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[Abstract] Bronchial asthma (asthma) is an allergic disease, which is involved with airway
hyperresponsiveness and chronic airway inflammation. 8-oxoguanine DNA glycosylase (OGG1) is a
base-cleaving DNA repair enzyme that may affect the expression levels of oxidative stress and pro-
inflammatory factors during asthma attacks. OGG1 may play an important role directly or indirectly
in the pathogenesis of asthma. This paper reviews the role of OGG1 in the pathogenesis of asthma
and its possible mechanisms, laying the foundation for the search for new targets for asthma
treatment.
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30007 o WMy g — il A8 25 S B PR HE 2 BEARAE S E 1.1 OGG1 5% b0 K DNA & b4t A Ak B pl

o S P RIS R SCTE SR AE . 53 A S g5 B 18 3R L TE W e R
B b 5 2 T EAE T 2% b 200 i DR1 - [ A AR 3 0 24
HETT A JR— A PE R HLASORE T 2z B 40 L DY I 4% . Thl/Th2
J BT AE A I B oy A e Al . e R BORAE I KA, TR
W R AR RS AR BT, 7R L g AR Y A1 A L bk B A
My DNA &4 # 05, B & P ez Er . Bk
. DNA B HLHI AT 8 55 22 iy 4 & A 6" . 8- e 19 I
¥ DNA B # i (8-oxoguanine DNA glycosylase, OGG1)
JE—MREVIBR DNA B/, OGG1 7T BE7E 1# it & 45 1 7]
M S AL ORI 58 T A R A K F . RIS OGGT B Z 14
PAT RS S R RAE R T, AR, OGGL 78 W Wi
FAFBLE AR BT A RGE . AL ERA S OGGL 1R
W i s T I VE T B FETT BE LR . S SR YA T B AT AR

A PN 7 A T P RO AR T M Ak o B B R ke
I B A0 A AR . R R A A Tl e — B
PR BCIRASTT DR TG . IR A 3
(reactive oxygen species, ROS) FIEPER H B 3£ (reactive
nitrogen species, RN, H ROSHuFHFEAE F. &
Bl % 54 RNS @i h — S A . o E bWk
&, HHIE M EARIF ROS, ROS EEA WA ES . —Ffh
NN, iR AR, W R A S —Fp
AR, Bl 22, FATAE . DNA 2 ROS M3 H
bR, ROS BB AL DNA S 2848 . DNA S 44, R&
HUA = e AR BT . 53 4h . DNA 545 to ] LU w5 9 Y
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S, Hop s R g R, A AH DNA B E 8ok b 2 W
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PG A S . ROS Al LU | AL HE DNA FE 4 9 & Ff
AW FHEAT A AL, P B T R 9 DNA G ARG 2
7, 8 A-8-F-T E ¥ (7, 8-dihydro-8-oxy-guanine,
8-oxoGHM AN RESE RS 8-ox0G I 45 VI BR 16 & )
BERR Sy 8-F2 Ak B 1S DNA Wi B (OGGL), 16 A W i
hOGG1,

1.2 OGGl1 3., fEMH. &6 & OGGI-BER  hOGG1 %
AT A @Ak 3p25-26 XU, AEKH 7 4R T
M6 ANEFHN, BERER T ATG MZ LT TAG 731
SR FE 1M TR T, HEFEREN., L
B, OGGL A FHMIEIBRIEE (OGGl-base excision
repair, OGG1-BER) i@ # i % 8-oxoG, OGG1 B & DNA
Y 5 it RO VS /O e i A T M, TR ST R )
Bk DNA BURE H R &6 38473 10 7= A 1Y 8-oxoG, AT 4 42 3
HAPIERM G: CEX, AT, OGGL A7 1 8-oxoG B
FEYI R A& 52 0T (8 B 40 B 5L P 4 e i ROS T 801 28 25 1 it
fi. OGGL B T J& 40 M0 8% N iy #2 A) DNA B 3% V) [ 18 44 8
Fi, HABFEANMT b R B, I 4w 2 A M R Rk
iy T R R 22 53 4 MR e £ A 1000, R R 2 A i
B E I 4. OGGL By 3% 4 78 4 bn A b A 40 ja #%
g 3B, ORREE R OGGL (mt-OGGL) B9 JF %
LTl | W AR NS A NI e R | P AR T B
FwEE F A (alveolar epithelial cells, AEC)
A 00T A R Y A FT A R R i B ROS
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BT P AT S A S, ARG T G A TR Y T
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A P 8 T L 4 R IR Y S B
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W7 i 2 — > R A g e ) B, B TR YA YT T T
00 R T AN R B Ak B e . REE R TAE T AR 4
FHLHI D7 TR BB s RIE . AL RO DNA B4 2 % AR
AT AT G, A LA 2 s 2% 0 L1 v 9 40 R IR R T 4
PRI, FEEABMY DNA 3, 8-oxoG RHEFH
Z—, HAE DNA FAR I /Y 22 35 7K 7 B 0A O 2 455 252 W i
BB I AW ARIC . R 3E 8-oxoG 15 OGG1 K L E A1k,
WG RAS 0k GTP By i 2 FE K 3R ik, #F 30 A Je K
G g8 FE PR S R G0, 5 Bk R — e 0 1 e I R R I R
IR S VR = 2 SN W - = 0 A i =0
OGG1-BER W41 iR 2%, 7635 sli75 K et M 1) s 2 24 3 5 7
hORAEVE R, G AE AN A B ABURL . S R R SR
Rt . BRI W, OGGL Wl 8 1 12 ok 18] 422 A9 76 12 I %
EDIN R E i e (S
2.1 PHWRIERAE R BPEAEN LN Mabley 5T R IH,
OGG1L A DL7E AT RAE H & #EAE . OGGL W] DL i 1 75
A6 PR 35 D] A S o Al A o T FLAE DNA 5145 By 2
MOAE R, DTS2 M 4 E 2 Y . BRI O B g STATS &
BAESE, AT SHAENRS XA 1400 i
STATs #4243 Wi 2 AL R F Bt f IR 7, o 0 iy /<3 18

TR E R AR R, B R R WL, OGGL W R BR
(knockout, KO) /N £ 00E 8 A #UL S5 A WT /) BT
H . PRI AL LU R T 1Y) 6 RE AH IR i DL R IG R
BB ¥, OGGl1 KO /N R i 41 21, f3 45 1L-4. 1L-6.
IL-10F0 IL-17 A& R AR . LA OGGT KO /N B3R BH &
ik STAT6 il NF-«B 1Y & ik Fl % B 1k, @ it siRNA T 4
OGG1 A LIFEAE ROS #l 1L-4 17K -, (A 76 8 58 T 2 20 W
PN TR 35 1 B 4l g b INF-y (R k4 mt , e
MR RAE T, XRE LR YBEATE STATL &4& 0 L
PLL R S E AN i B2 STATI Mk fb 5 Rk,
FAE MR R, OGGL 7l 78 4 8 2 i 01k B 306 5 1 %
HiE SR H R FEAE T . A N B 3R S A D 5 e B AR AL 2R
BN B M. OGGT Fakm, Mg S 42 &4
AR K- F ik, STATI #NHEEIFEST OGGL Rk 4%
SiE RN R % B VE . STATL AT 7 OGGL 4 7 3%
PE, T OGGL 7824 STATL L H ., I N FTERMIEALE
T S E T Rl W, OGGL Al g i STATs
TR TE VW SGE R AE h & AR . Aguilera-Aguirre 1
AR, OGG1 Fl/5k 8-oxoG Bl 3 1l BB 7 I R 48 b & ¥4
F . AR50 S 0 (5 5 A DNA #3407 B 24 22 1A B 4%
BRI SR B DNA KT 5 350 58405 A0 Bk 25 i Tk
N5 0 20 . R 1 ol R R A R — A R R A 05, A
Mija 2 BER BTV, B T X A& E TR, DNA BT A
Hh5 5 @A %P FEE R R R OGGL B YI B 8-oxoG
FUA W U RE rR R . A AR N ROAE YRR AE AE 8
R R . RV AN NI . TR 4 W RS 1R R
. 7E OGG1 /r BB E 8-oxoG KL A, JE A DNA #
B T 4 T 0 T I IR Bl AR P e R . OGGL Y 33K TR
PETE S bk A0 R R AR R o R ORE I R B LT
OGGT AT DA B S 41 A3 500k 3ok 2 b iy B sl 2 7, 45
LRI, OGGL W REAE S TH RAE KR PEAED R L H
HEMEM.

2.2 PHEEAGEEIE  BEN R E R Y ST 5 R AE S T
Witk gEE MR E M, Luo HP S £ W OGG1 5 Rho
GTP B M IAEH, I HAEN T IR AT H, 8-oxoG Bl
S AT Rho-GTP K, HAY o VI LNLE & E
(a-Smooth muscle actin, «SMA) )R & 1F FHIE Wik 1 &
4, I HAERE AN R AL PRI o SMA K, 7EHRZ
OGG1 40 M o ax 26 28 fb 2 AN fE 72 1, o5 b ifF 58 3R W
8-oxoGE R & — N4 AR id #, it Rho GTP i, OGGl
FIAES 5 4 RIS P s vh A0 i B e A (b 2R B 0, RS
K. FEAR OGGL-BER Al RE & {5 S & S H A
LUEAAL, A, RERET B E ARSI OGGI-BER
WG Ml & E KRR mig RAEERY, &2 MR
B 8-ox0G, BAIE /N GTP Bl 2: A F i 5 5 51 2 iy 3%
Mgk UA, R RS5HSEEMNAYTRE—SN, H
BHFSE 0, i OGG1-BER 2 iF /) DNA &b #if, W
REAE NP IR T8 1) 22 Fh 21 B8 2% 8 0 41 20 o 0 5 R 2 ) A A
FHHARM . 78 DNA-BER H B 1Y 8-ox0G B 3 TE il — 4



» 1560 -

[& PR IFE I Z 75 2019 4F 10 H 45 39 #:45 20 i)

Int J Respir, October 2019, Vol.39,No.20

FE R OGGl 2 4% (OGG1:
=T Rt S S B R 28 W [ F (guanine nucleotide
exchange factor, GEF), OGGl: 8-oxoG fE OGG1 1 3 £
8-oxoG i 5 MU 42 B A8 Fl /N GTP i (4 3% AL 7B . 38035 /D
GTP MR 55 i S E I MEs W E A Rk, [
A, fih % 2 A5 R I 2 DT 5 1 A% e P 0T 1 S OB M
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AT T 2 DA VR 40 L N £ i B R P S R A R BRI,
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HOA T B £ (R 5T 8 Y,
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fEIRF . Thl 1 Th2 40 F K FREAL . REFIRE
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PR A i LA & Thl/Th2 40 i B i 7K S S5 B8 0E 52 o 14 B
fiREeo-25200 o e HEWT . OGG Al fE il ad 1 4% s 8 3575 &
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3 IMNEERE
DNA By 58 8 b 15 B e, Bk 2848, Rtk - i 2

16 5 VTS T W15 5 12 afF 122 W A 02 1 4% E it B . JFJE AL
SEACRIRALE 0 B W T kT B R S A il S
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FhE Wy oy 7 BEAT A AL B M, Hh i E S 1 DNA 8 B 51 1
J& 8-0ox0G. Hft OGGI-BER &2 #4764 . HAT OGGI

TE W i 2 955 ML T B9 4R AT AS 58 4 &, ORI AR dE i <l
RAE ., HPESAB N . RGBT . Thl/Th2 % 6 5% & W
MLl & 5 m e . RO nT 0, Xt BB OGGL 78 B g %
ML /R, LA R RO RS TR
MRS A R S BN AEAE R £ o
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