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Abstract

Redundancy redox molecular and mitochondrial dysfunction are one of the important mechanisms
of physiological or pathological cardiac hypertrophy induced by exercise or hyperthyroidism, hyper-
tension and other pathological stimulation, so we review reaction oxygen species generation and
its role in the corresponding target signal molecule protein and its regulation mechanism in heart.
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AR5 AR LA IR [ SR / B SR A T e FE LR O WUR B R R AL/ BRUR PR B B B 2 — A SCRZE
BRAMERR T O HE [ LR (07 A2 LA P TAE L EE 1 B B A 507 R LR RN L .

Kigia
RS, LUEE

1. (ALARE
1.1. OAN4ARR

FENUBAE AR R R R T R 22 56 A5 Sl B AN 2 A R 3L R 2 5T, OULE A & g,
OV B ARG I BRI S B . WU RS 2, RO UK . 250 LA B 3o B AR R v pE A
LA A, R th R R TR A B B, AT B LA

1952 4 Davies [1] & HRIE T ZRIEAL AL oV AEBESKIR 9 A7 i 2 AR AT 5 N B ALJE AL UL
3 NIRERENEIE . 1958 4F Teare 55X LBV AURHEAT T HAKSIER, At AL AR 0 2 [ B A J5 a2 i
A EEEEEEE, HOUAMHERE. H5I2%EL. BE/S Goodwin SRS JE X ARATAMELFARIGIT .
M, A TR X O IR B R BRI T2 RGN T BRI, ORI T Ik 7 A
sAEENAL EE, EE. ERBERMERAER S TESRRET, OUERIER, PARIEIER KO
ARG, AT, LB RNUAR —FPgete . AR hRE. HA2, BT AERRC UL AR,
111 e AR B ok A B AN BEAR RGN, I oF I K S ECCLERIN,  FH#EE A S 0 e, R

FEr L Lo IURESE . FROIR R RE TCEAE BSOS PR 55 PN 20 AU 175 2 4 Lo LA B 503 58 B A2 )
BOR, WL I ) oM JE R BB O B K, BE T R B0 S A B AR K | T BT ZF A RO Rk
RIS B LIS JE AN LAY o T B O UL JEAE R AT 46 B B MUK v S A7 O AR S, RIZE
HVEOBEAR R, SO HUAR AT 3. SR, FESRRE MO WUAE SRS T B 5 B0 LAH MU HE 51 25 L T A 2%
B, FIREA EEDIRERIR, 2RAEDHKT, mA KRNI AR [2]-[6].

12. BRBRHERSOAEX

1977 4 Williams © & 3 FUIR B2 (Thyroid Hormone, TH) 8 22 i) A DL B 2 5 8] F6 i) 3 - AR e
PR TN Fe 2 AR [ 7] TH B4 551 & 0 HR R D 68 TCREAE iT LR ML L7« T 22 [8]. AAhsk
BOUF S T v AL (100 JULAH B B 1 R R A6 1 1) B R BE S5 3 AN 177 475 & o ILAELK, X 156H TH X0
MEAE KA BRAN[9]. BEJE, PRANAMEIGIESE T3 nf EEaka B SRR & A& R INFL0OT)
REAH SCHE L PR B 1 B A2 [10]

Basset %5 [ 111 W0 5 21| HUR IRALBE 703 K BRI 70 /0 3 67 5K R I F B A0 o B 1 JE2 P 29389 0, Hu LW 55[12]
R TTR R A = B[R R 5 e S AR R LU A 3G 0, 3509 TH & B i) 22 2 I8 )& & —Fh e O PR IE R o Hu LW
L2 R IA O EE A OERERE, A0 R B, JF bl TH 32 B 8 R 3 bk
JE 5 EA O EE K.

TH 175 K 0 I AR K 32 ZE R A O VLA 6 5 B 38 0, FCFR S O 0 5 A 1 B 58 1) O LT 4 A
[13]-[17]. &M T TH G, XEES| K IE AN ZAEK KT o (Vascular Endothelial Growth Factor, VEGF-o)
mMRNA Fl& (A RIE D EM S, (H2IFA RS R B FE 3K A b B i i3 58, K BRO iE B4 i
EEE TR, R OIEY KAFE M0 32585 [13]-[17].
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o UL A P Rb ILER 25 ) 2548 (Myosin Heavy Chain, MHC)3: %1k, E41/& a-MHC #1 p-MHC. H
TUHHAH RIUAAREEE I RO PERE R, BB 2 9 AR BEMEAEOR, FLRFAE 2 o LAR BRIV A4S 2R AT a-MHC 1)
FIEIEIN, T B-MHC B KGBEAG: H2, 7 F TR, I I He 38 vy B0 JULER A7 g 2 51 g 2
PEOAUIE K, HARFAE R O LA L N AE 22 A o-MHC A >, 1 p-MHC Fiskt8 . Ll EsriE
PR S R A RS S HSREN P R[16]. B OIIE RS SH FRE T EHBEE EEKR
T-LAS, B 0 B 6 UL -3- B4 (Phosphatidylinositol-3-Kinase, PIsK){E75 AKT RiE 1k 12 1 4 1 AH
ISR RIA, SR AEIRPEREK[18]; s PR AL KAS 5 4 Tl 42 Rl s 40 M S 5 B L e
1/2 (Extracellular Regulated Protein Kinases 1/2, ERK1/2). p38 224 5% AL 2 (IS A c-Jun & JE A i P it
1/2/3 (C-Jun N-Terminal Kinase1/2/3, INK1/2/3)Z¢ Bk J % 55 {5 5 >R 5 M B (R 92k [ 19] o o UL B 40 10175 25 13
8 TR N O T R P T R A B KR R 2 B R S TR R 2 — (171

I3 &5k & | (Angiotensin typel, Ang )R %7K 2 11 (Angiotensin typel, Ang I/ 1AL A K F
F Bl (Transforming growth factor B1, TGF-B1)3 =42 TH 75 A& O NLAE K B B Z L] 2 —[20], TH ] B
P4 PI3K/AKt-mTOR 155 38 B (2 2F O UL ML AE K [21] [22], TH & vl @ 8Os B R ILE Rk R 2SR
(Renin-Angiotensin system, RAS) & ZuHi NG 1 IR 25 68 52 7 12 1A FI/B8 75 M PR 4605 2 8 48 S L P A i 1)
5 5 I T R ARSI FH S ML it Sl o A2 ) e ik O LR JEE [ 23]

TH I8 BEE A FUE S e b O A A3 98D O AIAET: . I O VLRE AR 7 20, 3 50 5 440
W4 7 RGO R S SR8 . W IR G O AR RIS AL R B 1) S 450 LR 5 A
R I 25 B 25 ) 55 22 P A0S e A AR 25 R AT e[ 24]

1.3. BRISOALBX

1975 4= Morganroth 5 5 FH 8 7 0 8l B 1 1 R I 7 8 B 32 ) S It 300 e = e 0 JEER 7 ‘s 4 o )
O VEREE . Bk, G R BRI R B R 3 R A [F) 12 3 50 H RIS 3 5 B 15 PR A LA J5E5%F O JUL S R A L)
(5 T S L 5 L JE R0 LG 1) 5 31 4% 52 DR [ 25]

BRI ORI, KA RS3ROSR MIhRE, B “@ahRol” o REEY %
FRIKIIE 4 (932 30 T LA R o5 oo 0 s o0 I s B8 2 R Co IR T R o DA b RV O LI R R 2 9 “ AR
YR ULIRE” [25]-[27].

ERIEFN RS ONUIER, RO IR R R BN — o AR B . SR, RRSid &igahin
DI SIS T R QLR , O™ E SR B, O WA AT A B R R, A R BLO Th AR
By 03, HEFI. BRI, LIRS SIS 3 R BB 80% [28]-[30].

Al R IR 2 5 R I IE Bl i R e B S A O LR K S O ThRE 475 . 2006 AR F2 5277 [31]
R w0 O IR SR A US B TR S, RO LR R AR HORI /e O S AR SR FERRAG, /e 5 5 i 3 H (Left
Ventricular Ejection Fraction, LVEF)BE 7 FE8G M2 9 0, St & fE I8 37 Va4 B T 25 & IR B
WG OIREALO IR KRR o (B, 2011 4E5K 55 R I, RAEIZsh IR nT AR ik 0 3 K R KR L& L
BB ORE R, (HR XA LG TR DR, 1 HE RSO ER, it
T 518 BT R EHRLAR LY & B 9 [32]-[35]. AT WL, R8sy ik IRCR A 7 JE ki, L aTag
& T I8 B R AR LI (8] SO 30 SALRRIRES Z 8. ik, RGEFF BT T G S ) LK o
THBIRFIZS) 5 SRR TG D Re iR oL 52w v B R .

14, £EEOHBE SHEE CALIBE
AT B B A O U A A R, oL BB AR R B L S B T ) A 4 L 3 40 i
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g S4B RN E AR B QUL BAE TS BRI — S L UUIE R, (ER LI R
PRIV F A b AEE UL R, WL A BE RIS FE RS O AR S O BRI A
BEJE R M2 RPN A, ol /485 O s . SR, B A i A O LA R
FEIR SEELEBEY 5K, R ENE QUL R AT R B0 I E B O R, RO, RPN BT RN S
O VE R O IE SRR fE R B HE[30] 0 o BRI Co LB A 8 — 2R 50 40 -1 A0 BOALA 55 K 11 4 0 45 44
s DIREMBERB RN, WK LRIV UBIE R 246, R0, TS8R oL .

o HFEAS R S5 PR B R 7 A ER A [R) (4555 G B B EAT IR ) (B AN R P (KA — S bt € 1 ¥
SEAF T IRAR BB AN ) K IR B e &5 [36], Az )5 3 B O WUIE KRR 5 — € J& T AR B ug , &
S5 BE DR R AE 51RO WUIE K ) ST 5 W i B A 2 BE RSB — i IR E N 2, BE 22 I [A] Rk
B et AT AR BB ANFEDRBEOHE A IR AR BT L 5 AR 5 B A IR R 76 B A DI R
RN A AR IRTE (= 215 S i T T

TS 3 Y SR AR 5575 A P A B Co UL K RT DI I v $7 e 55 IR S UL DH R, 8 LA S0 B S v
v M s B8 i 7 A EA B o ULAE K 2 LR BT 3t % e R RE St RIc i DO RE R L, LI o AL AR,
I HH e R P O B i B OO UL KA Co LB 40 M PRECR D M S PRI, di i ob
BRSO AT HEAL D EEPMOEY 5K, R DR IANE 5l 2 5 il AR [22] [23]

2. LABRES S MR
21 LENEHKTEREES

H H3& (Free Radical, FR) %215 & 7F 1956 4F Harman $2H 1), FR 2450142 PiEH R ELT ) H 7 5
Bl PR FR B4, A2 B4 E R H S B e B A 1 A2 Bl T8R4 2. Xt
SR A SRR 254 . B MR SR S R B R AR I [37] [38].

J% V48 % (Reactive Oxygen Species, ROS) = L& i % [H 25 7 (Superoxide Anion Radical, O") ¥ H
F:(Hydroxyl Radical, HO), XM H HFE. ah, RS E LS (Hydrogen Peroxide, H,0) AN &4
BT EF, BI HOp A& FR, (HHT HoOp FEARR R B BRE AR RE S FL T/ A a2 i) A 3
FFG SN 5 FR ARICAEAL, BRI, 2 O HO R H,0, 15 R AL I = K BT FR Sk g
WFFL[37] [38].

KRR B R M LA A VRYE FR P2 AR R A . B HL 4% i3 5% (Electron Transport
Chain, ETC)/& ROS = E ke, Zhkith A2 ROS R B R AIAL, ZLKAAIRSTLI . KA SZIIE S
FEAFRS S, ORI EE T 0.2%~2.0%0) O, #5488 O, W ek O A £ #ik4e, (HiL
Bl N FAARAN N . 4k, NADPH %46 (NADPH Oxidase, NOX). JERE & (1) — % AL & A B (Nitric Oxide
Synthase, NOS). M4 4 {1kl (Xanthine Oxidase, X0). fig% tLH(Lipoxygenases, LO). it 1k il
(Myeloperoxidase, MPO)FILH il {1, 2 Pso(Cytochrome Paso, Cyt Paso) A TGt /2 O 77 A4 i) = B 42[39]-[42]

O AeeiE s, (H1E, ALY BALEF(Superoxide Dismutase, SOD)f#:AL T Btk A B i B A2 52 1
H,0, A& ZiBE B IN . H 0, BERGE, W i s 28300 IF 1 Pt 375 e idt e 4 il N 8B . i EL, HL0, 1B WT LU
Fe®* &4 Fenton S B P24 BEREER K] HO', 72 A ™ 8 1) AR5 497 - I 11 Ho0, 15 % — ZR 91 ¥ 400 i LAk 45455
45 e H Bk L %01k 9 B (Glutathione Peroxidase, GPx). il %1k &l (Catalase, CAT)Fl it & AL ¥ ik 7
(Peroxiredoxins, Prx) A # HyO, 10 JFoAFRE . TEFEM HO0  H L 41 B AN SR AZ 41 B 40 W4 1) MPO m] i HL0,
AR EER CI R B A IRA IR (HCIO), IRFEIR 2 — /M), ISR, tnrd g, -
Pt B A1 HR R [37] [38]

©



SIS DU

NO &L I RGN 7 — AN HEM ROS, & F 22l 34— E & B (inducible nitric oxide syn-
thase, iINOS)AI P Bz B — 41k & & Bl (Endothelial nitric oxide synthase, eNOS) 4k A1) . 7842 BIRZS
T, 'NO R I8 BE (A A R 22 KR AR 1 5 P 22 02 P 3 ik Sk i 48 2 1 DI RE[39]-[42]

O 5'NO [ B EE R T O™ SOD WL, ik, *'NO fA7ERf, O FEH'NO S A il
fifi 2 (peroxynitrite, ONOO), "Bl /M E K ML 40 i S A 2 . O3l {5 NO 2R3 f2m L 5t . Ot m]
AR HyO0 HO, S P R AT AR (1) (8 ) e A A1 K 7 (endothelium-derived hyperpolarizing factor, EDHF),
AT RN 1) i 2 R ik A8 AN B IR 2 K I R 87 7 . SOD alid ZE K NO )2 2 AL 1 B e 4 1
O #78 H,0, KAE N BRI &T 7k e S B E T o K SOD2 il = W] A8 3zl 751155 B ik i % 5K A1 FH 0k 55 »
HSZ M BN KN 1 o " NO F H,O, #5238 Ik JE g (1) v] ¥ M 2 1 R PR 4L i (soluble guanylate cyclase, sGC)
SRR MR . H,0, Al Ak 22 2R (157 2 (thiols, -SH) U & AU TN RERSEIAVT 215 5 1 SN
B, T Prx AT R AZ RN .

NOS /&7 —/~ 4 ROS = /. NOS =4 NO, NO Z5&E B4 {5 {# cGMP ({174, £ NO i)
PR R, 29 NADPH fE(ERS, A4 O7, Ihid 24 ROS M 5 . fERE M, cytP450 F1 XO
r#4: ROS 7705 NOS 4L,

A B DA I T BT NOX,, i ROS 395 . i 38 K K [ Ca” IR IR & iB L (AR =32
FRAG A it S B (1035 1 R PR R LR P AL RE 7T A, B4 1L B (Monoamine oxidase, MAO). NOXs .
XO. NOS. LO. MPO & LII4HHE ROS /=4 i B 42[39]-[42]

W ROS A 2. R FAS 2805 BR ARG 2 5 A A A 40 B S8 A0aE BR AR R4, R A SR SR R
SR> T ISR, BIE Sl K, ROS FIAMLAR . B AT DNA 5 R A S i, s2mdniem
TERGERIFIRAE . Sy S A T, GRS TRt R LR ORI, SRR B A2 3 ik
SEFEREAL . TR OO R RSO s S5 0 I8 R I P R Dh e 2R L SR I P v 2 4%
o 77 38 0 S TR A PO AR R AR RN BSUR R ) B AL 2 —, T HAAUNBUE 5 A T DTS I R

AL R 5 2 AR A FEKF ) ROS B RNS 5 5 85 A 1 A2 o /O I AR J5AE 5 R AR R A P A2
1) AR ARG EE ;s 2) MATURAERAIG; 3) TR M. O EME G S R B E R 2 1) SR
AL Wi R AR N 2) AINBETS: 3) ROMUS SRR O LG I FFREE s 4) O ILIE R AL 2E 5
5) [A]J5 27 4 A0 A4 40 o7 2 2 [39]

AR I s B B P2 i O O LVEAR /K CSF BB ROS [ M2 5 LRHE S B AR S. I - +HFEK
T CUESE ROS A DS I e 3% mld i 42 R B2 i P B 1 RIS 5 3a B A TG P, DT P 2 3 R R 42 e
Z 5 R AN . WAAGIE 5SS T iE I B 1 B 1 Im TE A 4 B B I D Re T AR S AR, s e
T B AR A 3 R AUR S 37 R T (transcription factor, TF) A4 18 1248 . Ca/Calmodulin-Dependent Kinase 11+
cAMP-Dependent Protein Kinase A. cGMP-Dependent Protein Kinase G. Cardiac Ryanodine Receptor. SR Ca-
ATPase. Histone Deacetylases. Glyceraldehyde 3-Phosphate Dehydrogenase. Thioredoxin 2515 & 0 IS AL
I 5 R BURSEE 43 1 [39] 0 AN AN AR R T2 /o BN R I B EBUR N 72—, A2 0 L4
o 858 7 I B 2 Tl R AR R 3 S S o Il R R I ARSI AT DA R o B S (LA AR X o0 I
PR TRV T BRI A B2

22. LABXSSN#BR M

Davies Al Harman 25 A\ 75 E 5L, MU FR P24 s S PR RIZ h5a g KA o, BIZLEsh2 SEL
PP A KR FR [43]-[48], [RS8 58 A5 B S840 K, 3 I B[R0 AT 5028 Ca®-ATP B 2RE, &
AR, EESMILAM TSRS, WRFIESE FR Al FHAS LMK ATP, 20 T LA RE Bt 2 .
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FR IS REM A FR BE PR B SR (1 2540, AR Z B RS FRAK, EE2W A, MM m g2 hee. Lk
SERIBIULEH FR 2 R A IE S I 55 ) B EEN LG 2 —, AT RLAA FR VR 218 3 9% 55 K A AR R (1 & 2R A
Bz —,

HATHIRE SR a3hmE s, SOD % /it itk i, SOD i& /il MDA & & 5 B EM L& f
B M2 R [49]-[51].

CH LR JE s 7]l 4500 AILAN B R 72 A2 K& ROS, it S S AL IB A S 15 5 43 7 Dh RESR R 42 Lo L4
L AR BB T [39]-[42] 0 SIS OB E IR R &), HHI RN B0A] Jek 55 Co UIE KA D Re 25 8L, (H 2 AR A
1€ ROS FUE S AL U sIAI K R o

AMETE ROS AT LB K AR 245 518, WigE ERK1/2. INK. p38MAPK. Akt. PKCs %
F-xB(nuclearfactor-xB, NF-kB)&5iE i . MM KKK 1. o B _EARFKAEZIRBMBNH] . A R 46 M k-1 %5 G
E 18 5% 5% 14 (Guanosine-binding Protein Coupled Receptor, GPCR)i# #7175 5 35 3 Lo LR K AT 458 P9 I
P ROS %2, JE ERK1/2 Fil NF-xB %53 % [39]-[42]

NOX i#id H,0, #1 O 4 ROS /- F O LI K AR I8 2% o fic bk NOX JE BA] (1) /)5 B 23 H B I 355 0 LR JEE A
WCAs Dl e 28 L » 11T NOX iz BE PR/ KR AT DA 25 4 s g ae 874w 5 J () o LB R AT 38 o ML 32 B 1K NOX,
HTNOXyo DWUAE K Dy BEBEEZ L ORI NOX, ik, 7t ROS FERJH. NOX, EEE
BT O A 2R BRI, A SRR DIREZRELATE T2 NOX 5 K11 ROS fil & O Ji5 -0 YL E S A1
Angll i & O LA FET-[39]-[42] -

WEFE R I NOX, NAPDH AL IR G T-4H s (Embryonic Stem, ES)N ROS )= 2k, i H H,0,
TR PRI At (2 10E ES 1 73 A AN HE 5 [39]-[42]

2010 4F Bostrom i C/EBPB(CCAAT/Enhancer-Binding Protein B)JFL 43 4% il i 77328 511175 & ¥ 1 £ L
RN A B AR KR PR L M A IGAE . ki F2 i CITED4(Cbp/P300-Interacting Transactivator,
With Glu/Asp-Rich Carboxy-Terminal Domain 4)/5[52] [53].

PG AT {7 1 ROS 7= AR FIWRLLAE 5 4> T8 ROS 4 35% J5 BRI DA A, 3 A RURE VR 97 0o I
WA o TR DN B AT 7 B AR G BRARAE OB R IR, 155 70 T I s 5 A B M O JE 4 10 4F
L FT A [39]

E&WE

[ o H SR B o7 R 4 H A0 H (30230330); AR #FE4:(2005-01) ;0] B 48 BB MG TH il 1 H (1121023
10680); i B 44 1 L S5 WE A HE N T H - “IGR-1 78 FURIRES 7 Sl Wb S
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