A v
39N 90% 64% LUK 88%, HiltFE Hi,DMY A&
BA BSRPUEILRE T . A B9 DMY %n
T A5 S S B AR A o L e RN R M —
SRR (H RSN R A R, BE VRS R T
B DMY X il A7 e B R R, T Al e 5 g T
AR 1 BTSRRI AR T DT A T ity v 2 FR Rt 2
iR R G e B EAL L i & &, Rtk DMY Af
VB — R AE D REME LR S IR0 . A OC Tk A%
o I WY i S A AR I BIF 58 AR 20 6 B AR L
B UL B0 5 B 22 b v A L

3 MESRAER

TR AR H] 32 2245 3 SR KA, T R AE
A $5 PR M A AE A BT IR R M S DU 24 g
30 3 0 ) A K T | R AR AE R 2 BT, A T o S e
RAE B BNA AR B, O A WIS UE I R 5 S
A R M RO AT — R B TR ROR™, i Y AP
M4 # TR (Methicillin-resistant Staphylococcus aureus ,
MRSA) 2 B g B pt XL 9 F2 220 Jel i 2 — , LR
AT TG 250, X B— DA Bt M 21 A Sk 2 BT AR 2R A T
2y 0P EAEME e O RIFNBRZE IUBR R 2K v i
A2 RS AR XA N R AR B A 2450k, BB
18 35T Toll BE3Z 1A 2 (Toll-like receptor 2, TLR 2)
fr 5 FE AR ST DMY X MRSA B8 IILE A5 00, 45 5
KW, DMY Al fERIMI A MRSA; 7E/R NAT T fE 2
A5 TLR2 5518 [ 1 H % 20 1 PR 7 1) 2 38 42
AL H i) 20 AR, AT SR AL AR £ 9 0 2 T
A, JF HHG0R 1 LR XS 40 5 4 Bk S Ak BE )l
i X 48 757 50 DMY A 4% 4 B 3f MRSA T4 IfiL A ) /6%
e, DMY 5 7K R B A 400 B 4 TR L T 58 % B
DMY Xf R AF i 80 €0 1T IR | o & Bk 3
ol T 1) 410 T LR B ROR B T R 4 € ) 4 Bk
PR B AT TR A 28 AR TR 3 TR A TR R
RO IR R AAH XY BY B B 5T R BT e 2 6 A
A — & B G fRAE P, 78 2 8% (lipopolysaccha—
ride, LPS) i 1/ A AE BB AT RAW264.7 11
4 i 5 A A AU v Hou!™ & B8 ] s ¥k B 19 DMY
AE % B 1 98 /0 /)N BRI ¥ R IR AE R —a (tumor
gl g i+ % 6
(interleukin-6,IL—6) Fl Eéﬂﬁ@ﬁ%—lﬁ %S g

necrosis factor o, TNF -a) .

Tk IF BN R E TR W Al &R 10
2R 4 R, R DMY Al DL i sk 2D 48 9 A
JBT 1) R THORITRH DG il 19 2 L BT AR KRBT R, BT g2
i ] p38 A INK B BERR L L & NF-kB #{ b
KB, Wang 55 P #f 58 K B . DMY HE 411 il
RAW264.7 41/l IKKa IKKB [ BERR £k, BHL 11 % 53¢
F NF-kB i A LA, 30 5 AR 58 08 PR — S AL A&
&M (induced nitrogen monoxide synthase, iNOS) %%
I8, BEMTD NO B 28 s [R]iF, DMY s B2 40 il 58 i
F 4 A B -2 (cyclooxygenase—2, COX-2) ik,
T SR IREF5 3 1Y R BRUTOK b 2 SE B RL v DMY fE
T ] S RE P Ak, B R R RUTCAY K
i, DMY %t 35t 97 P 4% B & (ulcerative colitis, UC) 8,
B — WGl AR 1E L, DMY A] DL % Treg/
Th17 48 MR, el 8 iR 55, JF BT L2 &y
TRZE A ZH AT MMP-9 (3R 3K LUK ECM (1 e,
BRULLLSE, 2k AT LA i 410 i TRAKT/TRAF6/NF~
KB A1 5 1Y S AE A5 5 3 B el UCP™, fin b4 J 28 ek
WA H Y 0.5 o/mL 1Y Bk 2% 7K 32 IO 0 20K 2
MR 48 R RS 2 R A7 38 W AR 3P, SR B 45 SR R T e %
LR ] 5 A TNF-a IL-18 . 1L—6 IFN—y ({3
ISFIHE S TL-10 9 3RA TR SOE™S . I 5¢ 22 o
B A 7 35 5 a8 o7 28 XU M 26 Y & (rheumatoid
arthritis, RA) A A | &% B DMY BE 38 i #0306 Nef 2 i&
FEARAM A 28 P 4 A PR 1) 8 R k3 RAEAR™,
DMY i 1] L3 i 410 i NF—kB {5 515 55k 22 i 1 Ji
55 K77 K (collagen—induced arthritis, CIA ) K il
HAE I W TL-18 1755 1Y 02T 4 40 i R 1 115 40 e
(FLS) 1 ML T3 e BT A 3 1) P 28 9 RE 15 A Ry 2 B JR
KW ERG (Alzheimer’s disease,AD) . W1 4: #% A
(Parkinson’s disease , PD) 5% # 2518 47 M 5 0% 19 9%
Z—o AT, A AT R AE T 32 22 08 i
I NF-kB I JAK2/STAT3 {5 53 5 ok D 2 /N J5e o
20 L b LPS Y 2 AE S Y, R IR R (acute
pancreatitis, AP) J& B 738 # WL 19 2 5 PE 0, DMY
AL L[] At 46 R K (caerlin) 5 % 19 TRAF3-p38
1 B RO R AP R AR AT M AR
WOt R AT U, H AT Al LU e nT BE 4 ] R AE
PRI 8 2 3K A ey~ 131 4% A AH 5C i 5 5 38 [ Al
Mk W T DAY B MR SOE SR
SiE B R AR SRR OG M HC AT BB X 4 5 | Ak A A JHE |
IR SO AR A — 8 I e AR VR WL 2,
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Table 2 References in mechanism of anti—bacteria and anti —inflammatory effects of vine tea and its main bioactive
components

o i

SER AR GBE L A5 DI R, B2

pMy  RSA pawosdz i maLks g o MYDSS kB INFSa L6
T IfiLSE ¢ s 1L-10.IL-18 |
£
%‘ J x Ty R
DMY &ifﬁ; SPF 2% K R 2 fifk I Bk R IL-143.11.-8 Fil TNF-a | PRI 2
p65.p -IKKa/b, RIP1 TRAF2 IkBa .
HeLa MDA-MB—
g . Wi fb NF-xB F14 il TNF-a  p-IkBa, Caspase—8. VEGF. cyclin -
DY e ’H];;; 100 1 7S 4 T DI iNOS.cIAP-2 TRAFI fl Bel-2 | ; NG Netal
cleaved Caspase8 .cleaved PARP T
DMY HA M KM /N Balb/c 4014 NF-«xB Fil p38 #l JINK  TNF-a I1-18.11-6 .iNOS .COX-2 ,p— e
BR /INER A 8 R AR 22 it S 3 AR A p38 AT p—JNK | 51110 1
JE b Wistar K fl ; , IKKB .p-IKKa/B .p—p65 .INOS FlI
’ 1| I 2 135)
DMY Pr RAW264.7 050 B 40 A 7 Ak COX-2 | WANG R et al
7 %% Treg/Thl7 V- , #5
DMY Bal i - ) ’ MMP— 25 ff7l % 445[36]
sir PCMR e s nom e P =RE 3
W T ik IRAK1 / TRAF6 /  IRAKI TRAF6 IkB NF-kB TNF —a.
L 137
DAY gligk  CPUONR N B A SMERES L1816 1 1L-8 | R
b . H. N e N k . R . _ _ _ .
il e 5 7K 2 Sprague—Dawley 1y %&@?E’J %%ﬂ_i ;iaﬁi TNF-a IL-18 IL-6 IFN—y | ; g
Iy KR HLAA 5 9% 1 2 Dy i 1L-10 1
FEXIEME  Sprague—Dawley PG RA BER IL-18 1L-6 .TNF-a ,COX-2 | ; o
DY ES T ’N | 1 Nef2 B 72 Nif2 . HO-1 # NQO1 1 UG el
DMY S Wistar K il i NF-xB 55 14%  p-IKKa/B Il NF-xBa | WU J et al®
DMLY P BV-2 FlJE At B KB/ NF—xB s s W8I0 TNF-a iNOS COX-2, oy
N3 € < A -JAK2-STAT3 fl p-STAT3 | ca
A i TRAF3-p38 f5%  IL-18.TNF-a IL-17 TRAF3, -
MY o 4 BMDM 15 S W TRAF3- MKK3 . MKK3-p38 | JIAR et al

4 remiESkKIEER

1 IR A0 5 L F A o S S [ R B, 4
] P R 900 = P R I 2 S8R I LA, 177 >4
BER T 5.6 mmol/L B 25 LBk, KT 7.0 mmol/L
I 2 RO PR e ILWE T 1 2 P B i s A Q3 3K L
T AL 2o e P A 5 1B o IR 1T A8 AH DG o AT IF
FW] | e 2% B HG 32 0 R 1o B AT I LG 5 I
PR = H rp 52 B S 0 0o i 57 2 BB PR
(type 2 diabetes mellitus, T2DM ) K 55 5 S i B i
PRI B DMY 0] A3 250 2 fi Bt DR R B E AR
Y R e 25 v R X A A RS AR N 5 I e
AT R i HLAE A PR B g 4 FH AR, Z00 45 PO
F €T 4 UG B e 28 B (TFAG) , >R T P VE % R

B— 2 Jifa 55 780 7 32 >f DN s e % TR 6T 48 A iy I [ it
B RS, BT B AR B RT LA 2 1 4
R P A L [ S B, I U2 K R 9 DA B0 AR
2 FF g D 0 S =R 0 A R R I v
SOD .CAT .GSH il MDA )£ 5, & I e 2% B A5 4
b (4 S AR A I B 9 2808 O B AT DU 308 i
JE G W B A8 P . A, DMLY i AT LA 3 4o i 35 7 75
FHCARHS, [FIBTBEARME & @ AR KR (high fat diet,
HFD) 19K B B TR SR I697 T2DM R 2 R HKHt
AE FHRIURF I B J9 A8 A0 03 252 (i 58 & B, DMLY
i MEK/ERK 15 538 #% |, FE{IK PPARy 273 fi
I 22 S TR W R AL, 12E B U5 200 A 4 SO i B 3% 43
WA 4 v A I J 5 2R BBURRAE o TT Ran A593d I 70 44
ZAR A WG AR SR B, R FERE 2% 1A H AT R el
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DMY A % il 55 R0 AR & BUE (FIFO-ATP) (19 1% 1 |
45 AMP.ATP 1 FLAE 3G K, #F— 25 30% AMPK i@
#% , T SIRT3 .PGC—1a Fik 18, 15 8 8% WL 4n
JRLEG A A R R i, B URR 2 R US4 ek
B R UIBR & R ACHUE A, B B 2 R A JH 4 i
PN g D7 3 B 2k 22 T 5 B0 — b DL 99 A | R D7 BT
KA R — ARG N, B E 2 A R T 7
JFF 995 B4 56 R JF G, AF 3o ol P9 2 il 3 1y IF
% B, DMY i 0] ¥ 3Pk 52 A8 T RS P g 07
(non-alcoholic fatty liver disease, NAFLD) /)y 5 i
Az A A OGS DR 3R 3k Y A 2L | T 0 T D A AR
ST S A BF 9 2 SO 2 4 B T D) At v
IR ] T RS — R TR W60 T 5 A B8R
7% AMPKo R 1k , $2 55 PPAR« 41 i {6 3 P450 55
() ek B Il g FRARSREBPL A1 FAS 133k | BT
HO-1,NQO1 FI Nrf2 1y K ik ; [FIBTIAFEAL TBARS
1) & 35 38 B 1k S A I B R B 1 & A e AR IR
A I i 30 K 14 3R 1 ZO—1 192635, B7 LR A0 B8 AU 5
TV E Firmicutes/Bacteroidetes W 2R | 3E
A AL, DL g R A T LLE i o
7 R Js 2 11 48 Ak R 7 26 B, 190 ) B O 1) 48 Ak 7 9%

SN FE R g 38 A B Ak T NAFLD, DMY
ALLL B AMPK BB I2 Ak, 35 AMPK 13 1 | 7]
B34 SIRT1 (23K, T8> HepG2 4 i Ag 115 &
U, B AT LR HepG2 1 SREBP-1c FAS 1 ACC
XL g A A DG SE IR, ek 2D 4 L N R A, 2%
fife JFF 448 6L A 77 728 P REIR ST, DMY B RB 22 1/ \ s iz
V55 00 JEIUE g J 72 1 o8 45 5 v = 1 R AR
B i R AR DMY 38 RE A o 35 a2 i 1 4% 3
KA E T PPARy WA 5 . B0 AMPK 740
it F A e AR A A Y, e Ak DMLY BT A 0 I
15 () & BURT RS DMY RT LA 45 I ok i il & 5
Gy 345 K A WFSEIE B DMY ] LU B 41 i
TR L Ak b B o AR SRR B AR AR @, HRTC A
B S0 A T T A5 M L4 Uy B B s i Th 2, 43
THLEE T AR AS W7 O R A S LA
FH B 224~ 43 F 50 A0 H 6 AH 56 A5 538 3 09 0F 5% v 4k
TR B, AR 10 2 T HLEE i A8 58 35 . BR it
ZA R Z (W 5 B0 KR 5 ALIR I TE
VIR AR ARG, e A4S SO LY 2 5 RE IR 9
A P A RE 5 e 8 o R B B U M TR RS
55 RERRAE FH 8 AT A O SR | D36 3,

® 3 BFERHEITEFMR S I YE D AS A LR 5 5T STk

Table 3 References in mechanism of lowering blood sugar and blood lipid effects of vine tea and its main bioactive components

o A A2 S0

Sprague Dawley

1 75 ALl
o ) RE REAR DG (B4R
WIS A B2 % R TCA 716

e ==} )
WA RIRSRR U 0T ) e A AR i
DA K WA R 5 7K S
. " : Sprague Dawley ## 15 AMPK i % #H 3¢ A +
BEASHRELY 2 HUME PRI KR -
I Sprague Dawley ¥ 1% PPARy., 4% FGF21/
DAY A 55 KR AMPK {553 i#

S % PPARy 175 FGF21-

DMY 2 BRIR 16 AMPK {5 51& $ &%
2 B R A 0450 010 P 45 BDNF

DY e OO MR o s e

\ S T 4 B A DG 1 AR 5

HFD %%/ Sprague—Dawley s - : ’
DMY st KBLHepG2 oo PEAS T IRELHFD fK

BRI K

3120 M 7K T RAE

P T A A (R i S A

FIBEREE ) TCA 30 RIS RIATRIZ  WAN W et al™!
T AR A O A AR 0 % A 55

p—Akt FGF21 p-AMPK 1 EST
FGF21 .p -IRS -1 .p —Akt PPARy .p - 5350

AMPK T

FGF21 ,p~AMPK .PPARy 1 ZHOU Y et al”

SOD .GSH-PX #1 CAT | ;MDA .1 &

4]
BDNF LING HY et al

Akt2 \Ser474 ., p-IRS -1 .p —Ser612 .
p —GSK —3B . G6Pase #il PEPCK | ;
p—AMPK 1

LE L et al®!
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Table 4 References in mechanism of antihypertensive and prevention and treatment of cardiovascular and cerebrovascular

diseases effects of vine tea and its main bioactive components
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Table 5 References in the mechanism of other effects of vine tea and its main bioactive components
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