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Abstract: Docosahexaenoic acid (DHA) is an essential omega-3 polyunsaturated fatty acid (PUFA) for human body, which
is highly rich in deep sea fish oil and marine microalgae. Mitochondria are the energy factory of cells. Mitochondrial
functions and biogenesis can be regulated by DHA which exhibits antioxidation, anti-inflammatory and anti-cancer
activities. This article reviews the research progress of mitochondrial-mediated DHA antioxidation and the possible
underlying mechanism. The effects of DHA in eliminating reactive oxygen species (ROS) and regulating mitochondrial
biogenesis and functions, as well as the microRNA-mediated DHA antioxidant epigenetic mechanism are addressed, which

may provide evidence for better DHA product exploration and application.
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RERAAT =414 ROS, P 4RI AR RO 14190,
DHA -t A] 38 3 % 2 Az M Ber st 55 R i a2
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SCKEFEISE DHA Xk iy I8 15 e AE FPLHI i TsE
BEREHA TERR, R BRSO ARS8 2 -3 1 R
B, #R1F DHA BT EA AL VR FHPLIER, ShEm 2k
BARN) DHA JJE B S I 750 i 2R R R HE
1 DHA AT &NA M ENEBNRIAR AN

AR IR UL R G (EFED LA LB AT E ST
EALFRD) v B BRI B TC FE R, AR
HAR X LT B SR I SE— B B S . NIREDTAE L
BT A AR PNFRPT H R 30 2R 0, R AR
115 AL B (superoxide dismutase, SOD) . id 48 L A
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Fig.1 Possible pathways of mitochondria-mediated DHA antioxidant
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E A5 R AT E AL 4 = SOD F1 GPx il 1) 3k,
iR H,0, 75509 PC12 4l S AL #4551 b3 sm BT
AL I 75 P . DHA A] W ok 3 55 21 40 )it b SOD
FIT CAT Bl 3%, FEATR RO LA 50 11 XU 1) 38
ARk SOD Fl GPx FHME, 2 e S izH 2
PrEa b MERE, W MR oo™ Y. RTpT o &,
DHA n] it _FiRgebiiR s b i A= (SoD2 .
CAT Fl GPx1)FRIXIK-, $& i EAbBE s L
A, DHA ] GEi T $d b A AL s el e ik, oot
FALN B, RAFDUEARVER . (A F5E oK, DHA
XA ALEEA IIVER . #E HCC 4iiieh DHA nJfili
A H R SE A 4(GPx4) 2%, AR SE4I s T2,
DHA 7] IR UN §L9m 40 i SOD Fl GPx4 [ 132
ik, 5 IEAR T E RV T FEASRI A &R
i DHA A P B 7 AN AN R], S e T AN
[FlfA = b DHA YEFIPLHIN X 5. DHA XFEbifAdt
A 0 ELAAR PR ML AT R B . AR SCHE B g
DHA XHRARY T A AL E Y VA 3Ehl L, vF—2
XT DHA JHB& ROS., VE kit sE -4 Bnfa s LA
R LR FEIBAL VR E e 2 R A 72734, 1)
LRRAARAS T DHA B ks FHLHL IR i
P05 FVEFIP LTSRS o

2 DHA HIfZRi{f ROS B4

ROS F=ZRIE T LRARIT I 5, HAE W) RGE
H BRI GN SO0V s T AR BILIRAS R H = A S
BRAL T A VA, AR AR B 2 1 ROS X 1E &
FOAIIELS S1% S 21 2SS L AVE ., 8 T iRHTAR
ARIE PR 14 2638 ARKIE E AL B R 244 MR-k
AT — AT, 2 BSOS R AR BN,
Bk, %8¢ v A= P B AN A B[R] ) ROS 28R 5 T X
DNA | JEJ&FIER 11 0T 55 40 i R 4513 i A 21, i
IR AN S, T | SR A A0 407 5 28 S 34 i
TP,

EE#ME ©-3 PUFA, #5508 DHA, £35202eR:
PRI NE LS LAY TS L DIRE . DHA JEA4HY
JE AT 85 G BISRARIEE T, bt 1E R SRR LS I s
LTI NR L A, I ITT S M A IS 75 P e f L
( mitochondrial permeability transition pore, MPTP)
FEJC, W/ R, ] ROS p=A=08 20, fEglokr
P25 ROS Az pli i) S22l R Ge WP AE, TP
BEHL UL R A2 ATP & B R A BRI, T 1)
VSR AZ AR MBI 25 BPRPI A4 1 . T, IV AR
Tz HrE AR (Ap) BRI . Ap B9 RS ST BV A 15 5 F A6
(Aym), $215 Aym 7 G500/ ROS 774 . ASHIBA
B4 /T 1 AF 98 2 B, DHA 7€ HepG2 41 Jitg i AT 42 &
Aym, X ROS 774:PY, [FH ik, DHA Bl it 2 ik
AR AT 2 D N ZRREAR B9 ROS 7K SFF52 i R A4 -
W, XA MRS — AR E A . DHA I/EH =X
A48 a. BT LR IE R 2Rk, BRAIK ROS /K, vk
AR AUR L, AR EORAAR T HER ' b SN 2 W] HE T
L35, BERARERLAA PO IG et Ak, DA i) 2 1) i,

GBS ROS 197 A0 c. 355 MPTP % Ca* 119
TPURAE, V> MPTP BB FF ORI ROS (1974184,
d.VEAY LB AR AL 3 5%, PR LRI AR TR, fidf 2k
iR ROS BYP= A2, TR ROS FF4EHF 1IE B B9 4 i/t
W FE, {HJZ, DHA il 8795 £ 8748 ROS /K%
RPN S AR A — e i, BARPLAT
it —25 B
3 DHA BT RAAMEYE RS

LRARIE ROS S AITHER I B30T, X4k
NI Hofgak ., 24 ROS WA= B AE J1 B i S AL Bl
1HIfE ST, it 2119 ROS £ k{4 DNA(mtDNA ),
T HE T2 mDNA $i475 - PEREACIH DI REZE ALY . £k
BRI RAAVE I AU A7, 7T 38 A PR das Lo A
WG NSRRI RE . LRSI M 2T AR,
AHE mtDNA By HI 5L 56 | Bl DL S b AR 0t mil
G AR ARSI RR . ZORiARRRE BT AE G U™
AT BRI, 3 o SR VA SR T RE AR PR B9
1A, IR o Al AV FH 7 A RS I 285, A8 52 A2 A
A | PRAZ IE P NI GERFA IR R, 4EFriE
H LSRRG I SRR AS X T A b A R RE T &
FEE ., ANDUFSE R, DHA 2 52004
RSV, X AEF 40 A 1 5 AR G 3)) B B Lk
BAAR LA K e R 1E H PSRRI S T RE SR 31—
PR AR B0,
3.1 DHA XEhAEE RAIETS

LR A A AL mDNA F 5 L % SR
BHIRAE, S S22 AN MAZ AN LR AR AR G R 1A 4
M RR . BRI SEEVE T R 7E DNA % il
Tt SACTIE T LR AR E W 6 1, EELRR ARSI A
Jo e, S TG 5 A0 X A 3 O R ) T 32 L, 7R 4R
FERE B R AR . anad S AR S
IR SZAR y TS - 1a(PGC-1a) 220 B AR F A=
A — A~ LAY I, BT SRSk A S T
T LR P RTE LA A W G O T m SRR
W 253 A HAZ R PR (NRF 1 AT NRF2) & 2kL
AR A=) LRI DX 245 1) DB BG4, 45 Tl S i 24 L
2R ¢ AU ER o SEALBI IL Y FL R 315, ZRRiAR
st KT A(TFAM) M bR % % K+ B1 FI1 B2
(TFB1M #1 TFB2M) =5 A5 4 (o E AL 1-3
(COX1-3) LN IEL 5%, SFERBIAR DNA 2. 455 F0
PR A E EAE ™,

DHA 1]l i 22 Ry X YR gk iR i A= -4 8,
SR mtDNA A9%% 5% a. DHA nl #2875 C2C12 AL
MY mtDNA #5 DR PGC-10 55 8 115 P, 12
BE NRFI. NRF2 Fl TFAM %35, $£75 mtDNA & $ilF1
5k b DHA 183315 S PGC-1a M S5 4pr AR &
MR RIS, PR b AR %) c. DHA
38 kb R AR R P A 28 3% - (BDNF ) 300G 2k 442
WG R, AERFIE R LRI BER . IS A
£ HepG2 4 Hd ' DHA HEIE I mtDNA $5 U1 %, =
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LR A S 1 Bl S A BN i 5, £ AR RS A
XTHIIRE R SCHETE . (eGP TN A RIB A R, 4y
A ZZFPHLEIXT B 32 sk D ae S PR Lk A E S 1
B2 35 B, AR SR ARSI A W I RE .
£S5 VAL Ny p R = L UIVAL & 3 SBTEi B I N [/ e i o a1
i HIE W — A B AR 28 2584, 15 R DI RE IR R
AR, LERFAII T H A B S R R LR Ak sl
W Az kiRl A AR 1 A1 2(MFN1L
MFN2) | fih 22545 5 -1 (OPA 1) FIZpiiA sy 34k
FH-1(DRP1D)ZEIL[EJA$E . DHA AT B LU =l
VETT SORAARTAAS: a 5 AL GG B A M 2R e 2k
B SHAS A, P bR, difr H AR . DHA
AL MFNI, MFN2 Tl OPAI Wik, HsR& kA
Bl AR, BRI DRP1 AYLRRIARRE N, M ITTAT R A
LRI04 b A AT SR AR A R .
Zhang %519 %8 DHA &5 I i ) ki fA o324
FlARAS, B G SRR U, AR B IARER S,
PR AT LRE 1. DHA X2 2R Ze o
B B RO, A5 B T AR I 5 kA D))
fie, $Em Hbr A bne ) -
4 ZRARWEE T SH DHA IS KAEA

LR AR A2 R 38 A PR 95 . DHA "lE AT
JUFhFE AL 5 5 2SI SR AR T RE s A= ) A e
a. 877 DNA H ARl i 4% (ETC) FAESG
FLPR 5L SRR 55, 3 ETC IIREZHI; b. 2 55
2 2 AL AR R SR & A DS R 19 ik
N AR FEREP ;s ¢ 845 microRNA (miRNA )
PR AR RE A . AU T Sy R/mh A A
S FRPY, miRNA Rk JE ST Lok e =&
JEAT EEETIVEA, 2R AP tIAFAE =) miRNA .
DHA % miRNA | FrAllJEZbiA miRNAFY IR IES|
AL H 2. I, AN SCE T miRNA 1
it DHA i P8k PLdl . i 1 Froas, 7 A8
miRNA L[] JE LR AR IE N, 78 AR 41 i 32 vp & 4%
AL BT ER (2 1) . KREELL PR miRNA
FAZSL D Rt I i, Jo 9l da BNEPAARSL T b, 7E5%
SR 2KV R 1 SORLAAR B 1 22 35 1 T 5 i 2R A4 g

ik IXEEZERIA miRNA FEE LRI . ATP G 1k,
ROS JE 1% LA T2 g i 1 A 1598 45 22 b il i R 1 2 284
JH0O 0 Das 255 IR A B miR-181¢ ] gk AZkifAk
PENT COX1 F1 ROS /K, I R TiissE 26
Yy 1V E IR SRR DI GERR s LRI miR-1 $Ea) 2k
BARIRIS Y COXT. COX3. NDI Fll ATPS 1) mRNA,
YETT LRI, (B B LA R B, 25F miRNA
XA A W & BRI S RE RS R, E—2E TRk
P miRNA A5 1 A HAE FH LTI e gk A il 4
AR Iy HAT BB R

FfiE DHA S AL R VE IS TR A, Ak
Stk 22 PIEYE BN Zbi AR miRNA A iE i DL JLFR
J7 A5 DHA WPt A AL/EH : a.5Z2 DHA P75 19
miRNA B3k iAbi S (b2 . U miR-
23b # A il E IR E AL EE (POX) Ak ROS 7K3F-, DHA
T4 E miR-23b 935k, G54 M bL AL RE T FEAIK
ROS!" ™ b.5Z DHA J&77 19 miRNA 181 5202 ks
ARFRA VT ROS WA . WN7EMiZL 3, miR-
34a FR[HVENT Bel-2 IR, SRR 4y 24m
IR LA SE AL 1Y, DHA TE U266 JE 40 %
HepG2 4P IIEEVHTY miR-34a 192K, T miR-34a
XTERARIL R W Fb Al —E HEER Y, c.5Z2 DHA
PET 1Y miRNA PSR B 1 FEIL ROS /K-
B W55 S50 Ik (BECNT ) 2 miR-30a BYAM LA, 7EPK
LR B F W vak e £k R T R B 1S v i TR AR
JHEC S 23T DHA AT JE AR B vk < B0 AL HR B9
miR-30a ik, #E75 DHA 7] 38349475 miR-30a AY7K
Vg LRI [ i, RSN . A BAIFSE & 30
H ZFh2Z DHA P75 AR miRNA 25 41 i1
EALRIEOEYE . PRI, DHA VE A 3 &AL 7 7T
30 o P 1T miRNA 14 38 3K e 38 5 41 it 14 b S fk RE
1o 3% DHA P45 1049 miRNA X244 i 35 5 BL
MIERER A R ML - BT A AT E L
FHERALITEE o
5 SRS

LR SR Ui = BE 1Y) S 235 T, FE AR i 2k
G S PR S EEAE . Lokik— B 32 e A L
WO R es T | REORAR DI RE NS, 155 | & A5 FhPs o
T AE SR [ N AT DHA XSFEORAR R r s B 35

F 1 R ZARIER Y miRNA AN 55

Table 1 Function of miRNAs that target mitochondrial genes in oxidative stress
miRNA £ F¢ HTER it gt} U] SCHik
miR-181c A R AR (COXT) freAtk REC LI (NRVMS) [53]
miR-210 LR AP T K T3 (ATFM3) Pl A 4 (HEK 293 ) [54]
miR-210 PR (ISCU) fesfl NFUIRSE (MCF7) %S B e (HCT116) 41 [55]
miR-133b B HIKS-5eA2 /E(GSTPI) festt NE AN (Hela) [56]
miR-145 AREIET IR P (BNIP3) Pk RELOHLATHI(NRVMS) [57]
miR-23b AR A (POX) Pl B4l (HREPC) FLA B 4 (TK 10) [17]
miR-335 ALY 2 (SOD2) festt K BRUME FEIR] Fz 411 (RPMCs ) [58]
miR-338 A R AR ALRR4(COX4) fesfe KR Z: 41l (RSCG) [59]
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YEFIBORILH], Qo SR S AAR SCBR (anph 28B4 7
PESIG | O LA IR 55 B TR AT 245 17 8 18
. DHA GEiIXTEORAAR R TIRE | A6 i e FMist
FR55 ZZ R AR A T S S AP TR UL T, RISk
Withi. 15 DHA B35 4E TS AT TR 2 R A D i 1)
B, U DHA J& ] i E 2 2R A4 sl 40 i AZ 8 5 2ok A4
AL FGA; DHA 285 S Afrf s sZobifA miRNA
F2ik; B I H IS miRNA Anfaf3E A ZehifA L A
2R AR L PR ZH 2t Y miRNA Qe Jin Tl s 455 [ 5
FRIARAT BRI . LK miIRNA XA 4 ]
VT HLHRAT S N R RIS, DHA S5 Al it
ES Y AL NI NEE S VIR ey Wi NP LE e A ES % TAE N DE T =0
IIRE A THRE .

NPT DHA F= 2058 i 8, T bl b s
Jil DHA AT fiit e AR DHA $8 A AN L 4[] 33,
TEHBGEM T T . FEARRIR . 6O AR ST
TR B SR Y ok i RS R DHA A B
(R APARGL R VBTG TAERY EZ N ZY, {H DHA
FEATERA B R, AN RAARD FEL # 1 DHA 2%
WG LR LT, 3t 5 UL BRI 4 2R
DHA A=W 4 R HAE PRI R ZRR bt s AR G
PR YT FGY T AR, Wt DA s 2240 )L
HET7 77 b ARPR P S AR B R FE701 45 DHA AHIG™ 5
HIIF AR SR AHIE i DHA BYES I FEsin
JE, VARG S5O WA #R 2 DHA I AN G
PRI, [FIRF, DHA SF2ebii IR oL
PR AU Sy A ) SOl AAR s R B R S AR
WEBE SRR BT RS TR HEAR I R e
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