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BER(base excision repair)0jj M= DNA polymerase /S 2} ligase M7} A 25HCt BER2 HE2E H7|(base)E & LY
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joining: H| AE 2ot HAZA)ZE ARF|SHCH ESH BRAC 12 9|80 HR( homologous recombination)S 2 &|stCt.
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7t 2 8™ X}IO|LC} Exon2 277{ O|Ct BRCAO|= LINEZ} 27%0]| 11, Alu elementZt 20%0|Ct.

LINE(Long interspersed nuclear elements)2 CIZH0| A= 17%7t =0, BRCA 20|= 27%L} =IC}
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SSB: single strand break

DSB: double strand break

PARP: Poly (ADP-ribose) polymerase

PARPI: PARP inhibitor

ERCC 1: DNA excision repair protein ERCC-1

XPF: ERCC 4

ERCC1-XPF complex: DNA damage repair protein

BRCA 1: Breast cancer type 1 susceptibility protein

ATM: serine/threonine protein kinase , Ataxia—telangiectasia(@ 52X 2 A2 2&F)S Ldo7|= CHHA
ATR: ataxia telangiectasia and Rad3-related protein

MRN complex: protein complex consisting of Mrell, Rad50 and Nbsl

y-H2A-x: H2AX becomes phosphorylated on serine 139, then called yH2AX,

FANC: FANCONI complex: FANC proteins are a group of proteins associated with Fanconi anemia.

BRCA 2: Breast cancer type 2 susceptibility protein


https://en.wikipedia.org/wiki/Arthrobacter_luteus
https://en.wikipedia.org/wiki/Restriction_endonuclease
https://en.wikipedia.org/wiki/Serine
https://en.wikipedia.org/wiki/Threonine
https://en.wikipedia.org/wiki/Protein_kinase
https://en.wikipedia.org/wiki/Protein_complex
https://en.wikipedia.org/wiki/MRE11A
https://en.wikipedia.org/wiki/Rad50
https://en.wikipedia.org/wiki/Nbs1
https://en.wikipedia.org/wiki/Fanconi_anemia

RAD 51

DNA-PKcs: DNA-dependent protein kinase, catalytic subunit

Ku 70/80: Ku protein 70, 80

HR: homologous recombination

NER: nucleotide excision repair

BER: base excision repair

NHEJ: non homologous end joining

LINE: Long interspersed nuclear elements

Alu: Arthrobacter luteus (Alu) restriction endonuclease
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DNA oxidation: a8g0
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SSBZt MZE StF0f| 128t 40| LoftCt.
7-methy guanine2 84,000 A, depurination0| 42,000 74, O-6-methyl guanine 3,12074, DNA oxidation 2,880 71,


https://en.wikipedia.org/wiki/Nucleotide_excision_repair
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depyrimidination 1320 74, cytosine deamination 360 71, DSB 974, intra strand cross link 8710|C}.
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pRB: retinoblastoma protein

E2F1: E2F is a group of genes that encodes a family of transcription factors

H1: histone protein 1

p53: P532 CHMZ Y=o MZ F7I0M & AMAZM & oLALS Strf.
BCL-6: B-cell ymphoma 6 protein

NF-KB: nuclear factor kappa-light-chain-enhancer of activated B cells

PGC-1 e : Peroxisome proliferator-activated receptor gamma coactivator 1-alpha
FOXO-1,3,4: forkhead box O 1,3,4

NAD+: nicotinamide adenine dinucleotide,

NH.
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CNAD
nicoTinamide di nucleotide

NAD+= ADPO| nicotinamide”?} &2 HE[{O|LCt.
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NAD+2} acetylated=l THEHZEIO| ZABtSIH AtAQL ABHEl AR(ADP-ribose)?t NAM(nicotinamide) 12|11
deacetylate =l CHEHZEIQ| LI2LC} O] 1}’HO0| deacetylationO|LCt. acetylZ|7F M7 E|H SMA &30| AKX =
f

Ct. LeotEl MZ= 2ot Rot=E FHAF AES AXSHOF Stot.
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L3l M=Zo EXNE2 A M= replication stopO|Ct. =M= L3t M7} apoptosisOf] Matst= HHO|AM IL6, IL8Z
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deamination1} oxidationO|LC}.

C-->U: deamination

Mc-=>T: deamination and oxidation
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