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Association Between Polymorphisms of Nucleotide Exci-
sion Repair Genes and Drug Response of Lymphoid

Hematopoietic Malignancies
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Abstract ;: Nucleotide excision repair(NER) is the main and most flexible DNA repair mode in the
cells. Single nucleotide polymorphisms (SNPs) are the third generation of human molecular genetic
markers,which reflects the diversity in individual phenotype,disease susceptibility and drug re-
sponse and other environmental factors. Lymphoid hematopoietic malignancies are multi-gene ge-
netic diseases,in which multiple genetic susceptibility genes are involved. This review sum-
maraized the progress on association between polymorphisms NER genes and drug responsiveness
of lymphoid hematopoietic malignancies.
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I XPD

1.1 XPD &#51h8

XPD (xeroderma pigmentosum complementation
group D)FEH | LFRVIBR A& &2 28 L H 405 ] (excision
repair cross- complementing group 2, ERCC2) &,
i F2 19 SRR K q1313,4 23 M+, 1
T 54 000 -0 36 G AR ATP 19 57 -3 5
PRSFIY DNA i e , 2 11 A9 %% 5L 7 H(TFIH ) &
BN ELEH RGBS SR RYIREE 5t
PR TR, YRR YIBRE R R
() S B , XPD BT T4 475 #5507 1 DNA 35k, By 5
S U BR FME 2 R AR LA B R S5, R B AT R
B 58 52 B 54 T0 S i R BB 00, T BRI N
ZFf DNA $145i7,

12 ERSAMEHEBENRSERBEMBELEY
B IT BRI B K BE T 3T

HEIC /e XPD 5 9 4 % X E & 3 8 4> SNP
B (4 AR 4 A SRR S iR 3 iF 58 4
16 % % 1 312 1Y Asp312Asn F1 % 5%+ 751 1
Lys751GIn X WA 28R . 312 fi7 s 1Y T—C #%
Bl A% 1 312 it A9 2 B R Hh KA BERE A S K
ZZ R (Asn—Asp), 1M A—C Y5 {15 % 0
751 Gt hh 1) S HE R Hh 61 2R (lysine , Lys ) 25 BUA i i
Jii (glutamine , GIn ) , 3% P A 22 A5 M A7 78 14 AN P47
JEATRES L XPD £ [H A DNA B fig ek A, 78
ENELOEE D PN e L S R VAR X (v 35S e ¥ 61
MARMZES, WHTF 751 Gln/Gln 4l & F K& 4
RAEAR B 26 B 6.9% , 1 76 S I HE s &
NBEF 00 1.1%M 13.4%'™), 7] W ZEA 5] Fl i
s fE T SR A B 270,

Wolny il Seker 510 it 5% T XPD ,XRCC1 #l
MGMT =~ DNA 1& &2 5 R XA 21375 5 19 40 Ja] i bk
ELA L 2 2Gy “Co HM RS 5 DNA &S 15 B0 1Y 520
i ] BoR, &4 B E 8 A A KA XP-
DAsn312Asn M XPDLys751Lys 1) 20 il P oK 916 &
) DNA P55 %4 (DNA-SSBS ) $t H 8/ W5 A A,
XAl 5 XPD321 K 751 Hf A R4l & F A7 30559 1)
DNA B BE 114 5, #2/8 XPD &1 e 2 A1 25
i) 7 S B4 DNA BB 2 i — A #E

Allan % "E 341 4 32 A0 IR YT B9 RN 2tk
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20 B PE A IS (acute myeloid leukemia, AML) 235
1, A HF T XPD Lys751GIn 23505 B8 )7 8 %
TS BAR GV 45 R W] 570 Lys/Lys 2K B (8 %
1 AE O A 175 (DFS) o 44% , 35 M TH#E7 Gln/
Gln 3 Y (1 B % (9 16% (HR=1.30;95%CI:1.01 ~
1.70,P=0.04); #5747 Lys/Lys J: R RLf) # 1 4F
TEH N 38% , # THEM Lys/Gln F1 GIn/Gln 3£ R 4 1y
B (23%), BT G it 2% 2% 5 (HR=1.018;95%CI:
0.99~1.41,P=0.07), LAk, 5#E4 Lys/Lys 3K 8 i1y
BE LR, A Cln/Gln R BB H 34 AT 5 $50R
XUt 25 P38 R (OR=2.22;95%C1:1.04~4.74) ,
$&78 XPDLys751GIn 5 Z 515 8% 1 4F DFS A
VR SCHE T Gln/GIn B AML 2% His A
KBNS IS 0 S5 R 592 07 a5 1) 58 A8 1
5T R 4N A X DNA S0 B ERE 1B 5%,

B4y — 2 XPD 248 5 0k 3 1 3R 48 g
S B AR G Y SRR OR 5256 2% 309 i) NHL &
R B G WlE S  — PR i B 2 R K
I XPD G23591A A35931C {7 /5 Ay 3 [ 2 25 1 5 4k
B AT 4 UK TR R IAURS: A A G S IR R R B
AL RS NHL &5 XU A7 P OCHK . Baris 551
58 & XPDT751 i s 22450k 5 33 (5l JLZE B 41l
IR LR I PR A 1 | B R IR T AR AR oSt i
ORI 7= AR IS SR B AR 22 i AN [R) AP 1 35 %
WRAAEHE 25, FHEXPD 2 MEM N L
AR SR AR — R R,

Wang 55 7EXS 56 4> T XPD #% 2 £ &1
55 b Je Gy T 1 9 81 % REBIE 5 3 560 T 45 19 Meta 43
Mras B WoR XPD Lys 751 Gln 24805 2 M40 i
P 1 1L (acute myeloid leukemia, AML) 5 JEPE A 2
Tk SR M XPD GIn751 Gln 32N (5 Lys/Lys
LAY LA ), BB B 5 T B S BT 1 e 2 R (4
F& AML 200 ik B 200 P s | R RO v SR R
T8 A5 ) Y XU 38 5 (OR=1.10395%C1:1.03~1.16) , {H
XPD Asp 312 Asn 22515 Ho A e ) 2 S8k O
FERIE, Meta 20 Hr B9 45 B4R /R T XPD 45501 2 H:
FE 751 7 51 SNP ] A SRy 57 #L 1A XoF 2 i 4 it
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PRI7 IR T AR 25 B di A TR A2 A E A OG B JIVE .
Kuptsova & 5I7E 372 §l45 32 1 2 2185 25 + B w7
AST Ir 23697, IR KT 56 2 G AML B &
H L BEG SrHT T DNA B 5 LK APET XRCCI (ER-
CC1.XPD #1 XRCC3 1) 2 251 5 &8 3 Xk 7 [ i
M, WS B AT 3 B RN I A PR SY , R BLAE
XPD iy HLA% AL b DA FLAL ALY 58 4 G2 il R m T
flb 8 % A (OR =3.06;95% CI:1.44 ~6.70), ERCC]1
IVS5+34C>A 285 M 5 #5441 ERCCIAA A B!
A AF IS T CC BT T AE AL YT B @) SN 7 T
XPD Asp312Asn H 57 AA FE [F Y (% f6 97 A0 6 A=
B . WK R G R AR > (OR=0.27;95%Cl
0.09~0.81), 17 H: A4 5 W 15 1 fizp 108 25 4 S i 194 ik 2>
#H5E . XPD Lys751GIn 2% & 50800 JFE#E 1 (OR=
0.32;95%CI:0.11~0.95)4 %, Ozdemira %5 "W 5% &
B XRCC1 Arg399GlIn {7 55 1 2 245 29 il L E A
BRI CL IR S 61 1) Ak Ak T A B s T S
HH OG04 e B T P 40 i 0 /R % 11 s R IR
DRI 4 B A 14 i BH 2 AH ¢ (OR=1.92;595%C1:1.09~
3.37,P=0.02), 1fi XPD Lys751Gln £ 25 #1 5 1)
(A0 BE Bl S TG DR HK

2 XPC

2.1 ZHH5IhEE

XPC (xeroderma pigmentosum complementation
group C) 7 TYefafk 3p25 b, FEKF 4K 33kb, % 16
I T G 940 N E BRI 1 R, JE NER
HRAE T B S 0 E A R O, XPC AR A
2k =5 N KB H I (HR23B W) & 1P
JRE B 5 R AR (XPC-HR23B 59 , %5 — %
R BATVU DNA Bt 0iR9 e, 72 DNA VIBRE S 1Y
W46 B BeAF o fe A9 DNA 453 4 4Gl & 17
22 EESZTSHEHREENRSEREMBELYE
7 5 Rz B 3K BR AR R

XPC HE PN 22 25 1 5 3 1M 2% 48 ok 5 i 988 AH G 1Y
HOEARZ [ N AMIRIE b ST B S AT
% 2 A5 & XPC Ala499Val F1 XPC 1ys939GIn, XPC
LR A 8 AR 5 499 17 S C—T 722 S i 15 % )
T 499 iy @AMt Ala—>Val AL, 26 15 40
T4 939 i s 1Y A—C 78 S5 25 1 1 939 4 fih Y

ZHETR th Lys—Gln & X . Monroy 552X} 200 il #]if
MR HL BE K XPC Alad99Val , XPC Lys939GIn
SO Z AR 5 HL & KUES B9 AH G 1 200 4
HL &3 h XPC % 499 %5 6% ¥ 5 K AL 53 41 Ala/
Ala(48%) Ala/Val(47%) . Val/Val (5%) , 1fii Xt B £ 3
o 35 R B0 2R 53500 R 63% (33% M 4%, 2 5 Giit
FE X (P=0.01), £ % Logistic 7144 #7 X A1 ¢ A8
AT )S 5 Ala/Ala M H, #E 4 Ala/Val 3£
R AR HL AR 38 im0 T 77% (OR=1.77;95%CI
1.17~2.68), #4720 1 4> Val S0 K A9~ 14 HL
S KU 3 N T 68%(0R=1.68;95%C1:1.13~2.51),
SR A & B HF XPC Lys939GIn %543 3 [ AR 5
HL %% XU A 56 . A, %F XPC 939GIn (WT)5
XPC 499Val(M)5 HL & 5 AU (8 B A 43 4 & 1 [
R 485 27 L A 9 b S A0 5 PR A A R HIL B XU T
o V05 05 SE P 114 Bl 45 D AEF B ALL
B E W9 XPA XPC . XPD XRCCI &N ¥ A5 R &
S ALL 5B PEM X R, Hh X XPC Ala499Val
Ml XPC Lys939GIn %57 3 M ) 22 25 P 0 5% 2 0 . XF
T XPC Ala499Val i s, 54577 CC H AL, #E 2
1A T AL B R R SR ALL KURS J2 3L 1.55 1%
(95%C1.0.94~2.57), [RIBFIZAF5E % XPA il XPC 3
K Z 8515 ALL U (R A 00 &3 5 2 A7
H 2 B A 2l R AR A A1 A7 a5 S B (5%
BFEEBAGT), MMAE ALL (XU 4.98 £5
(95%CI:1.41~17.60), i 24 2 A a5 [F] B 77 7F 58 28
Sl BE I, AN ALL 19 KU 8535 5.66 1% (95%
C1:1.57~19.90), X —WF5E 45 AR /R XPC Ala499Val
S DR AR S8 T AR KN ALL B R 9 R
B, B IR G XPA A23G %5 o7 HE PR 58 78 B, 8 XL
W B

EAL A —SE SCHR IR IE XPC 22 25 P 5 ik B 5t i
F 90 e S KU SR B ME A 45 2R . Aykut 55 2B
LT 94 5 B 4H M PEAE R A 4k L 5 DNA B2
ERZEMHWNER, 2R P ERHE T ERCC2
Lys751GIn XPC GIn939Lys ,ERCC5 Aspl104His %5 4
AR R K 2 35, S5 R R B . XPC GIn939Lys 4%
RS RA S RA D TG %225 (P=
0.133), £/~ XPC GIn939Lys ¥4% ik £ A5 B-
NHL 89 KU TG S 2 1 DG BE SR Y L2 5 WA
IYAAFT LB #EH XPC GIn939Lys %5 (v 3 [H 58
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7 (R AR T A 1 ISR ER B-NHIL XU B 1% (P=0.040) , iX
— WG E R AT AR HA Y AR 5 R AR PR B A [
TFrier, AR 5L R 2 A A AT R R AR Y
5475 g

PARZTY IR 22 A5k 5 1 1M 2R 0 P e AT ) Rk
PE KU WA AE B ARG Xu P58 T 151 flh
[ AML £ %% DNA & & HH XPC Ala499Val XPC
Lys939GIn F1 XPC Leul6Val ¥A% ¥ IR £ 254k 5 LU
B ML R BB S 5 T RIRIT RN G R, 4
FUITE 151 B E2 523097 1 B P 106 191 8 & 9T AL
R4 45 B 97 52 . 3 — B BF R kB, XPC
Lys939GIn 55 5& K Z2 25 M 5 A 97 97 2 4k 25 M A
K, SRR, #AH 2 1 AR R AR
(XPC Lys939GIn AA+CC)¥ AML & # A 1] Ag K15 5T
UFEIRITROR s XHPEGI] | AR S5 A DGR R A T A
J& 69T A O HAE 2 0.295(95 %CI 0.136~0.643;
P=0.002), #&/~ 7€ AML 3%, XPC Lys939GIn 554
FE PR 978 55 LABDE e 1 Sk Sk A IR YT T 29T AL A
Ktk SRMIX — BT 45 0 5 E Ah— 2L R A 25 A7 A
— M5, Strom 4IRS KB, FE 5 E AML A
B H XPC Ala499Val Fl XPC Lys939Gln 5 34 J7 7
BT A TE W AR OCHE . RIS 45 IR A A
AN—F, AR5 G R 2% 5 B0 S RS A
ANEA G (H AR — PR

3 ERCCI

31 ZH5Ihee

ERCC1 J& —Ff B2 R 57 1Y B4 DNA R N Y
fitg , o7 T 4 Bk 19q13.2, FH 4K 15x103bp, 7 10
AHNR T i hS 297 A= LR Y K M T, & NER
AR B R et 0 FE A R 4y 2, ERCCT
ML) 5 DNA B Hi k= B AN E D F(XPF)IE
W B ) S R AR (ERCC1-XPF), % R IK & — 4
SRR IS S v A% R N U B A1 R0 A
YIBR 5/ 5 A RCEAE T, 78 NER Ak 31 B2 o ol 5 55
M E B .
32 EFESASMHESENRSGERBEMBAMETR
R MER KB R

ERCC1 23515 1 1l 58 48 5 i 96 A0 OC 1 42
T N AMRE S T #E ERCC1C8092A 1 45 I,

4’ ® ’@ 2016 jf‘ % 25 )& % 6 #  China Cancer,2016,Vol.25,No.6

ERCC1C8092A M Z M TN &+ 1 /9 3" il #H3%
X I, Pz S R & AR T A—C O i 2, i
Mk EBMm T E0Z 2 B W ERCCImRNA /K-
1T 52 W 3 R D) g 200

Wang %7/}l PCR-RFLP £ AR 7 183 4 JL
HO2UME MM 4l i i ERCC1 C8092A FiI
G19007A it Z AR, 45 R R U . #57 ER-
CC1 8092CC £ [N 7Y /i ALL F4) Al Xt £ 16 5 2 1
AA B AC FER AL 1.61 %, $iB] ERCC1 C8092A
2SS ALL ZW R PEH L, Xl aES ERCCI
C8092A 1) A—C F£ [N 75 if f# Ik DNA & & fig i
T L 48 i 7 0 T AR A G L ERCCL C8092A £ 35 1k
T ALL 09 %99 KU o 800 43 )23 FAR 8 43 J2
J5 & B ERCC1 8092CC i [H R A8 53 9 1] 21
FOE/NT 10 B R E D BN, Ui ERCCI
C8092A W Z VS5 E JLE ALL B k4K JBH
W TEAR G, REE S B PERII0 B R Z A O
PESE B {HJE R & B ERCC1 G19007A )%
A5 ALL #15¢, Kuptsova 5578 372 #4321 2%
21 %5 K+ PR I R S At AR ST O IR T B F A
6 AML B35 BG40 T DNA B 2 APET,
XRCC1, ERCCI, XPD f1 XRCC3 M &M5BH
XFAGST SO TS B AT B RN AR DG PE R G R
KB ERCC1 IVS5+34C>A 28w A ER-
CCIAA B ALY S A AR 22 1L CC YA (AA AU
vs CC 5 'HR =2.04;95%C1.0.74~5.62)., i 7EALI7 27
J R 5 T ERCCIAA LR R i 34 7 Ay 7 M o6
Jifi (P=0.037) K AR 1§} (P=0.041) 3 Bl 5 W % A 3R 2L

4 B 2

AT 22 B0t 5 38 B A /2L 08 IR s IE W] NER 3%
PR 22 25 5 K L 3 1 2R 8 0K D R B T S B PR
WA AT G o 12 o T IR e A R R R R B 24
BN AE S, B DA I 5 T A 200 2
SR, BT LA 5 AR Y SNP 77 H R R
P i HL TR 22 %0 SNP AL L8 AR ) 2 B30 14 oK 58
IERE BV R AL T 4 b XY SNP AR 51 58 BE IR
AR | LR T S TR ) B 1) 52 i S R 1y e o —
AHETE o [RI H T R 223 X 0 22 A H A B
BRI B 1, X s B BE DN B A I 1Y
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