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Physiological Mechanism of Tea Polyphenols and Development of Their Health Food
ZHANG Wen—juan', LIU Xue-na?, LI Li—wei?, LI Jian—xun', SONG Wen—jun'"
(1. School of Biotechnology and Food Science, Tianjin University of Commerce, Tianjin 300134, China;
2. Tasly Research Institute, Tianjin 300410, China)
Abstract: Tea polyphenols are the main active ingredients in tea. Modern pharmacological studies show that tea
polyphenols have antibacterial, anti—inflammatory, anti—oxidative, anti—tumor, liver—protecting, intestinal -
protecting, cardiovascular—protecting, and other extensive physiological mechanism. Therefore, it is essential
to study the physiological mechanism of tea polyphenols and their application in health food. Based on the
research of tea polyphenols in China and foreign countries in recent years, this paper summarized the research

status of their physiological mechanism and health food, hoping to provide references for the in —depth

development and clinical application of tea polyphenols.
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AR o B 2R e — o R B A ™ b, HoAT
BAR AL AR, B 2B A Bk, A0 R
R AEA L0 W A v O S 11 2% I 1) Ui B

e, A i 22 B S8 A i 0 B, B s 5 LR 3R O
FECLABZ W7 MR R AR R . BAEE
LA R A PR R R, AR i 2 K R R
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L 18,
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Table 1  Phenolic content of different tea products
mg/g
e gL ESSN SPS WK LENI%S FAIP/N B
JLZEZE(C) 0~1.315 0~2.040 0~0.775 - 0~4.930
FILHEFR(EC) 5.380~8.700 0~1.311 0.968~10.062  1.579~13.723 0~0.796 0~10.357
WETILEEGC) 1.824~4.002 - 2.736~11.858  2.509~11.528 0~1.098 0~5.535
FREFILEZE(EGC) 13.094~100.684 0~8.419 13.661~45.484  31.253~139.854 0~8.479 0~23.430
LR EEEFIRNR(CG) 0~0.645 - 0~1.608 0~0.981 - -
FIFKRREETMAE(ECC) 7.599~35395  2.270~3.841 0~30.491 3.683~8.435 0~2.583 0.455~10.881
BETFILRZEEFRIE(GCG) 0~5.844 - 1.388~24.710 0~2.261 0~0.510 0~0.933
FRETILREEE THEE(EGCG)  33.102~59.354  3.537~8.539  17.209~57.230  20.211~36.704  0.539~3.795 0.584~10.885

T R B G H

2 FZEHEENE
WATIREWI TR, 2 2 B AR REA 45 . B

FRBFgE eI, LA PR B BE Al P ARAT
4P AR A 45 S R PSP
2.1 P

AW AT BT TE M X5 22 [CBAMEAT A
S AR PR TR | 4 O R A R R R 3 B0 R 2 A
HFERE2, 5 B, A EE R (leukotoxin, LixA)
HERKEFILEZREEFMEE (epigallocatechin gal-
late, EGCG)it kb 4:0.1 .4 : 1.4 : 10 A, EGCG ¥J#E
ARG LA 35 PERVERT AL 38 o 2 2E LixA%h
F A0 R S e AR T AL 1 T4 A, N
BRI A PO 1 024 pg/mL SR 22 ]
T VR I A DG R A B K T I 3R (suilysin, SLY ) Y
35, AT SC19 20 iR A= 4, BRI il 776
S B B HERR A B0 I FE M., 50 pL EGCG Al
Peliti 5 se F 0 A DNA A FIAE Y R I TR R, TRl R
PR LB A, A BB AR, Kitichaler mkiat 2519
KIL,4 500 mg/L EGCG Kb B 4 38 (0, i A BR TR, LA
32 AF DG PR SRMG N, 5 75 3% 7 A AR IS Iy A G
DR SRRRARR, O HLZR M i (o2 2 25 R AEG , 6 W] EGCG R
S A AR TR A I RAT 4 /EH] - Schneider—Rayman
SRR R, 2.2 mg/mlL~4.4 mg/ml. EGCG X AR T 4t
BR T B A PR 1 DNA 25 5 F i 21 22 B (exopoly
saccharides, EPS) = B4 W A SI/ER , nT RE & —
FRETERIBTHE 2 . Ye SESILLR I FILT4E 2 (pectin and
cellulose, PC)FEA , S INAS 21, FF & T — R B9 4E 4

TP AN T3S Z W) (tea polyphenols, TP) i PC 5
AN EAATTE NN PO HIRE S i 728 TP [ PCHRE
X KA TR | € A T <5 B € 2 BR A A R4
AIBITE L . A TP 72k PC BLEAT 33%I) DPPHE
HERE R B TP 7E PC P Y S i, DPPH
A ZERTE ER RN 92938 N E) 97% ., He T LiRE5 R,
T4 TP 1) PCERT )z I B Ot e, 2
AWFFEUETE , 28 2 By % 58 & i A B AR L 04
B LERIBR 2L,

22 PR

HRAE M FEHBTA FH RIBA B REAIL i A — 7R3
SR, R BEAERF e Fa A8 & S BUB MR AE , T T3
HLH M.

ML R , 2R W i IR 2RI RAW
264.7 EWELHME Toll FEAZAA 4 (toll-like receptor4,TLR4 ) |
22 245 1% A 8 188 (mitogen—activated protein kinase,
MAPK) F1#% [H T -« B (nuclear factor—kappa B,NF-«kB )

F DI PR RO AAEHTRAET, HHAT ) G 2
TEIF 58 /NS R v | 2258 22 Wyt o 4 A% R 45 5
RAILLE AL Z R 3 (nucleotide—binding oligomer—
ization domain-like receptor family pyrin domain contain—
ing 3, NLRP3) RAE/IMAIZER  SEZIN 5 B2 AN
¥ 2(nuclear factor erythroid 2-related factor2, Nrf2 )i
B DB I AL BB A, S S iF Y
W, 215 22 Ty Ml fe B 20 0y 114 31 4 AL -2 (eyclooxygen—
ase—-2,C0X-2) ., F1 4 /1 5 5 -6 (interleukin-6,IL—6) |
H 4118 4 % - 1B (interleukin—18, IL-13 ) . i J& TR [H]
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F—a (tumor necrosis factor, TNF—o ) F11fi] 3% FAZ% 41 i #4
EH-1( monocyte chemoattractant protein—1, MCP-1 )
RIXACFBRAR, FLAAE A 2 -10(interleukin-10,1L-10)
MM 2T Z 5 A5 1 (heme oxygenase—1, HO-1 VE H K
ST, T BT A AE T

BRI 2R 2B B RIAFPIR TN, F24E
FABLH G 06 2 R 1 22 58 TR 0 M OC AR 5 1%
TR T, K 4525 22 B FLAR TR AT S HE AR DG ¥R
TR ]

23 LAk

SR IO A P 7 A I R SR B AR AL g )
Z RIS, AN LN IR BT R 1 BT DNA 1Y IE
TREZ A0, AN B0 248 Vi 1 K A= TR i), 25 e
HEA AU BT, R 22 2 0, C RSN R
RPN SRR I RAR BT AT Y BRAER DA

R T HA WL, (i1 A s 5 he
Ik, RS T B HEETE R A b A AR T A,
HARA Wy 3 ] LLSCA 42 T8 25 Wi RN A
10 5 WA e R B Fry AU A Y 200 LR B S
S5 R 7R, 10 wg/mL 7% 22 By e 20 i AR RS Sl ) 1)
A AL I Ak T ( superoxide dismutase,SOD ) AW K
H AL W) 1 (selenium containing gluten oxide dismutase
cysteine peroxidase , GSH-Px) . # /K 57 & [ (heat shock
proteins, Hsps VAR PTEALEE 11 (total antioxidant capac—
ity, T-AOC) . 3 b TH=25, RIS 35 30 gk e v A ] 28
1% 4 LA S 1R AT R £ A0 OSSR, e IR 22 1
ATE RS Keloh RSN BEADCHE F X T4
23 dE B FE )P (kelch-like ech-related
protein 1/nuclear factor —like 2/the gene sequence in the 3’
untranslated region of mMRNA , Keap1/Ntf2/ARE )i % , &
FEPT AL WA T e 2 A 2 M I1) 35838 728 111 40
%t|36—38|0

AL WAEIR SN RIS 52 95 b ER R I P AL T
PE, HAE LRI G T B A H e 2 G B B 1 bR
PRSP FN IR AR A S
24 Bl

A5 2 Wy B FL B AR T 3 2o 175 5 A0 0 R 4 i
ps FHTE S5 5 SR A AR R AR S
PO A T 31 7] Tt 245 200 B AH DG 2R 1 3Rk 55 2 Fh ik
FEBNAERE Y K HE R S,

Alam ZFHL 1 0.45 umol/L~0.59 pmol/L EGCG 1]
PAFEAG B Itk 2 4198 —L(B cell lymphoma—xL., Bel—xL)
1B WRELANAESE 2 (B cell lymphoma 2 family protein,
Bel-2) 2RI, 5 S A T . 800 mg/L L5 2 ]
LT DNA & BRTI/DNA & B (G1/S) Al DNA &
/53 2 (G2/M) Z [8] ) e 48t | 5 S50 40 e J) S5 i, O

IR FLIRE MCF-7 4R A K9, i TEGCG
AR 22, ELAS RG] i A RE R B 1 1, R
TG R ¥, Man 88995 101 — it SRR IR
P EGCG RiEW, BIFKN pro-EGCG, 40 pmol/L~
60 pmol/L pro—-EGCG T8 A A AN E {5 S il (exter—
nal signal-regulated kinases, ERK) FIEE FH ¥ B (pro-
tein kinase B, PKB )53 K I8 5 U554 Je AR 5
(vascular endothelial growth factor, VEGF) [ 33k Flfig
5 N SRR AN AT T, N R 2 5 A GE A0 A LA
THHIMLHIRTR . 10 pmol/L EGCG R E i F i 3L i 42
I 2 F109 A LL2-Lu3 Mg 20 M 1R 22, K
F 10 pmol/L EGCG 7} A b 111 1 155 5 5 3 e it
WG 3(STAT3 )43 1 N 15 96 4 M i 457 PN B AR A
TR U, TR A R B, TR EGCG ] LAYk
DBl ) e AR AR A [R] FP RS RS A () Bigg A S i A
A AT E I, E A BF9E 2T, 100 pg/mL EGCG
BRI 2540 MDR-1 P-4 1 (P—glycoprotein ,P—
gp ) A G 1 38 , Rl I ] mRNAs FIER 1 4R
35, M5 5—FR BEIE (5—fluorouracil , 5-FU ) (1 it
PR,

JEERE S22 A S e N 28 A At BRE 17— T 8 K500
25 2219 HAT BT IR Sh 200 A e Ay I 25 R A 1
TEAR A LG, w] F T ) FO 4 B A 7 e e
(7] BNt SR AF i AR 772 238 22 B AH DG TR RE 7 i il ok 1 ¢
KT SR AT WA 255 [
2.5 PRI

LG AR FE PRI , N 25 55 e 5 | k2 1)
AT 408455 T A 14 T 975 (aleoholic liver disease, ALD) . JF
A VNG W5 PE 9% (non—alcoholic fatty liver disease,
NAFLD ) HUi 2E LT -
2.5.1 XGRS QL T BRSO R A 1

2y s T G W T B0 S 2 e v L 22
— o SR Z M AT W] R X T 2 1 (acetamin—
ophen, APAP )75 T B/ IR 7 , B4 B2 i A7 105 252, U
R MO IRBE | AN 2 IR 24 5L 5% 7% 11 (alanine ami—
notransferase , ALT) K 2«3 ik 2 3L 55 F5 1if aspartate
aminotransferase , AST) 7K , T =5 28 e Ak (glutathi -
one, GSH)ZKF- , AL AT 58 598 15 (i A iz (K
K, EGCG BN T = S A e 75 5 1 K BRI
BEPEFIAN M T, AR AL BRI S e
BRSSPt AL RE T, b7 L0 B RIS A, SR
TE—WEh Pt o b, iy 7 MR i (8.5 mg/kg, 742 1 1
O MG RT R B A 1 R, X R WITE I
IR APAP BUIEOLT , 45 VAR TT e 231G i
APAP 5 RN PRI, 25 22 W SOHC AR I PRV
FHI & R w5 i — AR 1]
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2.5.2  WKSPERFRE AR

P AT B TR T S BOP RS PE R 107 I (alcoholic fatty
liver disease , AFLD ), HUARAR & H- Il = W6 76 T 20 i o 5
HHERL, BLAh, AFLD ] & JR IR YERT R (£-4k4k T
A R o 7RSS 175 510 K BUIF IR 5 sh s A o
AR WL R B IERR G % £ .SOD/MDA i . T-
AOC it GSH-Px {if J7 i &340, A L I8 iR v it
(fatty acid translocase , FAT/CD36) # K 2% R,
JHF 200 B H TR D 2L, 26 B 2% 22 Wy 1 T R A 1 P VP R
R K U IIE A G S DORUR B R SCIRAS , R4 BF
YRR I FAT/CD36 FIk g/, fE—TiffF5E b, Li
LGN I, ek RUBEUK A A A SR B T i L
2T W 2Pk AR T BRI A J5 RN R AT i A
HPE o Ak, 3 FhASHTHE B IA RE W 25 B ALT AN
AST 35, IR A0 (6 % PASO2ET (13635, IH W 3 s
AL AL A H I AL P BERE A4 AT GSH /K
-, BB RREARIN KT R I VE . R,
A AR KIS T R I AFLD [ PIREE 5o
2.5.3  ARRSHERFR AR VE

VIR R, 25 2 B AR FIPLE AT NAFLD™
AR o 5T 5 i s R 1 MR R 1) /N BRURSERY , AR %
RIS ol /) U B i U PR B o, R B b B A i
PR BRI AR  FS, 55 —IiakoE 01, AR e A%
AT DA 057 A2 IR AR 35 2 A7, DT s 3 T
TS TG 07 I 805, Xia Z5SBFSE R, 545 %
1y Xof B A6 RN B AT TR YT VR 2R A5 22 T LI RRAIR
R R B 5 | ) 5 R PT , A LR AT 2 8 v] LAB);
AEAFRE R A R AR R AR AR M . EGCG i T AR
TR 174 ER I AT A RAATG i 38 B Y 1R 1) /K ST, 8 i ik /0 i
O AR PR AL , DA T 9 e M A HIEE R 1 /0N LA g e,
2.5.4 JREEtERTR

TR Y RBR AT R RN . FFRIRTEA SFh
ZEH AL 2R AT RURIR R RN AL S
BUFLT 44 T RE L0 R 20 B 96 5508 M s 1) = 22 i
Ko $diis , 20457 ) 3 R A R e A Huh-7 41
2R g FL I i BERI I T P AR S 0 1 A L AT
ELFEAE 0 S ORI eI ) 40 e [R] A% 48, B,
EGCG RETEANAL K5 HT £ FHR R VR, A RE i £,
JFREERY RNA FI DNA 5 M IR k1,
2.6 TRYIAIE

Jo 1 B R Sh AL T AL AR RN 42 3 5
A BT RE ) T B R 7 o XM i R R ELA R
VER e minia i E R = A . — i, 2S4S
LW M e e DB B, PR A 25 R R
) AR RN s 5y — T, T BT s PE R e A1k
A = B A0 AR RIS EOR B I B

TLR2 /i S I 45 55 5 1T LAE G2 b 1 40 e 17 3
T I R , 44 R R D RE R S8 B 1 . — i
WF5E B, 25 Z2 1) i) & ] ETEC K88 Bl ifs T /Y
A TLR2 mRNA 35 NI, 28 2 Wy nl il id TLR2 4
FE S5 e b 20 B e B D R 1 58 B 1,
Li S5 O0%8 1o (T AR 2R 3 i N B 3 T R G IR, J i
P12 2% 22 By ] S 25 5 it B ol A S R M 2 R Y
R, R i g AR A0 R B SR B R LR
FRIARDOS S RE o SR, L AZE 22 19 ) AR AR R R 5
A, 78 e W 3 R 447 fg A e B D7 T 1 1o AR
o TR, 22 B i R 5 o g LA AL A
SR E— ST
27 RIPLILE RS

OB S —Fh 2 K R A 18 M R A0E , B
Pl a4 5 g B AR PRAL A O, AIm s AR RERE AL |
i S AR 8 0 55 o O L AP0 1 R S BIL T R 805
M5 B, AR BB | R SN Bl ks &R
LBkl , AT e -5 iR R R R IR
P ik Z AR T SRR R A K AR Wi il sh
RAGEERE A 15 DR A Qo | e S AL 410 o .
A RAE R Xoh O LA HAT TS AR T VR
27.1 A Sk ok AL 1L

SRR A D IR IR N R Z — o 2%
Z I REA R Sk R REAL o - TH 2% Al I/ ApoE™-
/N BB I 2% S0 T J80 A e 40 21 4 s 07 S B i) R
N I R NF-kB IS AR 30 bk ok Al AL 3
Herbr g 240 10 B U TR IR 08 PR ST, AT 14035 Bl ik
SR REREAL TSR B, 28 2 il s B R IR 2
F 2K R A [ e 4 e v AP 28 B i 2 1 A BRUR i 2b
TIRAANEBITE 1, DTl 50 JK ks Ao B A P 2
272 PATTRREACH

MBS S TR AR A AR S, (A SR [T
T R AR R A I I T o R R AR 1 R
BIRERRAR . 2% (ZL25 AN IR T R AR P g
A SR DR RIS /N B v I ML 410 7 L 35 s %

RA T JBREY RAPORN C S EE 1 Tk L ey 1k 26 %

JEJEA — 2 FVE IS, Guan 2558 & B, EGCG AT LA
3 3 S I R TS AL 2 1B (adenylate activated pro—
tein kinase , AMPK)#1 il iz Ak 0y i A 3 5 0 6 22 1k
(peroxisome proliferators —activated receptors, PPAR) %)
Fb, E RS S s AR DG R ) mRNA
FARIKA- NI iR 78 3T3L1 s I 40 v i)

1

/NZJR 0

273 FEIME
T IR AT RO LA P 1Y B GRS  2E  Ie
REECIL F A A X G, R ER Ik I 2 2 B
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—EMFEREAEH], BRI . SRk &8 K
YUXs 5 e I 2 DIAH DG 1 145 58 oK 3R e 4 i A A 411
THIE I, 2025 2 W34 o] LA sl ik He ) sz 2453 2
AE , AT S O ML AE ZH BE , X AT AEJE 1t TR HA ¥t
AT PE,

AR CA REWTTER I Z B3O 8 B A
—E B FETTVEHT B2 21 3 A Y70 U4
PRI A RR o R A ] A R AL S5 AT
E—DIRR AR R IS TR S P AT 5
2.8 HAWMEH

R b3k 25 B4R I Ah 28 2 ik HA FE IR S
AR P PRIR MUAE A2 AP S 25 BAE T . JA T 7
e R0 2R B, 2% 22 T 3o S0 ) oo 3 il o 250 A
TP B3 4 W Y IO 100 95 MR U 2 28 ) i, A
VT 57 48 17 AR 2R S0 AH DG 1 g LA , O 8 98l 3 T
AELATAGE OB, 5408 , T 32238 h R BRI
o3, EERIRZ WM Z A Y, REG [R] i 18 i 22 b
AR RAEVE R AR SBAMAREE 1 XU, EGCG FEAA
PIRG4S AT o PR PR IELAE A A, FCATL A T g
55 P00 i) ¥ NEE A 4R AK i (xanthine oxidase, XOD ) i P4 1
I ZIMEFE 12 5 1 9(glucose transporter 9, GLUT9 ) ik ,
e PR 74z 85 M 1(organic anion transporters 1,
OAT 1)FRIKA K™, LA BE P B AS B i) —FhofT
LR R AT ) MCGE i i 355 N E-D- K4
RS2 PR 2B (YRR N-H H-D- KA MR
SR PR AR AR O RN A0 A T, DT S 7 R 2 PR
PERIDEA SH-SYSY A0 19 PI3K/Ake {55 1% 5 A1l
AR A RO PR AR,

3 FEBERBERIE A

Ao A 2R R T 3 M A B R R R A B
AP 5 2GR R, AT IR E AT 368 Fii 2k 2 By A5G
PR A ARATHEIESCS FErp i 1A B T 5 S i
T3 AERF MR EERKT PR ARG B4l (22 i
JI9E 53 5 Z2 P RAE T RE = i, EAT1 2 LU R 7R
ARAESTZ I B L R AR A 7 O 2 R A 11
fEDIREBLR W3 2. H RTZR 22 B S PR £ ot I 2 7 4%
SR RE ) AR LA (R KT R4 1 A PR 7 45 R A
i

®2 CHEMNEFZFSHRERANREIIEIK

Table 2  Status of health functions of declared domestic tea

polyphenols health food

1Ty e i /%

A BT R 1A (R K ST 100 27.17
A BT AP Rg 79 21.47
B TR AE S 57 15.49

gx2 CHEMEFXSEHRESRNAEDNEINR
Continue table 2  Status of health functions of declared domestic

tea polyphenols health food

PRI RE T A 7 He/%

B This b 45 12.23

A BT 4R g e K7 21 5.71
GRS 9% 57 20 543

A7 BT 4R A R K 14 3.80
XA AR A i B DR Ve 13 3.53
A B TRGEAL BB BE 12 3.26
[ 7 1.90

LR ol /A 4 1.10

I MR e 3 0.82
PR e Y 2 0.54

124 Rk, 3R E O M A Bl 4R 0 f K
T DR £ T A B % 22 I R A A )
K 45.12% 15.55% , HARAS L R AE T BB A5 2 W 1)
FENEDIRE LAty . 252 A B FAERR IR (@R KT 1
PRAge™ SRR R R AR R R A A X B
DLB RS R RN LA 2o BRIt
T B TR g ) A B T YRR A fat B K
F PR S, 22 sh i S 6 A R &, 45 i i HA il
FHEI B Al 5 Gy e AR T7 350 35 e A 4
i B AR DR SR BB LR DI RE . W)
AFEFEPILLSEAR T A A2 W T JEORHR R — R
BCRE, ZE 7 S B T fn 2 v E kAT T sh ¥ S
FVAR P SE S, B1E B REAT 2508 = AR ), A F T
OB 35 e JIARTT BAR 0, RCR 2, H T
B2 IR TR 25 i, JeRERIME T, B S8R
THRE T2 o MR/D BT & T —Fp LAY 25 |
far ISR A% 22 W A A T 1R Bl g DRk i) ok Fo £ At B
i, T RHE 25 B R, K P A S e SRR,
IZIRNE PR AR 5 2 4 R AR UIERCR 4 ToBE R E
FHAERE S, T B A R 7 =X (R N RIS
AR, TR ERAE AR

AR 22 W 5 M R 3L 1) 9 T et B i 2 B MR
T AR S TR b 2R 2 B R & S AT
TAZ M 24 5T R JEI R, A ARG, PR, PR
i FF R A 2 T A BML A5 DL R R #E — 1
BGEAR LR BE R P9 AR AR £ A A R AR R AT 5E
5, TR BEdE A 2 5 v R ISR ES 5T
FOFTRMRE R SRR AR ) —Fh & a3

4 %5iF
TATI AR 2R 2 W Z R A —E /Y
TR ABAR AT, A4 O LA PR EAE R A5 . AR
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AN AN LS, 25 2 By B Z AR, gt
B PLR AT SR PR DR IE RO
o TG, K2 W] LA TR AL R 205 R v Al
E ARG YR A T A SRR A R DA T A A
A BRREE 0 0 R ) A R R . LRl A Y A i
T B RS R TR (S R S e, DT s
BT IONL o 2 =, AR IR IR AR AR R A 15 1,
WD T AR X AR RS2 o 55 D, SR T R AL B G
PEFNIE T AR e, TR BT A B o 5
T 8 ek SEL DT 2 e S 0 o 2 A L L T
TALFETH o SN AR HEN B AT £ b 4 S A il fi 1
A FREAR AL ISR EERELL 8T R A
28 AL S AIL A AT O ML SR A R T o 25 22 I A B
BT S o0 HLR 2 2R R O 2 2
NF -kB . AMPK \MAPK PI3K/Akt F1 Keap/Nif2/ARE {5
I
HHT, A2 B @ e i e — e R R 2ZAL 2R 2
Wi (4 22 F S A A L R T AL S A AR IR P A4 7
JE P fifp A8 ORI ALY A1), DTS Wi 25 22
B e AL A LE TR I . 2R 2 I R R A R
TR AR F AR T AR . ILA),
2R 20 W5 e R AR B — S G T 2 7 i PR
FERAFRIUESE , (H I PRI GRS 1 AN e 03, HAR 2 42
R AR ] AR PR ST i — R R
HARMEYIEE S YBA RO, ARATHREZ
WF5E, fe 2R Z IO E B i A ZR SR .
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