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Formation and metabolism of reactive oxygen species in cell
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Abstract: We live in an environment full of oxygen. Oxygen radical species-associated chemical reactions are a

part of metabolism in aerobic organisms. Low level of reactive oxygen species acts as signal molecule involving

many bioreactions. However, the accumulation of reactive oxygen species (ROS) and oxidative damage are

associated with many pathologic processes. The role of ROS in physiological and pathologic process causes more

and more attention. This review describes the possible cellular locations and mechanisms of generating ROS in

animal cells, summarizes the intracellular antioxidant systems, lists the current detection methods of ROS and its

limitation, enumerates some urgent problems in ROS research, and finally, prospects the targeting treatment with

antioxidants in clinical pharmacology.
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FFi. [H—4, Commoner 25 W 7 Z T4 %)
FORELT B A, WMIFE T H A AR,
1956 #£, Harman'™ $ 4 Py 420 1 e 56K U5 15
PRI FEY), A3 20 R R R PR A BB AR A
MBI R T A A R 4000 B 5 E R R AT .
1969 4, McCord F1 Fridovich #f 7% & B, #H4E 4k
VIS A EEE AL R R h ATz, B miE T,
IR B AR A 2R 45 AU 1 AR R AR A 45403 2K
Bi, fEAEMRGHRELEEEMEM . XK
FALUF Z A FUE XAV RGN B SRR T R
K24 Y, 1977 42, Mittal A1 Murard” #2 2
FH SO0 & B BRI, ATTTTY B — A5 A 55
THYHFR (cGMP), S HESHSEM. Bl
AR AED 380N FIRIE T 5 T H BRI AR =
A, 21 H42y), RESLREHE SR, £amREA
B T 5 A AR, AR et 7 —%8
SERENIE MR B RS, V2 A R
KRR, OFEANES TS 5E5/KS, WK
HIER, SHAM. R, SMuiREE e, 5
BEIRIET, VA SR AR S S AR TR
BREPRIE T E A ZE SR (R B R U, R g
F AT AEAE AR 35 R B A F AR Bk
T A T P B 2 i A 1) S A R 43 1Y bR
2 HIRHIT AT 46 = 20 Py (3 PR SR BE 7L
2 YHREMIEYEMES

TR O, Bl I E AN ARV 2 i
SRR, — 5, A ER KT S TR RS
SOF, NMSrth 2 AEE R s B -J0m, i
PEAr F IR B2 5] 2 DNA. & AR SR %)
KT BN, BV ST P, 2
22 R I XU R 7 U0 A ) 2 AN g A T L
AR ROS, BlUnZRRifR . PRI, T BRA R R
i 17
2.1 ZRRSIEMS

SR A FURZ A0 P 1 — PP R A e R 2
1 I A A B R AL A e A AR R i AR A TR B T R
AefE, HEGHFCONAM “30 0T 7. LI
PR, LR AR AL AR I R, 2%~
4% PR BEA BE T A KT R 48 ROS!™ ™,
LRI I A S 40 9 ROS Sk 5 1 3= B2 3V 4 o &5
o BRI S 10 D AElE 24 ROS KL A P,

LR ST A T W R v NADH- 32 fig S8 Ak ik
JRlE, ZEERLRANIE L2 EORE A, 1
AL B A DR B Q 1 N LT 24k, %4k NADH

(1 TR B 22 SR TP AR R A . A TR AR
TrEmEE PR K. RERMABRE S . EEAK]
HHEFREEREERRED, 26+ 0 Nla, Nlb,
N2. N3, N4 fI N5 DL B K mn i i 2. &F
REFRR I, 2SS &4 1 88 7E NADH 7751
HOLR, EJREIFE RSO A () BE =LA
BT P, NAD'/NADH fJ bR Yo sg 9 R 45 A 00 a5
AR SR, TSR B B T e A B FEBE
R B =B M AAE B LR, PRI R A
fift (QH,) FIJsiT-9K5h 1, AT SR 2h B 73 i & & ik
1B JE NAD' £ Bt NADH, X — i FE 9 Bk A Je ) B,
TR B, LR AN TR e B Y 2R AR BRI 7T
R, ER BB RET, A R
UK SR AR A B T A . Pryde AT Hirst™
RIE, ZRRRE AR TR R A R T AR I R R B
THERE A E AR AR SR, 17F
O HEBR IR N IR IS, I A AR T
Z N 2.65 nmol/min/mg & A i P, il I x o B 4k
R AR A TR 2R d /MBI 9 R B, K&
AR PR B E A TR R Z BR S &6 (1)
PR BT IR AN, ROS A ] g2tk
Hl Nla P2 A0 B9 ANRIER IS RER R & ik 1
FEHE ROS, A R IABR AR B O A R Al 2
W SRR o 0 7 T R 0 1R B2 A4k T 1) 32 B )
7585, X — 5 #E, Gyulkhandanyan i Pen-
nefather ™ A 70 &L, AR 1 AE L b A PR 3L
M= KRB S 1. BARE AT RN, 2
KL B AR IR B I S TR 2Rk ROS F=2E 1)
FBAL R, AHRAIRAFAEVE ZATY A AR 0 5,
HA T &AL A7 4 ROS A4 THLH . 4 e fr
AR ) 00 AR S P A 4 DA R B Ak 5 4 A
15y B ALt BAR P2 Frbl, A4 174 ROS
VRS B 57 A P B O 75 B B A T DR i 5 44
Rf AL A RN AL B AR AT IR AR AT
LRI ST AR 1T (BRIAIR - I S A 00 iR g B
BRI WSS SDH) £ 7 4 M7, 46 FAD 3t
W 25 A 18 FL0E PE A7 21 3 3 B A T SR (SDHA),
0,8 3 ANEk % 7% [2Fe-2S]. [4Fe-4S] 1 [3Fe-4S] ()
BRTR AR A 47 (SDHB), 04 2 /N5 5 20 i £,
# b 41 X ¥ A7 SDHC Al SDHD. £ KifkE &1k
1L 75 =R IR IGH A IR R 55 AR N I R IR, 1
B A% R TP R B . R A T & 1k
B M BRI R AL FE . Ralph %5 PU B £,
BRI A RS A 1 RIS A4 TR A
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FAE IS FE = ROS. A 2238 X0 KRB B WL 8 pi
EEEE TP RRY, PR E 5K I RE S
TR M AR A P A E A TR,
ZoRiA S A R T ROS FEZERIE T FAD 45447 5,
i H R A 24 FAD 38 J5i FADHe 5% 5¢ 4538 J5HR
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FHIEDL T, BAEE AR E P R Lk
IR T IR R B O e s A%
BRI, BEART I n) B AL 36 72 7= A4 1) ROS
D AR, RECE SR L Q, fL s A %
ROS, KUIE G I G ER T BRI 25
P TR AR T fRis i B

AR AR T WO B - AR e
W5, Zi N2 E A, Dt ok
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A LRI AR b by ¢ LLK Rieske ki
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co Al QB I —ANHTRYUBEEK b, KRGk
RN by, IS BENE XS 2 T8 O HL 3,
[N 7E QA7 mUE AR 8 BB 1% S N FEFR Y Q-
PEFR B3 Grigolava 25 PO 1] I Py 5 A1 B8 ) 3V 25
AN S A IR I IR UE B 1B A S 1 e R g P
YHPIE R A GBXENER, BN E
T, HYHFAY (A EER o FALERR S]]
A EREN T P 2 A FIE ) — A 3 A e
AT B s FUH Q, L A —— R A B 2=
2,3~ T3 55k DA T R 260 A A B I e 0 0 o R AU 1 1
T R, a7 B AU B A AT e T Q, A s AL 1Y
ANFEE BERR (Q) TEEU . 1E Q, Ar SUTE AN FR
JE B IR (Q) A2 i A I B 7 T8 B R v E 221 I
N B Drose £ Brandt P B 5T R B, L A RE
W IE I Q, A s = AR AT S 1. fEE AR LY
ol “87 FMEIFIPTE R A BN, S64
I P2 A S, 2RI, EA It “o” 1)
#1571 myxothiazol F1 stigmatellin F& %% BH 1E1Z 80
FEVZ B AL T 5 AR R A IS LR, myxothiazol
R H I 0 “o” MARBENET. b “o” AL
T PRI 40 5 e AN ) B 7K S A s, R )
“o” FRIBUIIABA I Bk N1 s e BT

bR T BIRE kiR Z i 2 A R RE % 77 4E ROS 4h,
L RiAR IR AEAE = 24 ROS AR [P B 41 it 3R

bs & 5 (cytochrome b, reductase) {7 T~ £ 74 1 i,
JTZAFE T AL L . Whatley 25 P 4t %
B, ARt 3R b 10 5 LA K Z) 300 nmol/min/mg &
5 P e AR A B . AL (MAO)
LT ZRRLAR AL, TEVFZ AL AL R RIA, i
A A W) e S A 1 TRD IR B i 48tk &L Kunduzova
2 WIIRERR, KR 2 1A o fiie S0 Il 2L 1
fie = A i A A I R B R A M Zekih
AW T 7= A 5 S AL AR 50 5. 7E S5 Bk af 2 41
W REMANE R A FE T, MAO AL
I AL S BRI . P66™ S B AR AN R
(K) she 3 DA JS& gm0 () S840 IE Sl . SIZERIERE, 2R
R AETE P66™, K% 35% 1] P66™ & M2 7 48 ki {4
eI e U A HRO0E o, P66 7E AT ROS AR
REFE b R 5 A E AR O, Pe6™ il i A kAl
M o, M= E A E. AR, il
P66™ 77 A 1) 28 R 1A b AR fk ALK TR R K4 10
nmol/min/mg & A i ", = & FLIE B A B
(DHOH) A7 F e Wik N BRI AN, 7 5 2 b A 1y
JE B A Q O L R, 3 SR ) DHOH 7E 44 4h R
P A A o BEERH I S (o-GDH) {7 1
LRRLAR YIRS, 2 R AR P IS ) 5 8 B LR
FLVEPE AT S A T 20 P4 1) 41 B A AR . Miwa
A Brand®™? HOER I, /N BURTFL0E ) 3- @R H
SR £ T A PR B P 4T 9 P O 7= A 5 SR AR & 4
S o- R I A 2 A (KGDHC) 11 &
Tt 3 T i P e il 5 0 B9 8 7 R P AR A G e -
TR A &Y (KGDHC) A7 45 T 2 R0 A4 P JIEL 1)
B, ELERLR R NADH/NAD' EL 3R T 1)
TR, S S T Bt S i e v A 2R R R I
1 ROS k¥ ', NADH/NAD' bt Zi#k v, i 81k
S EE R, NADH/NAD' EE & 218+ KGDHC
P AL AR EE N T M IR kR (ACO)
PLF 2 bR L b, (AL = R BR G 3K 1 b 15 IR
AR TR . A S TR AL AR, M
TSR R 2505 o 20 B8 O Sk BRI A 1T g dd o
B4 B 7l 5t Fenton N, MM SR H
%

IR AT 502 5 T 55 70 28 ) Zeobi ik DL 2 1 B 2%
WA B AR S EE AN FIVE N RTEE, B T T RET)
ROS P4 A7 5 P 1), BEE SRSk, 2okl
P Al BEAEAE HoAd = 45 ROS HIAT AT
22 AEMSEMS
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0-GDH: o-BfE H A8 : KGDHC: o-ffi/% MM A4S 4. DHOH: A FLiEMM AN, Complex I1: ZkifhE &1k
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4 R M o7 B 1 5T DsbB R EAHLEH . AR R
AT, ERERZEDT, TR RERE
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SH SH
ERO1
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PSR AL . I, EEARARE YIS . NADPH/ A1t % P4S0 I 5 A th AR
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N

JIEE 25 & I TR A4 BN 4G 2R 48 (MMO) 7 T K
Z BN YT A TR A B A T v A
MMO sy, fEMf. BME. KW ARE A, i
P BB A L st E &K 8. MMO
ARG T 1B (15 450 i e AE A T S 1 b 3R
[ W, S A MMO R ZEFARSE, 8 S A
AL 4H R (4 25 P450 1445 FAD/FMN [#] NADPH-
70 i 3K P40 IE JF Bl (CPR), %Ml R G fEAL 1)
N B ROS SRIEZ —. WL 4 i e 3
P450 &5 J A AR I VF 2 N YR RN ANIR R 55E i 20 1
(A I 2T R B AR 2 A 7 . MMO H ROS SRR T-41
Ji 2% P450 (1 5N BEAE AL PR AR, BLHE =04
EW () R A E T S EE A (o)
R F A R T B E AL DA K AR AR 4 T
A K B AR PO 3,

NADH- 4l (43 bs i8R B & — M E R E A,
TEVF 2B R R PR EEEH . IR b
W& JF A A NADH & 7 42 3 i (HCA) B A% H e,
Lt FRIRHEA— N T R R T4, NIIE

(b)

IR, W T BEE E B B T PP 4).
2.3 ABRSIEMES

B M N AT A E g s, &F
Z PR KA . A R TE A0 PR PO R FE T AL VE F
[ B ] e = A ROS.

Y1 PN T B AR B KNI S AR IR, VA A
DAY P TR A 7K A T A B D P Vi i T R R PR PR B, [
B, VB PRI 5 5 2 32 R s 4 A e v 1R
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HRRE R, bR T 2ok bz B AT AR G 2 R 2
AR INREAN, AHGE RN, TE R R B A
HYZ BRI & A . YRR R B AT RE R
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B4 At RiITRESE W HRIF R R T A E A T AALE

Fift 1 FH 28 (UQHS) s s A0 5% A8 Sy 25 JiR (1) B &8 7
B (UQe), UQe n] LLikAT B Ak 7= A=l S B &
T (UQe +0,—UQ+0,o ). A1, HEII4H i 25 P4 2 ikt
fTEY UQe W R R v 20 T4, Ml = A2
AHET P ERIARREAS T, 2R
4 91 B 1 W] B8 i Fenton J B T8 B ¥2 B H 5
(*HO) #1 OH . Nohl I Gille™ #Jf 5% % ], NADH
SRR AN ROS FIRIEZ —
24 TEHMEESEES

TR A O B A ) B2 RS A
5 2 REd R, SERHRGENL, CER.
FAEER AT, 2 M AR R b A B i
SE AL AR A A BRI 22 Fh AR A TT A 2 4
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TAFEMEE R R AR T8 0 4. AR
R, ERRFAES, S =R K2 35%
it A, o TN ERERR) 20% B )
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NADPH 4/t (Nox) /&2 % WHE G4, WAL
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oxidasel) 1 Duox2. NADPH 4 {1t B ¥ 2 7F BN
MO R BLRT, AR byss RIRIELIARIEL EA R 1 1%
B RS, MR bess A2 HH gp91™™ (Nox2) il p22°™
PRI SAT A i R R IR R . /A, i
BRI R T A i AR T S 3 pa 7™, p6 7™ il
p40™ LA G & [ Rac ¥ # BI4NMIEAL, 540/
R by GO R A 2 S H LSRR NADPH
VE N TAER, B Nox2 W84y #64% — A Hi ik
JR A A B A 7, B 20,4NADPH— 20, +
NADP'+H'. B # i 72 (¥R N, K I NADPH %1k,
BEAEE UL M -Fi L. HARER. NEAZL IR
JUHZA, s BFRE. RN £ i S5 VE 22 HE B R 4
AL 23k B, A5 1k FEE W 7 1 40 i A0 L4
furp, AR E T ZOkIET NADPH &fLag .
2.6 RESNEIEMSR
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b AR () S A A, BB A i S (XDH) F 35
WES AL (XO). ZME AT vz, T RFIE R il
HRIR K e, HABAL iR R . 1% E
WA L6 A B A A R T I % P BB 1 1 TR SR VR RS S AL R
RS, SRR — DL N IRIR . 3 WA i S
&5 NAD™ 2 NADH, 4R & P& S AL AN g I8 S
NAD', B&MEMEALEEIE 5 4> 74, XOR M ALIE 7
(537 A AT T (0,0) Al A ™. By
TR A R B W A B A ) 4 Ak Ab, XOR I fE fi
WV 2 R I ¥ S5 40 A FH AN K ¥ NADH 44 4k i (1)
fEALAE . XOR 75 ff 461X 8 fg 37 (1 3o F2 o 7= AR
A AL A O,
3 RE

N EET ZPE RS, SRR kT
FALYIEE. AL EA. TEILERF. HMELmE
BRI AL LA AR, X S EEAH B4 SRR AR ik
P B AR AR B Y s A4k, AR A
PAERGPUAAL ), BIEPUR MR (4E4E % C). a- A&
By (4R E). AMH K (GSH). KHE &K,
HERE A O, Hrh, GSH 2 AEMIEAE T4
D P i BNNE B AR s g VA R (WL R .
FIs BN T R AR Y, XS ALEE S AR R
WL EVER, 4ERFg0 i Mg s IR ds. BT
AFAEVR 22 M0 52 0 M P9 P SRR TV 3 e 3R
T2 R CHRE (J6ERS . RIGE . MCLA. KEER
HEE ) ROERE ( A 4%, mitoSOX. DCFH-
DA. XWAZ I, Amplex Red). 4t c Kl
A PRI H BEREr . R AFR L IE
JRERET . B E e IR, B, mTAEIERA K
ROS AALA e A, SIATERIE % 1) 23 8
AYAT S A, X TSR ROS Kl Hr 4% e g bk
REAEHH S ROS ] b, FeAERER=, M
iiEAT 2 & 0 eAh, B TR R4H A R B A AL
FIASE, WAL R = RIS R R LB R AT
B, M8 H BT eSS B I 52 40 I 9 %A B
PP AR R TR R 7% s BAh, AR
FREUIRE T ANEMAL M. AR A SR
AR, WAL R A TG M A2 BE 178 R REAN TR
IX L R G R AR T T S AR AR AR P I . AT
B T I PR 56 ot 2 b A ) b A A 7 ) R e 1
NREAE I 2 AL F ROS PEAENL A, S8R IR Bk
FIETT BT U (HREEE BTN, TR
PREGE 22 (A AT I 7o, — 5 TG LA

A5 2R Mgt =KL H & 7 (TPPY) B EL T, 5
— K LA AL 7S Szeto-Schiller ik 5 1B ER, 18
PUAMN IR T o7 i MM IR S5 4, FE 2R P IR
WA, TRIEER 77, st se Bl T HEA
AT r) e AL B 28R A B R4, U T BRI
R HESh T IRRTTALRIIAT T ALk T
S B P BT e AR I S A S R AL, I
PREE [P IR T IR AL — R SR Al AHE RS
AR PIAS W A Je UL R T AR N, 2RIV 2
FEAEE M A AN B 2 ), A0 P P PR S AR AL
il 2 FAT BRI, AT A HE ) Bt A R 2454
I R R BRI T S LB R & .
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