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The roles of base excision repair in Alzheimer’s disease

and Parkinson’s disease
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Abstract: Oxidative DNA damage can be induced by cellular metabolism and cellular stress. Oxidative DNA
damage is implicated in neurodegenerative diseases. The base excision repair plays an important role in repairing

oxidative DNA damage. This paper reviews the roles of base excision repair in Alzheimer’s disease and Parkinson’s

disease and its mechanisms.
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R & DNA fF(E T 2ebifk . 76 AN
R A B A B A v R AU B B2 (reactive
oxygen species, ROS), WIHEHE 1. 8 F
¥ E HER EEEH AL, ROS ] LA R MG AR, &
HBEFZIREE RS+, SH—RIER, O
FACRLBR T BB L . R R R B AR A A
B s, SEUIERAE . 51% DNA fHEL, %
Fifk DNA B 5 Z B 8Bt . P 20K, 4
KA DNA A AT & & /2 1% DNA H i) 2~3 %
1.2 DNASF {72 5ADFIPDI & mid 12

8- 2 G IE4 (8-hydroxy-guanine) #& 55 — Ml %
FE ML ATE:, WA SN IR &, 2 8-
F2 I i N B XUEE DNA J5, 258 G:CHT:A [
Hi# R A% . {E BER /N R 2k f& DNA i, 8- 2
L9y 12804 S 5 B AR BN BT 20 £% . de Souza-Pinto
S DU R, TEIE R Z R N BEA 5B 4T
MBI B G RLARH, IXFh DNA AR5 4% 22 1
iR

AD ZNFITh e A2 D RE A WAk, HE A
TERE AT VEIRGR , IR S P SRS AR A AT
NEERS A ©. PD EERIUNFE ILEW. 250
IR LA NIRMEEL, ™ S A ks
B JEkFERIAA S [ (amyloid-B precursor protein, ABPP)
AL DL N- A -D- R &SR 32 AR (V-methyl-D-
aspartic acid receptor, NMDA) % 1A £~ 5 17 41 g N
Ca™ I R ER 2 AL 3 18 0 A S0 S B i ™,
A SEL AT Z AL & ustT: P /£ AD
M, % DNA FIZ K 4A& DNA (1) Bl 5= 4040 4
K P #R AR 3G i U, Zekitk DNA S L5 7K 7
K 2] 5 +% DNA 7 10 £ ", Weissman 25 " % ),
TERURYE AD BENZH 2%, BER DIReskfE. 1Ak,
BER A M IR T & B X, fE&AKEME
JCAETC /NG A, BER DhReth A 6B, 9 BER
SREFA T RE S AD S8 ) — FRCRFAE . BER SR AT g
7t AD F G CEA71E . B2 BN RIS 183 (1)
JZ 8- 2 L 14 DNA HE 3 b i (8-oxoguanine
DNA glycosylase, OGG1) i £ i 2 F£ A ", AD i
B HLA DNA #1751 ROS f=AE140m, SETH
= # [¥) DNA #1f%. 76 PD H1, HJRIX o- Rl &
H R 51 2 TR B U 3 SO S0 T,
A& s R Rk hREZEL ", PD BFM& o R
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MBI o
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DNA B A i & — I A7 T 408 40 B 225 R 1) A sl
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Y # Tz AR, BT H IR E 2. DNA
PEEACEG A4S « (1) B — DhRe R 2R A0 By, a0 pR
e DNA HEFEALEE (uracil DNA glycosylase, UDG) F1H!
ngE s DNA #5541k ¥ (methylpurine-DNA glycosylase,
MPG) ; (2) Z Djfe I HEHEALEE , 10 OGG1. %R
I #£ N J) B 1 (endonuclease 1lI-like 1, NTH1) 1%
TR VIIL AP VJEE 1 (endonuclease VIII-like 1, NEIL1),
HA WAL RS MR 3'AP A S . NTHI £ %
N AE Z BB IERAE, OGG1 1M Il N4 ik
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IR ) S5k = T] DA 2 PR s E 1R £ % 35 N R DNA (1)
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I, BRIk = AT LSS N AD Z) i iIE B WAL ER A,
R R = (1) 228 N A 2R 74 DNA I A2 508

B-OGG1 7& OGGI [f—FILAL, A7 FLRA
Kronenberg 25 ! #i¥, B-OGG1 54 Jf 4] 4k 4u 4k
MUEFEA RMEME RZEVIME . £ PD fisid, M
MR 2 Bz Re s 2 oo B-OGG1 BRIk 3G .
X AL B I U8 5 10 i A R T T B Zekr
PR T RERERG % VAR ¢ . Gautie 55 ™ 4i3E, OGG1
RN BRI 2R iR DNA 45350, OGG1 i 1t b
H RS Y KT PR 5 ik, OGG X /)N B 1 o &
BREZ(EH. OGGI @b/ R 5 B A= 84/ RUAH b
HHHERIZHFERS. MutT [FJ5EE 8- 2 3k & s i
R (7,8-dihydro-8-oxoguanine triphosphatase, MTH1)
PRI R IE S AL, 5B AT IR AL %)
K. FE AD B, SN 5 MTHI 3
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EYEN s R H, /£ PD BE B DM ATt
e BN . L b, 7EIER M) 2 R
28 J0H AR MR I 3] 48 ki A4 MTHI [ 3Rk, £
MTHI1 @B/ B PD BERY A, 2 B 22 e 40 4
N, XL R B, MTHI1 R 0E 38 it PD &
& %2 L REM A U AEIE T e B AR E R U £
AD BRI, BER R /)N B 428 7 1 D) e B s 5 B
2 P, NEIL1 i Bk /s BUZE /K 2K B Hh (1247 71 B A%
Ak, MTH2 RSP BRARS /N BRE E R A 2 P,
2.2 WEYVIMRIESEADFIPDHHYIETIHLE

AD F1 PD [k A8 AR J o el ik B ) A 04
PR RGP . TR R, AEER
BER K HIhRE AT HE 5 AD 1 PD S5 22 1B 47 PE
I RFHLFEA =, H BER MHRE AN R IEZ L
WL
2.2.1  JIER TG IS5 ADFPD ) R RHLEE AT %

Dezor %5 " #ff 7t % B, OGG1 g F I TNF-a
KA, G R AR R B B - E2
AH <A F 2 (nuclear factor erythroid-2 related factor-2,
NREF-2) Al 35 5 U SO Te A AR A 2 F
A ARG AN L 12 TR I 3R18 . NRF-2 R
T2 SRR . BE TR RIE R
e AR 7245 [ B . NRF-2 0] LT i TNF-a /KT
AH OGG1 J5 3 ¥ X L% NRF-2 Z5&5 41 5, OGGl
[f17615 5 NRF-2 {5 5@ s 26 7. 78 AD A
PD 1, NRF-2 iJ 25 | OGGI1 %f TNF-a [ i 75,
YR PE A 225 7% A 1 (brain-derived neurotrophic factor,
BDNF) ] %35 /K “F- 76 AD #1 PD 3 (1 ik o /& %
IR, 7RI EEP 5 1 S A0 A H 3% 11 BDNF 17K F-
M T M4 G ) e R RS A 3 B . BDNF @ it i 1k
cAMP [ & . 1F 45 4 8 H (cAMP response element-
binding protein, CREB) /55 APE1 #45% | BER, f&
P R B4 0 5 T DNA AL 5055 S st &Y,
222 ZERiRELE SR [T A (mitochondrial transcription
factor A, TFAM)

TFAM S 28 i R i 06 75 AL U 5y, (ES R
K DNA (#5586 h R RS . BEAE e
(I3, TFAM 522 KL /& DNA I A~ 5 il i s
GEARE R ERN, BN T TFAM 4= 2,
TFAM x5 | AD fI PD f ki 2, H TFAM g
41 OGG1. UDG 1 APEI [ 3% 1, M BEME T
AD #1 PD 71 f#) BER & %k . Bialopiotrowicz 2 )
FIBEFE R, IR 40 K7 p53 £E AD Al PD H i)
Lk R SR, pS3 Aeid i T AR KB A DNA

151493155 5 25 1 45A (growth arrest and DNA damage-
inducible protein 45A, GADD45A) 5 BER 5% 1,
LB A1 B AZ 30 5L (proliferating cell nuclear antigen,
PCNA) I APEL (¥ 4H H.1F F Y, AT 2 32 BER ;
F—J7 1, p53 Ae4 & TFAM Jf il i Ji DNA 45 &
WEYE, R TFAM X BER AH 5C 8 1 40 i 4E H -
p53 X BER [R{i2 it v] §8 & — Fh AL S
223 EJRE TR R E AL DN AT A

Bk / BB 7454 NEIL1 AT NEIL2, M i2s e
TR R AE5H, 4] 7 e ATTXS 5- 58 K IE 2R A 1K)
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BHIAH EAER . PR, Bk /8 8 4 2> 34 i DNA
S AL 5 A ] BER &R M P BAME SRy
1% I (extracellular regulated kinase, ERK) A1 i fii ot
JIUEE 3 Jl / 55 1340 B (phosphatidylinositol 3 kinase/
protein kinase B, PI3K/AKT) {5 5 18 i& 6k &1 5 PD £
EL 4 i i 22 e ek A 96 B0 E AD 41 A R o
ERK Fll AKT 3 # f¥7% 6 B g ] . Piao 4 )
BRI, AR R o # i ERK Al AKT
W OGG1 ik, Mt n] W4 )&% 7. ERK fl AKT
WM HE S5 T % BER FHCE AR

3 REERE

DNA ALt {57 AD FI PD KA it 8 E AR,
BER & OrH4P 4 22 70 G 1 N U R S 40 4 1) B 0
%, BER L 145 ERK Il AKT 38 B2 HERR 20 TCA7
PR, 3E— 20 WA DNA 25 8BE L 5 AD Al PD
Mya T AT A BB L. tk4h, BERTE
HoAth AP 2B AT PR, W A& 0 [ (Huntington’s
disease, HD) FIHLZE4aI 2R B L SE (amyotrophic lateral
sclerosis, ALS) H & ¥ 55 EHZAEH] . APE1 X 4ERF
HD iR/ ERSUIRMA 48 TR 2R B AR I D RE A2 0 7R 1
BER k2> S8Rk DNA #5145 10t — 20 K g B9,
ALS BEAR NI 8-} LIRS K- I N, isghs
JG BER [ 22 T B 2 ki i DNA 545 F1 22 ki 44 Ty fig
AL, B 5 e SR AT e B BT W,
BER #H G H H R IA K- AR A0 5 o 2R AT B i 1)
KL REZEYIMEIG. #— P05 BER fEM&IRT
PEZR H BVE AL, 0 PS5 AV ST s 22 1R AT M
WA EEE . AL, HFRFLED) BER fHREAAN
B R 2T e R AR IRAT RIS VR T () — > SR
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