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New research advances on the functions and molecular mechanisms of

oxidation resistance gene 1
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Abstract: Oxidation resistance gene 1 (OXR1) is one of the antioxidant regulatory factor that only occurs in eukaryotes
and can scavenge reactive oxygen species (ROS) and prevent cell oxidative damage. In recent years, studies have
shown that in mammals, OXR/! is highly expressed in central nervous system, which plays a crucial role in the
antioxidant defenses of neuron, and it has potential application values in targeted gene therapy for human
neurodegenerative diseases. In this review, the structure, subcellular localization, antioxidant functions and
expression regulation of OXR/ were summarized for further understanding the molecular regulatory mechanisms of
OXR1 in responding oxidative stress.
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BREMPER . SR, FHETCATROSHCARUR . B 5T
RI, NRZFh2RAT R R, BFEIIZE
2502 54k, 5 (amyotrophic lateral sclerosis, ALS)" ™).
W14 B 2 & 1iF (Parkinson’s disease, PD)!', [ /R ¥
BROE (Alzheimer’s disease, AD)!" J = 4 i Jii
(Huntington’s disease, HD)!" /254 15 ifi £ ¢ 1 3 (1)
ROSE M MEI A 2 V) G 1K .

X TR IRAT MR, H R A ARG B 7
%o KIHELK, MMT—HE S sME MR P
NG F T RAT TR YT, AR REmE UG SRR R
KW IR AT PR AR Y HR BUAR T — E 1B
FORRN, (BRI RAF R B, X Ry 9
ANREIE BITUH VR TT ROR, bk = 4 23 40 i o 5
P S EUAITBCRIE N E BRI 2 —%, 2015
4, Chan5PHRH T —Fh i HAEY S8 M 16T
FB——F AT 1 (gene therapy), HJJE i BE N
TR BT A AR AL s DR BRGSO R SR . A
I, IR FISE E B 2 BRI B ORI A FHEROS I FT
AR R

WKL, EMALIY e —MEmRIE T
XML RS, HATERROS. Bk 2 40 f 4k 357
A AT B, 44 B AL BE IR 1 (oxidation
resistance gene 1, OXR1)™, I % Ml H i A AR
1E TR % B (Saccharomyces cerevisiae)™', B
(Drosophila melanogaster)*® . | LtV #2150 (Anopheles
gambiae)® . F5UNLL i (Caenorhabditis elegans)**'LA
J K 2z (Bombyx mori)* 522 A My th ¥ {5y, H
D RE I8 7 07 HA B AR T R AR AT MR 1)
B Rl HIgS A1k, A ROXRIFUAAT 11
FPLEATE 2. Hitk, ASCEXTOXRIE HRIHT
AT RERE Ui R AT W EENEIR , 5 LE ) B O 48
M b E ARG 1) 5 T HLER

1 OXRIEAE Y

WAL B AL 2 EAZ A, AR
2 F5 FDNASF TS5 /40077, 36 Rl PR R AR 1)
FLR AP, SRR BRSSPk 3 7 40
JL A )T AL Bl T A /N 23 TP B BRROS LA B
IEFER 528, BT IJERE, Volkert& bk A Y5 3
K5 N KW AT 1 5 928 W MkmutH nth i, H 1) 72 0
mH RA AT R N RN . BRI, A7
TG4 8q23. 11— A JEPH W] 2 3 P& mutH nth il
ROSS F (LR AR, W% 2 K 7] g B A 15 B
ROS. Py iEDNASACHGHIMER . B4, ]

SCAE TR I R e M T % TR T 9 S
DRI, xof e ok i R ) 1) JRE VG 8% BE XN RO'S i 513 2
——— A (hydrogen peroxide, H,O,)H U
SR EVR R, R N S [R5 S D] A G 2 IR 1
BEJ5 3R] 38 5 H 0 HLOL, 4T 4, T ik — A il
INT ZEF M PUE AR, Mok a2 o biE
R 1 (OXRI).

&4 Mk, TEATA O P B AEY), B
). YL B S A R ILOXRIFE R K A7
e, ABEJFEZ D R AR . HArRMW, BT
LEPE Dy ff1(Danio rerio)™'Ht, OXRI{EEAZ W
LS DU e . R R 8 DU, (HIER %
S LR BT T H AT AR 2 S K A IR e S T
B, W AJROXRIFER, Efr T NKET Yok
b, B A K 5954.78 kb, HH194MM B ATI8AS
WA TAHRB(EI1A). YangZ5PY@ i Northern blotk:
MR, NFHOXRIAFAFE LA, 45K
OXRIA. OXRIB. OXRICVLJOXRID, Hrh
OXRIAFIOXRIB# K, & LysM, GramATLDc
J3ANGER IR, MOXRICHIOXRIDHE M, U &H
TLDcSE HIR(FI1B). [FIFEH, 78/ BRI Al Y
HA I RILOXRIF R &/ 2 A sk WA, MfEA
PR, o R E k200 DL P,

HRKOXRIFIBIANLE R, LysMAIGRAMAE %
BRI D REAE 7T B AT R WOCERRGE, AR
KB, LysMAEHEY0 I FRAE NRAIZ A&, W]
H5HEEMEE EW)LT B RS, REKES%
BRI, M JE 2 5095 [ B — AN D BE 45 A 3.
TEREY e R G0, LysMOXHR I 2B 18 5 2]
TR SRR PO, GRAMESE W38 0] B AEAE
TEEOY, WL, GTPIRUE
wHH. WEEBS, FESH5EREEEULES
S, HPREI, ENEEAT, GRAMS#
MEWLBE B AR S sE Ay, nrs LA A KR
FHY, XL EIIR, OXRIT]RER — DNEGRIED
W AR LBUEA R T — R 2 Thae 2R A,
BARNE A Rt — BRI

FEOXRIH, RIFHPUAMAER M ZTLDe, 1%
Skl AL TR E S THRIC K, H167 M2 3R
BRI R, R E AR TR IEELC). [F,
AT A E T HAhE A, B HENCOAT.
TBC1D24, C200RF118LL K2 KIAA160945H! 44,
TLDcE IX £ 3 K] i 19,35 2 4y v 35 H1 A0 B 180 1) A
oo ARG B KA B SRR, TLDe4h
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Bl NROXRIZERELHREFRT R REE™

M =G5 BRI, R AN olR e SR, ol
& B PN I AP AT O BT B 24 I B = B VA 45 4

X/ EROXRIBVEYE /TR WY, A2 T-B=WIVa &5 4
5 i — A B2 R 5% i A TLDe K35 58 A AE FH B
WU, AL AT H,0, A B . OXRIEEAE S
BAR I AL P (horseradish peroxidase, HRP)H: [A] /f
M, AHREH,0, 70, HESHARRSH
I 1 .

2 OXRIEFEMTESFE

EWIWT, OXRIJLFERIETFFEHS 5
B, (HARTmE AT, OXRIFEF )G =2 A K
EARFE R FWR, Fik, BN ZRE
77 R FER & WA AR A S8 i R
OXRIF:IN, HEEFTAIOXRIAMOXRICEA Rt
(2 2R S e, a0 B ACAE B A 2 AL Rk, |
OXRIBHMIOXRID Ay A WIARNE 7z, Wl WMy AR
M HEE Bl CBE. WL, BPEL. SEHREHRSE
B, MBI EES., b, RE
A e S A R — 28 B Th A A, (HRIE K
HEAE R 2R, WOXRIBEIRIE B AL P 3%
KR E R TOXRID, BRI EEEE ST
A& . XL SRR, OXRIMAS[FHE S B AE AN

[FIZH 2345 B T 2 PTEALIE FIAS R AR A -

MIER R IEKF-KE, OXRILEMHLHESE
i, X—FRiER AN ANRYL KB Y
LA A TR A R EPUAAE R 7T ,
H BT (078 AR B 98 HO30F 52 OXR 156 i i1 470 AL AR 3 2
B R s T HAMA NS TN . /EANMAL T, OXRI
FEFRIR TR R ot Bt /N BA A B8 55 A A
W RGOS . BERURIL, ANTE@ERN T, X
AR KW OXRIAS RIBAEIX LM, (HIAEMEAIR
TR EE T, HASER R EESRET
I, DIAMEOXRIAMITUEAAE 2 A 2,

HROXRITEAN MM ERIE, AR FE DA
A an fa A R AT I T, G RAMARGERD. B
4%, Fischer2E /N B Rugligh fu 3t 47 9, i 4
FEUOARIC K I, OXRIZE A FHE N T 41k,
TE LT ARG I B B 55 15 5 Natolisg!™
FE /N BB IR 40 et R IROXR 1 3 B %54 T 41 o i 1
A4 T ;s (HEliott Al Volkert™ %) i £F 15 F1 A\ 2%
HeLa4fl i 16 70 45 10 AR AH e, B /ROXR I 4F
FRIETFMMR PRk b, R A% I R R
% MR T, FinelliZ™H) & P, OXRI
TE 20 B A% AN J T P2 S S A ). R, JERIAE
YR R IA A B S T AR R B VM DG, X
TOXRIIE YN & 1L E S0 78 R AFE R 25 5, LR
BRIER T SR A R0 MY . A MRS LA A s
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1 OXRIZEAEHIHPE A IR o By FRIA BB fL

LR AAFR A0 A B R YA E L i et e Z2 3k

OXRI /I Ruglih i i % — A [35]

OXRI /N B R £ Y% R 15 LA I 4R A 45 [48]

OXRI W BE R A S HeLaZi i 5y A rri, EAY) SR RIERLAGE . [24-25,34]
B77 1 JE R R AR

OXRI NRIZEHA TR R(NSC-34)  difRAZ NI R i A UL Ry 4o [46,49]

W ARA KA, HATEERZOXRITEA[F 41 g 28 7
D REAFAEZE 57

TERILIE T, OXRIZ % Fh¥k B3 ia A 1
BRI . ElliottFN Volkert™ X R 14 % £ 73 i) i35 47 #4
REFCRTHO, BB AL B, R I AR Rk b iR
2 B XA, mE I A ESTH,O,
FIRE A S OXRIIFRIBY . fER 8w A 1F
/N BRI i B ) S AT, R OG R
IR IZAT R OXR1 R [ /KT 75 R0 X it 2 35 T v
XL gE R, OXRIZZIEXF AMIE 1 i A0 W id 2
WOBURR ) o BRIGZ AL, AL B A AT 155
OXRIWIKIE, WEMEIBITIHEG & T, OXRIAE
2 0 HR IR B K A 2 o A B A AT

3 OXRIFEMNTIREAENEREAEMF

WEFE R, 30H OXR 13 [H f) 2 i ol 36 [H] il
bR, AEAMARIKT R B ) 55 A2 P R B X A
VBEROIT R PR 5 VA WE <5 ¥ FRN(TF: 0 o ) S o
W2 B 75 5 RDNA 7y T 45 K i SE 46 1k, T 33
A AU Z AL L D RE MRS . B H AT BB SR
OXRI L ZAE4N T JUA R A BT
3.1 THRREKF— LR AR E LRI

LR R — R A7 AL TR 22 B A i H 1) e )=
R, RO RMEREERIEK “RET
J77 s AHSHRER, ORI AR ROS A E
Jit, FLd B AR & T B IR D) RE IR AT
BET (e BEAR B T OF PR A A R . R, KR
(470 S B8 PR 2 5 0 0 A 1) e A A i 0
WEFCRM], ARSI, Ui ki B\ Y HeLaZH iy
i, OXRIER 52 € 7 T 2okifk b o 7 R i W% B
H, OXRIRAE I H0,MHEGT /1 T B, 1 4
ANIROXRIZER G KB, AA S E A BRIk
TERLAR B DL T A B[RRI AR T MR AE HLO M08 N
AES R . RZ, 2OXRI1FIE T4 i I A F A7 e
I A TR = R PUAALRE ), RYIOXRIAE
BRI 7% R o 8 T 2R B AR SU R R R R R ™ 1

HeLaZi v, Ml OXR 1L [H ) ik T 8Lk ki ik
DNATE AL T (1 58 B 5 28 S pmiar,  mAG
P RIARDNAZ AL S BT, HAE R 2ok ik
ROS/K V-5 2 T LK A T 4n i3 %25 RS L
AR, HIHOXRIHE PR [ 255 SR8 A0 FH okt
PREEHy, BRI S R SRR, JEAERL
e X R D R B IE St — 2 Y. (H A
FREW, ENKRRRTLEGN T, OXRIIZRAE I
R FEHH0, 38 R 2R AADNA I B REEE . A
il , 78 S bE i R OXRIFE R, H,O, A A4
i R LR R AR G B . XL R, OXRI
FAEXT BT A 20 B P 2 ) 2 R # 5 P AL R A
i, XERTFOXRI1E A ) B AR R IE AL
3.2 YHBAKFE— I HA I R LRI
PGB AT VG — P LA & TCIR AT MR A N
B AL R R ELAS AT I (R 22 R G050, T 2K
AR ALE H AT A e aTE 4, BE KEIEER
B N R 52 YIS E SN R —. fEK
#, HTHiE R B AW s A ANRRE, F
i P RE 30 SR xS, I, SRR 4147
R B R S HROSHH I E AT 22—, W2
gpx4. thx2. sod2Z5HAPUA IR 5 AE 25 5] it
kS RGNV AER S, FFE ARSI,
MW S, OXRIIEfEIXFEH— A8 EIHE
K. OliverZ“HF 95 K I, OXRIFHEK 538 /N BE
AR AE RIS R AL IEFH EKAMEKT, MEME
S BB B AL 1k s . BRI, s
1B AR A KA SRR, B AE AR 524 R A AR
T2o TUNELVER AL, FA8/N RN A K&
MAMBPME T ISR, [FNIZ3) & o™ E 52
i, XM 5 N ZEALS IR PR A 1R K AR,
Zhb. ERERENZ, AU RIFOXRIICHK I P
HITLDc&h #4384 A B 5848 /I8 R o B AT [m R e
TRIE, TR 2 45 R 3 B3 Be (B HE Ly sMAT
GraM &5 /3 3 N 5 WA 2B B ERI2R, e
TLDc%E 382 OXR IR ¥ T A A AE F A G BE IX 3
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33%:

YT OXRIFENEME RGP PR E
i, OliverZ:E— 56 OXR B i 3 N F BLid %
% T BB S A B A B 1 (sod 1) R R 2848 5 AR I ALS
INRBERISOD1 A e, 45 R EIR, OXRI
(15 22k B 2 48 K- T SOD 1 N I AR A2 IS H) . —
JiT, /N ERALSAK R 75 2 8 B EiR, R
AT 106 R KM MEIR S| T 5 122K; A —J7 1,
ALSTEAL (13 B 45 B — 8 72 P 2R MR, RN
Wi JE S RAC T HER B 7553k . AMdnit, &
JEOXRIJG, SODI1®MNR ig sl #h 4 ot A7 I R Al
RERR, LI E8 TIRANSE.

BRULLAAE, OliverZIBAIERHF 78 T OXRI%T ALSH
KBJFUSFITDP-43 5848 A i [ JE DR VA T 0 R, @
Tt % L TE I T B TR B, 7E SEARAAR R 40 22 41
furt, OXRI1ZE [0 B 5FUSHITDP-43 5845 2 [
Iy FAHEAER, 38 i g/ 3 19 ol 2 1 7 i 8 41 g
PASRIT 2 FIHER, JFIISEIF2. mTOR K NRF2%5
MRAGT@A, MYHHR A IR . b A
DAL PR B B2 0 A D B 2 W A 25 F e B MR 3 T THT o 3 T
ALSHIFH SRR Ik, OXRINE Jilk K I 56
—MHETUR R PRGN, AR
I7 PR IR AT MBI BT HE A
33 RGKF
331 iEE

WX R A BTG, BEEGE R A W
BE . ZBER R . S5 ERNESERS
AR IR AT AL . TR IIHLEI
20t LA0EMRFEEA T HI 7 KEMHU, Kb Ah
M BULE — M) 22 R BRH
HHarman™ ARy, TEEFEET H b3 44U 40
MEMEE. EAREERES, B REARWAE,
HAER 0GR . (AR TR, PUEsE A
RAERRE E HEE B ) 2B W gs, 2K E H
FEATHAR IR IR R GE . WA RS0, O L &R
GUHTYE, ERIESU R SN LR &
FOXRIMIHAAMANER, KobayashiZe" | Ff 5 4z f5¢
BURDT T OXRIFEAS R FRSE 56 A T X KA HLARE AL
sz . WAL, TEH,O I FSIEI A ~, i
FILOXRIY T B E R m XN EF I, M
T BRLH A3 B T 27.9%H118.9% . BF H (1) — i
&, HMERAE IR HR AN, dRIAOXRIHRE
EEFRRMGET:, SRHBAMEL, HPEREm M
48.6 diREH| 754.1 do Rz, TEFEAL bk
OXRIZERN, T RTEAAMPIEL . BN a2 I

AR, HAE I 1AM LT B A A ) 2 e
A 526 40 33 1k CRISPR/Cas9 3 K 4 4 5 R AE B 1
HRR R OXRIFEIA, g PRAEFN 98 A5 (R 7E 8 H W B i A7
RS AEMMIFEEEZR, HEIOHR)E,
FARRFE T R AR BT, HAE16 A A s,
5 A R AE 6 S H S A 2 B Bl B AR AL
b, 78 /8RR R SR 0 PO P B Ik OXR 13 [ B, 35 M W
WERMPE R IRER, OXRIFIPUEAFF AL
AEIHAR I PUE 2 R R i T EE A

HREFHEWRIRIT, @ik /Ny 250k
P T B WA P 1) 32 22 41 Bl (senescent cells, SCs)— EL
FARA MRS IRIT FB . WFFR R, SRR
(piperlongumine, PL)®* & —Ffigh 8 () 47 58 /N oy 1
259, AHHAE LI L A AESCsH 1 43 #8551 i AN
TE4E . ZhangZ W i FHPL Ak 22 3R 4 MG 4H g o 2
HPLEE A EH, AR E a8 i 8 1 i 4 2 0 b
KRB SCsHPLIFE /LS THE i, KILOXRIG &
PLHE A — AN EBEE S, HFRERME, MHEETIEEK
FRAF AR, OXRIAEZEZ WIS A 4E At i 5=
IEIKF S, DA SR ek Mz HPTAKF. fEPLK
IR FE T, PLATHZESOXRIEAL A, 4
JaBIISCsHr F 2 R-EHM RAMKFHOXRIE
H, MIHI5SCsHAAE J1. fESCsH, il
OXRIMFIEFHROS/KFBE T, RIS FEREHT
FABEFE K ho-1. gpx2. catWIFKIE TN, FH{Edt
SCsHPT:. MAEIEF 4T, M OXRIFFKIE I
ANSHBCL BB, XeegE BRI, OXRIZE—A
BIER PR A, AT TR BA S 8o Fks
FHERIEZAY). R, X5 N 5SCs
XA L HEPTHL R SR T B =R .
332 WIHEKKH

OXR1 B FEAE20004F N Yt U J5 PR i aze e 7
W R I, (E SRR b R YE I R T 199948 7F S i
tE AR RE, R IR A4, T
HTE R OAR A B “L82” HHTH R, ELFI20194,
Wang P4 5 1E 3 iy 44 Mymustard (med) 5 .
FORIN, W medFE R % 5% J5 0] 7= AR 26 25 AN A 1
FWA, HIzRi s TFREMNONB SRS NRE
BB mtd 572 R G BARTEZS b5 B AR 2 AN
BIE, (HR B R ANR SR, HR A
NP BB ISR T BB R, I
T 2t L IR T B AE R 738 A el N % e SR T B 35 ] 5 4
[ R IR G R 8, o A B A & A TLDe
L B 3 1) B 3 30 R DL S OXR T (¥ 5y — A i) Y51 ik A
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NCOA7HITLDcEE Fa s . IX B8 2E i B, med%f i
(0 IEH K B LA S D AR 2 28 oG B, Tk
FESHEAE 2 B B Th RE I TLDe S Rk o

RS 4B, OXRIJE T RFEIEN, RI7E
GEF 101 & T I R m KRR IE, SR TR 5E K
B e O PR AR . AR S0 AH I8 LU R S A 2R
BYUESE, OXRITEBE D 0 531K & 14 & 1 i& 12
BA R, mROXRIFEF SEPE DR E H
Pl REIR S, fER B R, Z U0 Al 4 A O
(diapause eggs) AL & Ul (nondiapause eggs)HiFii
WE, WBUIERINKEE2~3 SN,
BIR & b T roRAs, iR & 90 AT RE B % R
H. WKL, OXRITEFF G 1L &I B IR
FEREKFERIE, HEEREWENTEE,
OXRITEWE W 2P % 7KL, HOXRIERE
PRI RIL R E S TR E O, HEWOXRI T REAE A
A B G0 N\ B E R O B ORAS  THE B E
BAEH.

HROXRIFAEKKBEHIMAT, YangZ5PY7E 41
/K R RT 48— B RS AT sIRNA
T B ARG HeLadll il OXR 1 3E R R IE AT RAR, &
PLINHIOXR 1R K4 T 5040 i 4 24 %2 BT Gy/M I,
IFi) B A 2 00 ) B0 A4 A DG R IR SRR K R AR R
U, UFBOXRIN AN 7 2B AT ER . ks,
IR AR B, OXRIZ 5 T %40 i J& 1 1
W, HHATC IR R A T R AR B AR IR R A B A%
TR, OXRIFIRFRIE Y 23 BLAT i 43 24 =2 R

4 OXRIEMAERHE

HAT, Tt sy scnit 2 scie iy g
IESZOXRI & B I FRROS . 19 5 41 i 470 S8 AL B 0
) —ANHEBL Bk, A REAFTIANOXRIA] A
— AP ALT I E AL E G (CAT) . F A B AL il
(SOD). A M H kit A (GPx) S5 5T A AL B 1)
HABEEERROSR M IREE H . N 7 RIEX—
B, HISHF I Jaja xR, 38 &
F UL P OXRIE [k AT T o s fatifth, RJa
PLH, 0,00 JEC PG W AR A B s 1 o SR &5 S35
N, OXRIEHHA B & BHEM S #HH,0,M Rt
77, XUl B OXR 1 0] B A& 8 ik () 22 1 i 42 4 FH ok
Z: 5% 4 ROSHIE B -

B ROXRIPUEAAE 20 AL, Jaramillo-
Gutierrez25 27 ¢ 5 DA X LT #5050 SR HEAT T W25
Ry, RIANH OXRITIFIE T 3 catFlgpx mRNAK

SEAr R R T 92%A182%,  [RI X Hb IV 4445 %4 H, 0,
(T A b0 B2 B B B, SREHOXRITT i@
I 1 T T AR A R 1 0 T R 2 5 0 A e T P AR AR
Pio EEANIEME T, c-INKE I A 5 B (c-Jun
N-terminal kinase, JNK)X} 41 f it 82 ROS 1 1o FE it
FNCHAEH . BE— RTINS A
Jnki) 5K 53 OXRI mRNA N H56%, [F] catHil
gpx o i R 90%F160%,  H. X H I 324506 HL O, I
PO TFBE, WHIE R IZ I, OXRIMIFRIE S
FINKAS S@B AT . K0, Yang5 Y7 HeLa
R B SO R B, M HOXR IR IK [FIFE 22 5] ik
— e hT AL, p2]. ho-1. gpx2FikIKFH
T, T EA i DL 2R RARTEH, O 18 N4 5%
. YT, p2 @ LA EEAE 2 HIROS
KPR IE R, YangZE U 7L 45 SRR,
OXRIT]RERN- Fp2 DR R AP E R R 1k .

T B N4 T H BT OXR 1 ' 40 3 S8 AL B
WG 5, Yang 25t — 0l i 5 A 28 HoR
F B HeLadi i o OXR 1 AR 41 A 5 & 20 /E H,0, 4b
PRHT 5 2R R IE AT T 2R i, 4R E
N, AHIOXRI M FRIE N T 80807 /N KL K Rk /K F K
AR E AR, P SSANEERN B, 2534 LA
N, e R BEARE R E T fUEk
FEDAL e R B R DL fp 5345 5 i i v K 4 i
P TR B A RE I (AR SR BROR I, AHEE
TXTHEZ, OXRIFARA A 2 AN KA bk
LRITHIASSIE R, Wp21. cyghb. ptgsl. ho-1.
gpx2ERIBEZETW, RZpS3MES@EBEHIEIT
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