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JEPlid 2. B2 H FH( BEAKFHRENBER @B RBBESANBIRG LA AKXENE LR
£,7% @7 530021)

[ FE] ORI R E 90 tFARLORIA A i o I RHGAE R 2 & AL 2590 265 72 S BUR 2 BUEH R IIRA R . 55
I8 T AR S AT B 28 A AN [R] B TR B MR 22 5, T A T N D3 TR 2 P 5 28 7 ) A% IR 22 251 Csingle nucleotide
polymorphism, SNP) A fE /2 R AN 22 5 F B K| 2 — o FEIEARAOHRIE , I\ SNP iy FREREAT B S8 73T LA O WF TE L SRIBR 22 , DAy
TR B IBRAR A R A R AT BRI TR SRS L O HA T A 9 B R TR N T AR B S N U b AR SO 5 AR

PubMed W3R R 4 91 B8 23 S L2236 T LU TS HH SR ) SNP W FE A — 4334

[RSEIR] W2y 00 88 ; AL IR 2 61

[hE2S] R737.31;R730.54 [XEAFRIRAZ] A [XEHS] 1007-385X(2020)11-1304-05

BN B A 2 A B AR R LA R 2 —
T R A PR A R . DR O SR R A L A
FUIN, ik = BORDREIR DA SR R0 0 25 F B, 3 DAL
RIS 29 75% (1) 51 S B S I OO PRI
JEA Mz A e R, B 1 S 4 AR AR A7 % (overall
survival,OS) XN 30%2 . AbEFF AR 45 & A J5 5 Bh ik
I 2 W A B B R (0 VR T T M R )
R R B B R EE S E R, AT
PR VR TT JICe IR R A RS B AT 27 EAN ) R
H R T RN AT NS R 2 Hh ) ks
2 % #5% (single nucleotide polymorphism,SNP) AJ f
J2 i) B L o 22 SR R R R 2 — o

SNP 3= B 5 75 3 R 4 7K 5P 1 bl B AN Bl 22 ) 58
BHT SRS DNA 751 2 AR . 1E v W)
AR 7 E 2, SNP i A7 76 T N BRI FE A, 1k
T NZEIEF 2H DNA B3 28 51 90% LA b, 38T
AN — SRR R 2 45 1 SNPP, SNP BE AT RE7E
B A0, ] BETE LR LA HEgm Y 7 41 L T
AT B DR 4 i X (1) SNP, Rl 2 G it G 928 7 25 A 1
BT (1) SNP , AL -4 5 M) JE PR 2 0K 11 22 S B S i
(1 &5 R, O R T 8 1A AR Ak, S0 iR (1) 5 ek
Kt 2522 5 o A NI LT 78 Bl 4 3 R 4 0 57
J&i , )N SNP # FE 33E AT 51 S35 43 AL 1) 4D AP 70 0 ok ek
£, SNPXJ T30 T % & & 0 R oRg 2 8 1) Op S
R 58 5 T A B OR R , B, AR SCXF IR S AR R
PubMed | 1§55 & 35 1) 51 5336 AH 5¢ SNP BIF 04 — 45

1 DREJE 5 R X SNP
BT SNP 1 N ) iz BBt AL A A2 7 T A%

DNA FE R 1 o, e 22 35 VA7 s A8 5 ] g 22 R IR
FE LGP 7E 23 I SEO UR: P 5 A . AT — ok
JE A2 W D O S0 1R Lot R BRI TR R 1
I, ERIRIEEDR 2 G 1 X Aol RIS, EL S 40 B A
R R EGAL R R TN EE . ITFR, 2EER AR
ExHF 7T (Genome-wide association studies, GWAS) %
TE 1 ARZH DL DR Hlg S BV SR FE R, IX R ] SNP
VE 9 VEAL OF S5 S S AL R B 5 0Bk KBk 52 BT 98
ITHI E AR

GRANT 5N B0 5T 442 R D 52 A4 L PR g% AR
S5 b P N L 2 A) B ORI, 48 E BT I
Illumina OncoArray ## [ 41 AT 5 F 20 8, vPAh 1 4F
DN O S5 973 49 b BT 3% SNP A G 1 32 35 0, 208 2
71 » 7E UDP i %] B 1% 12 5% 7% Mg 2 Xk % ik A1/A2
(UDP glucuronosyltransferase 2 family, polypeptide,
A1/2, UGT2A1/2) X 38 H % 52 i 5 b B 1 O S &
% M X [ SNP rs10017134; EGFR [X i ) SNP
rs114972508 15 iy 4 i N 5L 8 25 o0 K, R W
EGFR M UGT2A1/2 ] 35 4% 3¢ 53 7] fig 40 OP 52 1) 1Y
BE S WA A0 b 10 0T B B ) 2 B . JUAN S50
W, 2 513 V) B 128 & (base-excision repair, BER) i&
1211 PR 15 g DNA BE 216 B (uracil-DNA glycosylase,
UNG) ] SNP rs34259 5 & 35 [1)3%34 T il Fl ki DNA
155 KR A 5% 5 [T 1534259 5 LR 5 i SE N
2 (breast cancer susceptibility gene 2, BRCA2) 58 4F #
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7 2 SR A S SR AP I 25 A LR i R s g L 58 %
KA K. ULHF S 45 B A Bh T M 5 1534259 1] DABE AR
BRCA1/2 A 4577 25 1 OF S0 AU, I 5838 T BER
AR FEIR (AL AR AL VE A BRCA1/2 FEA8 45 3 e i
Ty I B A ) B . KIM 25 N FABUAR B
FIEL 7R ABRS 55 5K 2 Bir B B8 B 2 TR0 AT A B0
Bo4E o, A DR B4 2 1~5 R L A
1s13255292 [ A [7) 35 PR 28 A R 3 HE AN 7] B9 £ 477 20k 2 =
1 Rk 22 245 (1) 4 FH AT B8 485 7 1513255292 H1 T &6 4r
SR 1A AL TR 2 [ 2 A s 3 C SR R R i &
BEARC I 8] (5 4F DA b A 1 Rk 27 24 1T e 4 PRI 4S
7 IX Al SNP S5 47 8 K (1) 52 o A 1 i .8 BRCAL 2
H1¢.871 T>C (15799917),¢.1040 G>A (rs4986852),
c.181 T>G (1s28897672) = il SNP 4% S5 /£ VD U S i
2 R Bk AR R, ALYAHRI 2508 58 7 59 598 A
1E 41439 BRCA 1 H: R 1) 315 7K, %) L ghAT J&
Rl 23 B, B4 275 5 ¢. 181 T>G (rs28897672) £ £ 3 All
o BEZH 2 1) 2 B B S5 A (] 2 ] 25 R 45 7 56 R A
R, X W] BRCAL FE K 1528897672 T>G 5 Vb 45 by S8
MR AH K. HAMPRAS 20K T fi 3 B 1A
SNP KI5 44 A~ O 59 835 v I8 KT A et
i ¥E R P TGFBR2 & A 1 1% B 41 i b 5z 14 N 5355 X
6 5% 3 35 FH 9% (1) SNIP, Bl rs 1808602 , 1iE B 1 Zfidh il 5
P T 4 0 G 9% 43 ¥ (10 6 IR o 9 A8 4k 5 B0 5508 AH G o
XIE S M7E /M SNP o #fr i, 20 2 SR LR A
NS ANETIR AR FE R A 124 SNP 55 5 S XU
AT, i LB ) SNP A Bel-2 2 R 1 rs 11152377,
FAA AR TT 5 K AL 5 51 S5 XU 235 PRI ¢,
FEAT H U T A% 5 AT ) 38 4% 72 S W e U 5T O 59 X
B 45 18 o KLIMCZAK %61 5 7£ 4IF B Parkin RBR
E3 72 % & % #% 1§ (parkin RBR E3 ubiquitin protein
ligase , PARK?2) J& [K] ¥ 153 4% A% S5 ] G sz i) - iz 1 O £
TR B R, F5E T 25 44 B A0 87 44 4dk e Lok
AN SF 4> M R L, 4 S BT E AT B bR & SNP
152803073 156930532 151040079 Fll rs2276201 &=t 37,
(140 [ B A5 R o e A S A A 2 2 [i] (1) 22 A% £ 43 A 1)
4E LRI, PARK2 47 1. 152803703 5 - 7 1tk B B3
5y BYER 5¢ . PERMUTH 509 F B 42 35 [K 724 A4y
N B VF Al TR T B % B (adenosine deaminase,
ADA)D1.ADAR.ADAR2.ADAR3 1% %j B i #% 1%
M 45 # 3 1 (staphylococcal nuclease and tudor
domain containing 1 , SND1) 15 303 /> SNP [ A ¢
P, FRIK 8 ERFIEAL AT R , ADARS i iy AU AR
% [) SNP A& rs77027562 ; SND1 #x = KB AH 5% 1) /&
rs185455523, 1fij % /> SNP [{] % ik 5 ADAR A & # 1
FHORME , B FE A7 T 37 JE B0 1% X 1 rs1127313 (G/A) »

TX TGO FUHE BT H RNA G 055 5] 1) SNIP A B ad it 2
A G 5L AH 2R PR R IA Sk DA b R A N B B M
T RZR G w00 A 51 59 A 28 AH OGP B o
[ SNP rs3814113 52 75 1 4% H i J& S R 1 % i 1 2
(basonuclin 2, BNC2) )3 1A , CESARATTO 54—
ALK I R T T BNC2 2[R R IE KT, 5
T 7 —/MErs3814113 JH B4 47 5 kb R 4 &
T 55 5 SR WAL T rs3814113 437 #5i & Bl Ft) 422 EX 1) B
T BNC2 JE [K 1238 , 128 117 5 e 42010 B 80U B Ji 1) 44
MIA73% . RATNER Z5097F 2010 4= & B KRAS FE [K] 8¢
FEAF A 1961764370 FE45 5 | 7 14 P SR 1) XU AH %
{HIX AN 2T 2016 4F # HOLLESTELLE %5 75 1A
T o MATZRE VEAL T N S5 K AU DL K 5 KRAS K
1s61764370 FH < HIE RS 5, XF N O S Wi 2> 1k
G4 AT TP R E 2 BS54, A
N 1s61764370 5 B S5 XI5 FHIX L8068 0 2 1) I IR
ZER T, LAWRENSON 25205 B 5Ly £5 35 A6 |
S 143 AN JE DRI B 0 88 AR S db AT 1 BRI o B, R
I 2 B A O e SR 2 A (cell-cycle-chekpoint
kinase gene, CHEK2) 3 [X] SNP rs17507066 5 J i 1t
R O S T KRS A OGP A, S T ik
- SNP 1512166475 Al CHEK2 33k 2 18] I AH e M, 32
BT CHEK2 2[RI AT REAE NI b 5 14 O 9 1) —
A G BRI PEYS . R4 ARATVRE T 474N S5
ST G B XU A DG I IX i 2 08 e
ARAT A, 38 3P des 5744 40 M 2 TR (19 3R 08 SR VR A
AR FE R R T REAE R0, e iR b B3 3k 7 At
WU rs2857532 A1) J 5 2 K D9 (homeoboxgene D9,
HOXD9) J& 8l ¥ 2 [d] I AH ELAE FH , %2 B 1 SNP & = 22
PRI AR 5o IRAE X 3 AT 72 311 SNP 5 BRCAL
AR 7 2 7L e/ O S e XU L & 2 565 /> SNP 5
S O S KU O R, W% B 512 28 PRI O
P P L9 5 AH S ¥ SNP J2 47 T BABAMI (BRISC F
BRCA1 & %% 51 1) FE K ] rs4808752%,

A 55 N ELE 5 IR SNP AR Sk B 22 R Ak
WL, H T b R VIR 2 o 5 SR 1 2/3 , s K 2 4L
W T35 00 b R v R 5, oAby G D. Hp, 5 |k
B 1 O S0 = FEAH 9% 1 BRCAT.BRCA2 K KRAS %5
s LR 1) 22 A AT s S MR LB EER
ZHOW SR B IR DTS 2 TS REAE 9 O SR K
S 1o T AR EWIE T ik — BRI 5T

2 BREEMITIEX SNP

i 88 A L K AR 5 AR Ay A DA B SR i PR
b RFERRIT TV, AR 3 JE LIRBEASR LA 5
I AT T BN 2 U0 S AR HE K — 24T 07 =, &
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F AR T BRI B 70% M EE 2 E
P B RN G B AT 23008 5 e A 2 1. 5]
AEE AT 24 7 A 1 iR AR 22, 49 n 25 AR 3 ) %
5 FH < 40 B P S0 S5 7K ST A0 45 4 FR 2448 LA K, DNA 45
B RE I 5RAE . ISR A I Fi 2 B R Le KL R (1)
SNP A7 5 FAZ L AT 25 o A RARTT ROV 2 2 A 0%

ABECASSIS SR 3L, 097 )R B 5 2 % ADP #
W 5 7% I 1 (Poly [ADP-ribose] polymerasel, PARP1)
ff) SNP rs1805407 ELEAH I . A ATTHIER] | M54 PARP
O] 350 4 A [ 2EL 03 30 7 £ SNIP 485 15 2 9o 200 P %o e i
A AR R B R, A B A R AN B A R A, L&
PARP1 41| 7] 7E SNP 48 717 2 41 i, JC L2 72 B i iy
Je G REHER UP S T ST P EVE R . i TR B
1k 97 A1 PARP1 il 5 BX & 7T Re 76 R R A 21 T
151805407 14547 &, 3+ H. AT LA - 51 S0 N PEAG TR
J7 SR W . HOLLIS &6 52 T 68 B 598 2040 g o o
7148l a2 2 — b iR itk £ £ L 2
(pegylated liposomal doxorubicin,PLD) &35, M A7 Itk
A0 11 bR 2 23 b R B DNA FF 3R 1T /7 k1R 1
BRCA1 F1 BRCA2 IR 25 72 75 5 1Al 15 2% ) S 1 1 L
Jig Th L2 PLD Y OB 28, 048 7k 5 BRCA1/2 B A=
BRI R AR HE , B BRCAL/2 945 ) 185 2 ) 2 v vk
O £ g8 B 1 00 T % PLD (R R 26, 5 5
BRCAT1 544 rs1799950 [t i 3 tH Al & 7 5% PLD 1)
75 I V% . SOKOLENKO %52 i% T BRCA1 %
PN B2 SNP (1) 1E # DNA BEA , A& I 3 v 3 451 £ 2%
f) SNP(OCT1 rs1799949,rs1799966 ; OCT5 15799923 ;
OCT21 151799949,151799966) , % B 1X L& SNP # 7~ T
R b (R 2 A 1 ABOR B T T AR DB e v i)
e L R BB AR B AL T IS B9 B 41 21 BRCAL 2%
G FEK R FF AR T R m) AR T A2 E i AR A 2R Ak
HPIEREE R REE PP 11 BRCAL A5 5
F%. FLETCHER %5285 7E#f A )T /2 5 1 T R B4
A3 Tl 1Y) R SRR, T 5 B5AE b e O B0 b 3R
PRI 25, A5 7 b B 1 O S0 A il R K it Ak
S S, R TaqMan BOR% FF IR 22 A5 1 3 [ 4
B3 b R B A I8 S i R R S PR SNP. JE i H 4
550, A AL W) B AL B 2 (superoxide dismutase 2,
SOD2) 1 EL 41 1 T BE 1 SNP rs4880 5 5 47 Az i it T-
C W54, FERE 16 A7 R S0 HE R A TN 20 IR e A8 SR 4
%, %200 | mRNA 520 M, 323 1 174 SOD2 & [
IF) 28 7 R 58 5 1) 5 o7, AT BRAEG 77 Ly 1, 38 m 17 o
I AT TR 24 UK o A 7 6 VI e &40 i A G 5 A
Hh R 22 SNIP AT F 3712 B oAb R 1 B S 1 1E 4
HIHI 46 6 I I S FI R % , PERMUTH-WEY £521%
FL AR BE BT, 6 361 451 i S S ik b R B

Jeb B3 AT TR, BE J5 R Tllumina 2 K] 43 7 B
FIE G 5 i 98 - 20 W AH OC = R (1) 5 509 A4~ SNP 4T
T DNA FEASTEAY , HEWT H STAT3 4 ) SNP rs1053004
53697 B E M, B UK STAT3 A8 2 4E N b 2 g
H BN RIATT RN BB ST T R F

PA_E SCHR R 5 57 SNP A 5 AT RS Bh T 22
fifi 91 B R 5 AN RS B ARG A T T 245 XU 5
G B9 S AR IR T IR AL ET I B AR TS . BEERIA
S Ay B I I A AR AR Bk U VR T U
12, 1K T BE B R R YR T 9 THD R I AR SR W RN R AR

AR
3 DUREETFIETEX SNP

A R b )32 N2 B0 O 598 T30S R 0 48 A
CA125 A1 HE4 4 )t = i 5 %5 A0S0 5 T 2 PR )
SNP AL 5t 78 9 -4 51 588 [ i PR 2 Wy L2767 il
JE VPSR FRITRE T 37 B

SUN Z5Cx s bif 4 F 5 P H 1) 137 4> SNP 24T
TR 7 R, Ok B P2 AT 114> SNP 7R i 5 51
B RS ik 35 R 0%, i S 2 ¥ SNP A2 i WL Fi A G £
1 1(telomerase associated protein 1, TEP1)rs2228026,
Z 5F W B — AR e AL KR ], O B KU
BT 3.28 % , st SNP JR 5 52 Wi S5 A A7 F 1) 3 B K]
% ; TRF1 254 i 22 9 M 5% ADP #% 0% 5 & 5 (TRF1-
interacting ankyrinrelated ADP-ribose polymerase,
TNKS) 2[5 5 I 1 B 35 1) SNP 1s10093972 i th 5
B S A7 5 R 0 A G o X T 9 S it A 4 R
F1RY 88 A 7% S xof O SRR () RIS L A A7 R ANR T SR
HAT BN . KONOPKA Z5615%5 il Jg 01 I 3 A A
H i) CCAAT 3 5 1 45 & 52 H o (CCAAT/Enhancer
Binding Protein Alpha, CEBPw) 4 K /5 31| AT T 7
5 7R 134529039 (G>T) Z AV IAFAE 5 A R TG
AT 50 /P B It e A 97 07 B8 B AN R BE (2 25 AH 5
{4 CEBPA T g & % DNA $ 455 407 S5 (1 7 7E T
Je AT A% A= W br 5 B PR CEBPA 2K Y
AR A FH 2k 0 51 EL 9 TS 4 1 IR 52 i 1) BF 5T .
WINHAM Z55HE 5 257 WL FA) 2 A% A2 S5 T RE 5 D 80 14
OSH 5%, PPl HAL O S h Bk & 2 O AP B Tk
Ko AT H A VR . Al AT T R DR A
73 9 53 BT S AR A B AR S 0 45 B Meta 3 BT, AN
TE AR A4 rs8170 Al [ W AH 5C 2 K] 2B (autophagy-related
gene 2B, ATG2B) F1 ¥ 7 WA AT Ge 5 I Je 14 U1 53
fOS EFEM K. N T AEKEEIES IS RNA (IncRNA)
Hh % AT RE S BT b R O g T 2 ) EE AR AR 1
SNP, JOHNATTY 551 9F Al 1 4434 471 - Kz 1% 5 5248
B W2 S AL B R A I T BT A Sk
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W SNP 5 i J& 4= 77 H (progression free survival,
PES) M1 OS M AH KM . #ds B 7x AT IncRNA rpl1-
179a10.1 1) SNP rs4910232 (11p15.3) 5 by £ i 8 &
PFS [ IR B¢ 5, 73 ) 67 T IncRNAs rp11-314013.1
Al rp11-284£21.8, 1] 152549714 (16¢23) Fl 156674079
(1q22) 5 OS W B A ¢ . WANG 5P % 5 i 4 )&
B (MMP) 55 3 DR ) 25 R 3% e 5 O SR R K
JEA K. AEXTUREFE T, A AT 23 A~ MMP 2 ]
266 1~ SNP AT T 3EF 38, Horbr 1 el szt
7 VA RAESZTF AR 3 10 O S KU L OS Al R &5 =
55 2, Hidr 152292730 AR =R N B E .

gx BRTIR , H A OP S5 195 AH OC K SNP A7 A
W 7810 A B AH R SR A = AR S PEAS 91 898 1k
I BN PR £ TS AR A A M AR B AT RE A .
AR 5 DR A A S o7 i ] i B b BRI A5 A 1 OF BE e
FRI I R &5 JR P A A2

4 1IN £

AR O UEHE IE B 2 > Jk K] SNP 5 O 519 AH
K AR H AR AEAE S A2 )i . 5 2, o5k 114 1)
RERIFE A S A L, BT O 590 RO R B, L
SNP B FUREA R > , 7] e T B0 ah Tk = K56 2k e sl
AEFSREE . B, SNP WL 75 45 & AH S H UM LA
Jo A58 R AT Ge it 0 A, e G B AN RAEAERCR
(1 55 M o ] A1 56 It ) R ) i e 9 A + B TR
AL IR Z O BCA BT, N T G S5 = 2 (A
{0 fi 25 T 152 37 1 T A 1D O 45 o R 2 56 B A O
M A SNP A 5258 B A SR J7 . 88 =, Mg i 7= A
RIEUL AT 555 E R 2 S5 . 24D
BRILIR e B &5 5 B AT N 550 48 K o) i FT ik
FE 182 /> SNP AL fi 3E 4T 0F 90, B = AR 3R 14 A0 150
Jo SEUY, 5P ELEE SNP A7 SR 78 K38 4 52 96 45 18 A
H PG, W0 AT SCH B 1) KRAS R AL A
1$61764370 F7AL 15 G S5 1 KRS SCHK , 1 HAR 2 A7 5
R AN AT, R RRAS B H B 50E

SR, SNP AT (1 i A2 3R BB, KRR
o TR R o ) 4 5 IR A 1R 7 Tl FE R, T SR AR SR O
Je& SNP HF 5T 19 77 17) , Th g 6 E K A B — 3 . A5
BH SNP [t 78 8 Sy B S o 1) TR 2 I 48 e
FEYT 77 TR A B E AU AR -

(& £ xx #]
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