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Abstract: Reactive oxygen species (ROS) imbalance and mitochondrial dysfunction played critical roles in the
pathogenesis of cardiovascular diseases which are the leading cause of death worldwide. Mitochondrion is the main ROS
production, which is also the vulnerable target for ROS attack. Compelling evidence has been provided that tea polyphenols

could regulate ROS generation and protect mitochondrial structure and function, contributing to its beneficial health effects
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on cardiovascular protection. Hence, the article introduces the sources and detrimental effects of ROS, then the intrinsic

connections between ROS, mitochondria, and the development of cardiovascular diseases, as well as the ROS-scavenging

effects of tea polyphenols are summarized. From the perspective of ROS-mitochondrial pathway, the article elucidates

how tea polyphenols behaved the beneficial effects against cardiovascular diseases by modulating the expression of

mitochondrial fusion and fission proteins, reducing the opening of mitochondrial membrane permeability transition pore,

maintaining cellular calcium homeostasis, mitigating mitochondrial DNA damage and regulating mitochondrial apoptosis

signaling pathways. Correspondingly, the potential applications of tea polyphenols are discussed, aiming to provide

valuable insights for research and application in related fields.

Key words: reactive oxygen species (ROS); mitochondria; cardiovascular disease; tea polyphenols; signal transduction
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ROS Wi BHE s o SOREAAE 1o 4% % Ha, 1~ REIR AU,
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Fig.1 Complex I and Il on the electron transport chain
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of mitochondria are the main sites of ROS production!”
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Fig.3 Formation of cardiovascular disease related to ROS
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TEIEH At b, bk 2 SagE - R AEY &
PN S B A g Y AN T IR 2 P B SV 1 TR
SR RIET, MNP R RS SRR GRS
ST, R ROS AW AR SR w25 T BRI S Ak b7
I, 1 RS IGATT, TS O A B0 . Zbr
IS AR T 2 BERARP I B B 1, S22 1%
B, S SEDE ROS ByreA= ., [FIRS, b4
PSRRI I 323k, XA B 3R 20 | LA D hi
FEARIISCERD LT = —1 1, boh, AN FOA REfl & 5%
AN T S AR S N, R A s fry 3 385 14, i3E
— I S PFIRAETRE PR, TR BOCEMEERR . X — RN
W e 2SO LA AE M1 JE ToBIRBE, X O I R
S E R TR R, SRS AN T BTk
WS AERE Ak | O J7 3 vl IO LR 0 S P E VAT
(myocardial ischemia reperfusion injury, MIRI) &5 %
L 1M RGN 00 & A 5 R R by 1 SC i A
S, FESKHREREAL BRI b, kiR Thae &4
BEf, P Az it 221 ROS, IR EE RIS M FFEAIG. Zobifd
RS ER AN 5 Ak, mtDNA Fi 55k 5848, M-S 3800 ik
HE AT RESZ IO, O LBk LS PR AR ™
Ak ROS 2530 MIRI ¥ 225N, Horb 2k
BLAIE 2 ROS YL ZERIE .l Fml g, 4
ROS-ZERAAF 5 I S WXt F T S AR Y7 O I P95
B REE, AWyl it SR ASEAPLE], ankE
PSS 3 1[I 1 1 i 7 = X 0 R R L E WA E 52 R 2L G DTN
IMAE BAA BRI EARS . BRTC A RERE
TN T A4S 22 W X0 LA e i AR P VR T AL 5 Ry
ROS A= B ERBMAARIT AT G . AR IMA BRI &
JEFRFEANE], 25 2 Wy PV E B LHRIAS [W], B4R L
il i —~JLE] S AR S, izl ROS 77AE, kil
R ANV 3, PTTARUELSRAR S 1 S5 DI RE I &, 2
AL M A IV E A
4.1 IPEERAEMESSREBNRIE

RARIE— D AW SZS A ES, B SR
A NSNS AR L, O S AW T El G 5 5
o BRARS T, BRI, SURCIREER
LA TR RIL G B, IS AR FRBEGH, SRR
RS G . FEIE B AU P, ZRbiAm & 5524 um 2t
TENEPET SRR G 5 A R
iS5, SRARSMER G R SRR RS AR 1
(mitofusin 1, Mfn1) FlZ ki {A G5 I 2(mitofusin
2, Mfn2) 25, SORiAR PN B Rl G 7T 2R 2 25 0 TR
I 1(optic atrophy 1, Opal)Z:5; LRI Z4 B AT
sH FIFHSETE 1 1 (dynamin-related protein 1, Drpl) #Y
=5, WA, 53243 1 1(fission protein 1, Fis1) | £&
Ri{ARTE 14 18(mi-tochondrial protein 18 kDa, MPT18)
LA 4324 K+ (mitochondrial fission factor, Mff)
ER RS SRR RN EE S H Y, ROS 41

SRR S AL 3 AT SR R A RS KA
OB P I BRSSP EERLAR R 5 o 24 A,
SRR AL S A T

T FT 20, A5 Z2 W nT LA o I8 1y gk iR mh & 5
Sy IR, Sk k3% ROS A S a0 LB A3 47,
LR AR W Rl -G 5 o IR AR T sh AV fli . Plet-
jushkina &5 031 3o 420 Ak S0 A 2 40 SR ASE 400 4 b iz
W, g LSS BRI I EAL S AL B, AR AN
W32, AR M S IRAR b, i - BEAL R B
B, MPLAAALTI AP , X — IR AG LA f#H . Chen
SN 3@ ARG MR PR IR P AEET s H 1i (S AHD AU BT
7% T EGCG TERNHIAISET 5 PR br A D RE e fis
FERAR S J124 1881 . 45 R & B EGCG i i 4
4% Drpl. Fisl. OPA1, Mfnl Fll Mfn2 & [ B 3K ik,
e T AUA AT AR 11 (OxyHb) 5 S 0 ZobifA 5h 12~
#1445, 3F H. EGCG 1#i SAH J& OxyHb ZH i A ms
1 mtDNA ¥ DUE 38 Ik &2 2 JL-F 1B 8 K.
TEET AL 5T v, 3 ok e N 32 30 k- e LA i
(human aortic smooth muscle cells, HASMC) 1% 3%,
H-25F AS[EHEE (20, 50, 100 umol/L) i) EGCG it
70, S2864s 5 & B 50 umol/L #& i1 EGCG fig
fi% i AN HASMC 3454, [A] B M2 & H 19 3R1A
B\ 9%, 8] EGCG nlggim st L id M2 fy3ik
Sk HASMC #8448, 3 17 4100 ] 20 Dk ok A6 i 46 1
TE %o
4.2 [EREAIE mPTP HOFFHAZRE

2 R IR B R L, JE— B AR T kA
NAMETRI B P R A 2 A1, B —FdERe S vk
I, 25 VR AR X4 i B <1500 9% 54 F (il HY
Ca™ | 4iazR o MM H RS dlad, ZEAn B4
MPAT- P EREEEH . EAEHRET, mPTP 2]
Wi, AR, 3X A FITF Ca? Ay Ftim, M mgERrgn
R PIESERAST . O LAH A EAZ SIS R s 2 A 3T
Af, 2774 K| ROS, 55 mPTP ANl 3 H i, S8
KEETIR, SR Ay TCIAGERR, ATP &80,
/Lo mPTP FYASAT i S HES S0 LA At r= A= T
Z 114 ROS, T A 2R, #E— 4 i 5 2R0R7 A 35t
1557, WM, mPTP AT A S Zb AR P i3 375
PR S ZE BN, TG AR B H K SR P I
Y B e AR SR B 28 T I A il Ik e Atk — 2
5 [ EELRAARIL B35 T, SRR K AR S0
iRl QU 2 NS ¥ YA YN N AP B v s A R (YA S A AT TR 03
24, B A T P9 AR B TRT B b 4 €6 2 c(cyto-
chrome c, Cytc) FIJATIF 2 T48, itk — R E I
B R N, B A S AR B . A1 A A A Az
FESC YRR B DI FI K i, -S4 i TR 3 .
X — it B 5 Z P 00 K AR R R U AR SR,
Ma 250000 FkEp: SD e BRAIF 9T 4% 5 28 X e i FE-E 12
OIERIRPVE R AL . S5 R AR, SXTRELAH L,
S R AT BRI P 1 O A D RE AR 2 S5 R 5 4,
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HEFI AR M FHEE 15 min B 25 25 19 2k {4
mPTP HJ3 7 RTS8 &TH R T A8 Z X0 IEr LR
PVER . X EegE IR IR, 252 3 W i Sk iR
mPTP BT TR R B U I B0 52 B 1L FRE 1324
15 . Zhou 25" iH & 1 4 %% 9K #2 1I(angiotensin 1,
Ang-11) 175 5 A BT # Tk P EZ 40 )i (human umbilical
vein endothelial cells, HUVEC)# T, 5% EGCG 7£
Hrh e AP YER . SRR Ang 1T Zb3HE N

T HUVEC H ROS 524 . mPTP JFjil Fl Cytc Bk,

G T caspase-3/9, M T 55 5 2R A FH 5 411 it 99
T-. #RWi, FH EGCG A4t # HUVEC J&, iX 2 HH Ang
I 5 1 R BRG], vz 1T AL ORI 4E A R 5 |
AT o
4.3 HEFFMpRIEIATS

BATE D AL S EEZS PR i R T R 44
TR L, LRI A I R LB R A o R
SR AU N ES RS T T R R B R, TENT
W BEIEA T HL AL 1k B9 [R5, Zebr R BN TE B, XA
FFARHELRBARST Ca BFEEL; TTERAR N B Ca®"
N HEHE E E AR A A b B S T, TR E
FARBES b B A B ATP, aui R tae e, A
B2, SRR H AL S5 S AR AR R
T A R A e R ), RS I, ROS AT
3 AL I NP R A S ) T P L 15 S mPTP JFi LA
T A SRR B e A S5 R B LAAR  Ca” 25 L, 5
A O LA A Sk AR D R BRSO, Li 46 i i Ang-
1T 755 1145 PN R 20 4347 5K 48 7m 55 22 W %0 LA 95
PP E, G5 3R I, X2 Maeid i 2% Ang-11 i
ST A YL PN G A B AR IS L N7 A8k, DA
JULAH LR A i T 7 A BRI AE . Chen 25199 44
A S AL BRI B O UL ML (HOC2 ) B 1 48 AL I 380is BRULR
Ao XHHEZHAIMA Ca*' /KN 0.15 um, 8B SR
HANM PN Ca?' 7K - B FF & 0.3 um, i3 &AL &
EGCG H:[R] 4bBHLH 40 ML PN Ca* /K = ANE] 0.15 pmo
45 3R] EGCG feg 3 FRIRGHA N Ca® /K7, PN
BRI LR BRI REMIVEH . Devika 251 FHF N
"B I it 2 (isoproterenol, ISO) @57 3 FCs AR ZEAR
Y, SRERGT EGCG X0 ARV E T . L5 7
& # ISO A LIE M4 g %) Ca> B3I, 534 M N
Ca’"id i, ATP Mg B30, B8 iy S b ig
1k Ge J1, i ATP & By 2> . EGCG 4H 45 2 |/~
ISO Kb B BRI AR H Ca?f i 7K ST FEATR
FEHE5R T ATP /K. i EGCG 7 §E J& il i i 4%
ISO F=AE AL N TS B id 7 ROS, Pk &2 £ kA
H1 Ca® Fll ATP 7K, Mg LemiiA& i1 .
4.4 % mtDNA 355

ROS /T LR A AL P25 5230 mtDNA i
193, BRI RE T B, B JTE ) miDNA 760 L4
AP AR R RECC NG ICRLC S i AR PR, £k
RifA R —Fhe { E 4N, mtDNA & H B fE ik,

FHF mtDNA = 208 A1 DNA 456 8 A IR,
H EH 3 28R TLORARIT A 7= 2E 1 =5 ROS #3%
B & 32 1] ROS X -85
I B ESZ A RNEE 25, AR UL IR TR 5 5
BGEAR, WEAE IS AR FR BE SRS — 8 [, [H o Ik
BRI HERG A B IREAIR, XA RSO AR TR 58
AR B BIE ALY, Chen Z8U 38 b %o e 14 3% FR A
11 Eshlik4a 78 (TAC) TR, @iy 20 O = AL AT E
SR SE B, XA BT IR TR o LI 2H NE R T S
EGCG, %] FEZH I e i 5 G vhok, Bidtdisd 21 d.o 58
4 R 78 mtDNA #5 D1 % (mtDNA 5 18rRNA 19
LD AE TAC 2H /b 26%, iX 5 ROS (3G AH—
B, HRFARMMHL, H EGCG 43 TAC % 5US,
mtDNA $8 D1 YK B 1E 5 7KF, HERpiRDIRER
PG kAT iR . A, ORI I E b
mtDNA HE R G i iR 052 590 1. T A1 TV B BE S
P TAC Ja b FEIS, M5t 4% DNA ZRig s
HW 1 IEEIGPETE TAC JE3RA AS . XS
AH mtDNA $% D1 s /> FL iR T e 32 302 =2 18] 1Y) 5
2, AL EGCG X} TAC S 2802 AR Y
FHIAE AT GEES 4 = B S FRG B ROS S-S5 b
A mtDNA #5455 FILIBERRAS .
5 RSB NACATHE S SHLH
0 WLANAE N ROS P2l i), 25 g ia
AT, IMTREBOAT 5 K 7, 51 .0 UL48 i
TR N, AR T S)ORRAIIEARY PR T, il
LBV R . SZ BN TR ZE i A iR 4E R A
PIHARTSES, AR MR R . A8V IR A T
LA B AR B A0 &5 22 o AR B i v R PR EE SR U,
UM T2 — D RRE AR AR — PR A
fifi (cysteinyl aspartate specific proteinase, Caspase) S
SHKE I FE . Caspase /E Al IH T 1 SR AT
#, et 5 Z RS IVER, il R AT aiE R 2R — RS
TR A P2 R ARk, AR S MISE 75
PEAE . DNA Wr 24 Fn4u i B 28 s HESS, X UL TS 4r
M _E AR FE PR T AT B 3R 3 s v i, B T
WA W ZH AR IR R, 3X— i BT P AR AR N R
AR CE Y YRS BN R, ST iR
R 5 7 A =2 2 N o BNl T D Al L B el 1 ES R YR NS
2, Hod, ZbifAaR AR R NS, 55— ST 2B
Caspase il jify, 2 AAE— RPN -5 T P 2= I3
T, i Cyte B = Mo a b, ST B R+ 1 A0
JHTZ R 4R 5rF Caspase-9 455 T B T2 /IMA, Cas-
pase-9 B¢ P i DT AR S 300E N U IR TR AT 4T
Caspase-3. Caspase-6 il Caspase-7 &5, M T 75 A& 4l
MEVE TR BRI 5 85 SRR T Caspase i&
5, A 1T215 5[5 F (apoptosis inducing factor, AIF)
AT . IEE AT, AIF AL TR N
HB, AR Az 2 PIEB YA TR ORITEET, ATF AT M Zeks
i im 2 M, 3F A HIEAZ, AR DNA, SEHAE
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FETUOTE AR EAZAEY) T, IS S am R — 4y
AR . A RT GERE TR E Hop i —2% . R
L A, A2 (R BEAR Bl ST A B AL, TE R
— IR RLET0 BRI S 5 Z R e T
S TR A R T R Y T, IR R
YEERTEMXANEH, 25 R oET 238 i = ] A AH B 38 S fdigk
AR B R U T30 B R SR GRS A R R,
I A58 1 TG AN YT 2k A b, S 3 PR SR A IR
T A DA T Ua 2 00 JUE 0 8 1 e e M A 5800 I i
zZ—

Adikesavan 25 3@ 6/ B EE T AR A PRI
w12 JE, SO IR GIRRE R . SIG2H R LR
SRl S A S RN, PUE BN D E R S A it
I 3R PR TG TA 18 110 775 Pk =8 R AL, SR A S AL K,
BETIL Cyte #F A BT, #7% Caspase-3 Fl Caspase-9,
IR E P T-E I Bel-2, RN IR ET- S
Bax, fe /NGO AT . EGCG 42540 Bongk
BN BT Ak SR A KT 0 25 BRI, P ARG PG,
B EGCG XA LA DI e HAT B mIRCER . 58
gk — M EL R EGCG AT LIINH] Cyte BEL
= M, T4l Caspase-3 Fl1 Caspase-9 B 3T ,
T E Bax F1_EJE Bel-2, 455 82 AR ZE /N B
ALANMEIE T . SR 45 R BH, EGCG 7T DL &1 V5
L ELY ROS, WD S AR A, ISk
S PR T A EET WARAS 04 O L RAT AES B
fEH o Chen %51 F i 420 £k S04 3 R RO JUL 4 i
H9C2, #37. MIRI A8 SEge e # i & 3, i 4 b &
T LA S 40 i v SR R LB R R Bl 4B 23k . dET
I8/ PI(3, 4)P2 /K F- . $1ii] pASKT (s473) 512 fb Al
o pGSK-3p B R 1k, i Al LA 38 i ik T4 41 it v 9
PI3K A% #i 3 4% fih & AktT308 512 1k, 7% MAPK
PN, NI SEA IR T, St SCIG ST, e
T EGCG XT.CEMI RS VE A i )8 75 PIP2 . PIP3
B, 0% AKY/GSK-34 38 %, I GSK-38 /511
2 O 9535 3 9 . Chen 25070 5 538 X6k e 3% Bl
PHATIE EBKGEAE AR, BSr A2 D ENESATAY,, SL56
ZH.C BE4H ML P ERK2, p38 Fll INK1 14 7% 1 i 3 1
i, NF-«B F1 AP-1 #¢3#3&, i EGCG AJ LA B 422ak ]
2 PHWr MAPK & 45, I8 55 NF-«B 1 AP-1 B9 76 1E,
L AEAE IR, TS 2. AE LR AE . Hirai 550
JFH Krebs-Henseleit( KH ) ¥ #% %3 K 5L A4 O JIE 22 37 B
L5 FEFE AR, SRS K Caspase-3 #fid:, WL
LI E TS M . XTRELE 1 20 EERI 1 h 5
FHIE® A9 KH B MFEE 30 min, %) BE2H 2 W2 A
TCWEWRETE 5 he L5 4H )& EGCG 3% GCG £
ke i {7 itE A 4 min, I 7E RS FE AR A S he
Xl 21 R S 58 2 vp el AH W] % v AR Al 4L, O
TUNEL J5 i Caspase-3 31t SEEGEE R &,
EGCG 1% GCG A2 AIK Caspase-3 Wi, Ml
H AT

6 ZHLSRE

ZRIASE ROS F=A4: () EE 5 fr, )& ROS 1K
HIE TS, —F e RIEFHFY], BohHEER,
LRSS AN A “BER T, O AF R RE R TR
M B, HEbR S B 5 . TEAS PN NBASF]
I HIBL T, ROS F=A: 55, SEERRARSE 4 5T
HESZI, TE— FR VO M AHIECBIR I LB S kb &
VEOCHEMEVE R . AS et rh S G Lo, m)
i I P ROS-Zoki g te, &40 A R E A o
WS R B, ZE 2/ % ROS-L RS R, 54k
B Sy 24 5 Eh A . mPTP B FF 0 . 40 I 45 7K S K
mtDNA YA . %7 ROS-ZRRilA 840 e ook
PRVAT AT S F S AOVRFEVE R, RS R4 i B PR
PWEFHREZYLHR .. B2, bE E RS MR
WA, A8 SO A B I TS FNET T A
T RE R AN AT St AR AN 3 — 2
RS W IIHELERE AR L R Pk 307 AT LA
P AR X A A5 @I FH A AR5
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