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W E RABRNZERZRIAMRSEGHNERAER RS Z—, AR % A ER DA 40P 55 B AT 2 81 (OIPN) P4
HT FRAFR . OIPNARIE KL R B 8] T 5 4 2o A= 1% M OIPN, 3T & s SRR I A B0 7 L RAB S [T, )5 4 16 R R I A AR BT
B A A4 RiB  F R ARARESRA , HiEHK G LR OCT2,0CTN2 #2 NHEI T ¢ 5 OIPN 69 & £ A % ; 2 X585 A B GSTPI
Ile105Val, DPYD 151801265, W, /& 11324438 1 (NaV ) & B SCN44 152302237 .SCN9A rs6746030 . SCN10A4 rs12632942 F 3 4 AR % F
B 4 HLA-G 151610696, rs371194629, CCNH 152230641, 153093816 5 = & OIPN #9 & £ & % ; 71 DNA 14 £ 48 % & B XRCCI
1523885, NaV 2 B SCN9A4 rs3750904 1512478318 156754031 &5 OIPN MUFe HAKA % o Kk & 7T A4 OIPN & 1% 4% 52 47 50 Ak R ) s 2R
AL, SRS R I B AR R R T

KR A 4a; A EAY AN AR S AN HE R G AW RMEE DNAK A, & R 1148485818

Advances in polymorphisms of genes associated with oxaliplatin-induced peripheral neurotoxicity

CUI Yu'"?, LI Menglu"*, XU Shan’[1. College of Pharmacy, Dalian Medical University, Liaoning Dalian
116000, China;2. Dept. of Pharmacy, the Third Affiliated Hospital of Nanjing Medical University (Changzhou
Second People’ s Hospital), Jiangsu Changzhou 213000, China]

ABSTRACT Peripheral neurotoxicity represents one of the most severe dose-limiting adverse reactions associated with
oxaliplatin, with genetic polymorphisms playing a significant role in oxaliplatin-induced peripheral neuropathy (OIPN). OIPN can
be categorized as acute or chronic based on onset timing. The former presents clinically as sensory abnormalities or even motor
disorders, while the latter presents clinically as limb sensory disorders that persist, numbness or pain in the hands and feet. The
transporter genes OCT2, OCTN2, and NHEI may be implicated in OIPN; drug-metabolizing enzyme gene GSTPI Ile105Val,
DPYD 1s1801265, voltage-gated sodium channel (NaVv) gene SCN4A 152302237, SCNYA rs6746030, SCNI10A rs12632942, and
other associated genes such as HLA-G 151610696, rs371194629 and CCNH 152230641, rs3093816 are associated with severe OIPN.
Conversely, DNA repair-related gene XRCC! rs23885, NaV gene SCN9A4 rs3750904, rs12478318 and rs6754031 are associated
with reduced OIPN risk. In the future, the genetic research findings on OIPN can be translated into clinical applications, ultimately
achieving individualized precision medicine for patients.
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BLYDFI4 (oxaliplatin, OXA) 255 —AUHHRHUME W AIZ S DIRERLAGAEY, P B2 1 R A AR I R, T

25, EEM TS i BRI R SR RIRYT .
OXA Jir 2 J& [H] #it 28 7 P (oxaliplatin-induced peripheral
neurotoxicity , OIPN ) 2 Ho& UL AY AN R S0, 3 ™ 8 R i
T OXA Il AR FHY . OTPN Flfe A 3 B8k J&] il Jbit 5
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Yo T B H RSB, IR RE B 209%~30% [ 3
PANARZEGAEY . OXA S it 55 DNA JE Jlidik 4 Al i)
SR M T ) DNA 7 52 i F1 ), B & R Bt A
JHYM, 1 T 41 -DNA & P 75 75 AR A 28715 (dorsal root
ganglion, DRG) M £ T N & BUF S EOL Dy REFE AT, (15
OIPN Y 2 A= 5 A BEHPE™ . P52 R B, OIPN Y &
A SRR ZBMEA O, 5 E T R BURHE MATE OXA Y
Hn AR \DNA B Joph 270 B 1l B DI e 5 7 TR 1F
2 255, JF H IR OIPN Y & KU, Rt , 78

THREZG 2026458 3T EHT LI



OXA {7 iy 18 =5 A5 I A G I PR 22 25 1 ok 1330 OIPN 1y
KA B EBEMIGIRE X o ARSCLER T OIPN AHE 3
K 2 SR BRI I | B 76 A I R LR K 1Y
OIPN Tl K-, T {2 it Il R 5 B 2
1 OIPN Myl R4FAE

OIPN AR 4fg & 5 Fisf [1] 432 24P OIPN Al ¥4 OIPN.,
R W], 27k OIPN Y 8 %y 85%~96%" ., 2tk
OIPN — i & HE7F OXA fii VE AU/ N EECR N REARTE
LI AT AA TR — A 2l RS DI BE AR I IR
PN AL T AT O R X R IR A, Ak
OIPN FyAEAR PRI ZE V8 T il , 34853 £ 3 T g R IR 2 3
BREAS, 91) n  EER AE  LSRRE BRT e R] 1 AL PR W
B0 T OXA Y T 2 R PR Y PR K 22 2801
T, 2L OIPN & 76 T —AMAY7 R R Z w25, fH
Wi A M2 S E040% ~93% (1 R & AR 18 E OTPNT,

P8Pk OTPN 38 # & A 78 OXA R A 245 , I R
g B A i B i H RS2 AN IR TR BRSO S 18
£ OIPN HA7 SR A AR A | il RR S A7 A6 I ] g
S EOV- A D) R AT, 18 0 R A XU AR AT
MU 2 2 SR PRI T IR, T B T R
B H H AR IS R E OTPN fY SR 5 i 25 N 1] By
R TR AR L B AR IR T A RS 6 N RS
OIPN [ #™,
2 ERFEzZEMS OIPNRHEX M

OIPN 5 Z /1~ il % 11 5L H 2 A MR A7 A0 QIR {35
OXA H5% iz . DNA MBS LA K A 280 15 138 18 ) e
SEROCIE M,
2.1 HEEEEESTMS OIPN

5 HLBH B F %% 32 2 11 (organic cation transporter,
OCT) J& T 3R &% LI RE S A S P A AL BH 25 1
o Canpp 2238 5t NIRRT 25005 ) 1 i RS
1z . OXA J& OCT 45 5 5% 12 25 F IR, OCT 113t
A 23520 OIPN [ K& AE . 8 WL 8 SE R 3
OCT2., OCTN2, SLC2241, ABCC2, ABCG2, ABCBI ,
SLC31A41 FINHEI,
2.1.1 OCT2

OCT2 % /MR K BRI ZE A DRG izt i
223k, Huang SR 5% & B OCT2 HE [R5 v] i) 25 {47
/NERAAZ OIPN 1473 . AEMR AR S2 56 v | Yi 253 2o 48
BEPE LI OXA UL & B, OCT2 | IR B/ A ML FH 5
FHEiz1K 1 (carnitine/organic cation transporter 1, OCTN1)
HIOCTN2 43312 5 T OXA 1 DRG 1 25 6 Ik ki
FIFEHL, Horh OCT2 IFE F Bk S 3% 5 [FIB , i I0 9 i
FeW], L-DU AU BV T 38 e B R B ] OCT2 1 M b 2 %

TEZED; 2026 455 37 5 1Y

i 7 OXA 75 DRG H ¥ B2, Il /b T OXA 7F DRG £k
B BB IR EE T OIPN. F LAl I, OCT2 3
Z S PEATRE S OIPN 1Y & A=A ¢ (HAT eI R i 55
HRIESE
2.1.2 OCTN2

B DA E A A M SR R I, 53 OCTN2 F1TL Ml
PAT8L A i A8 S D 2 251 | RBAS el AR % i s AR 1 1)
RE , NTTTSZ M OX A TE45 B i vh A A7 U, (HIZ 25
VAR TR I R E e e SE
2.1.3 SLC2241

A SR IR R A 9T & R, SLC22A41 FE N 2251k
5 OXA ) 8 Wi #EPE ST 7R0HE, T SLC22A41 15628031
1s650284 F1rs683369 5 OIPN A /i AR X
2.1.4 ABCC2.ABCG2.ABCBIMISLC3IAI

Z 525 iia ()3 N 28505 7T 58 530 OXA 7£ DRG
i Py SR, DT 3 i OTPN 2 A= il KUK o Nichetti
AL T ABC#%iz % 11 ABCC2,ABCG2 . ABCBI1 Fli& Jit
AR Z )% 31 A b1 1 (solute carrier family 31 member 1,
SLC31A1) 5 2~3 2% OIPN iy #H et . 45 2 8,
ABCC2 1rs717620,1s8187710, ABCG2 rs2231142, ABCBI
1s1045642, SLC31A41 1510981694 5 OIPN A FFAE i 2 41
KA X AT RESRSZHEAC /N TRYT 7 SR 25 7k L R B
1B TR AN S R BRI R 2 . Vargas-Aliaga 55 'fiff
TR, FEHZ OXAIRIT B AE T, ABCBI 1 2 4B 4%
W £ & PE 7 A C1236T (rs1128503) 1 C3435T
(rs1045642 )55 OTPN & & BB g AH 1
2.1.5 NHEI

TRFI 1 OXA 23155 DRG #1128 7T % A= 200 P 568
R S5 HR HRE , MR ) 13 38 3 V6 PR A A 280 %A
N E ALK 1 (sodium hydrogen exchanger 1,NHE1)J&—
T ISR 1, AR AR AN M2 A SR 2L pH AR S Ty
T 2 ¥ 45 CHEVE ] . Dionisi 253 33 /N BRUSE B AF 5% 1T
OXA %} DRG # 2 5 ' NHE1 3R 5K B 52, &
I OXA AN NHE 1 FEPR % S T BEAR LA v 4, DT
SEUOIPN, ILHF5E M35l NHEL ) pH 15 424 158 I
fif , 6 2R OIPN Il iy FIG Y7 B (BT SR ms
2.2 ZYNEEBERESEMES OIPN

OXA HHAT AW A 5 2 00 25 ) AR I 1 2 2 A3 e
H K S-%% #% i ( glutathione S-transferase, GST) , H: 1 iff
SR M2 GSTPL W . GSTPI KK Z2 2544 nl figid it
S0 Bl A B0 32 OXA ALY I 3 B3
OIPN 7£ PN 1 £ Fl 8 P 2 I o 24 9 A o il 35 P 40 45
GSTP1 .DPYD %,
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2.2.1 GSTPI

Kim Z2" 5@ 33 2800 & I, GSTPI rs1695 £ 751k
kA d OE AN RTE S QR (ENE v ]
OIPN (1 & B AT i — D4R & . Cerpa 5544 82 il 4552
OXA fbI7 B W A 45 T 5B 3 AN AIF SR, 3l i Logistic
Bl 43HT &2 3R, GSTP1 rs1695G 250 K28 %+ OIPN HA {4
PYER . {H Chen 041 T 166 14232 OXA fLIT 1%
FVEZs B BB S R A 45 R BoR | #54F GSTPI
e 105Val 55037 5 PR (1) 35 FEAS [RIVR YT A W G & 2R 3~4
2% OIPN (A5 5 . LAl UL, GSTPI 3 23854
OIPN Z [l 56 R A5 Btk — DA 5%

B2 FHIFRT GSTP1 HEH 27545 OIPN A5 PE
I R 5T, 56 B 70 1911322 3% OXA AL J7 110 5 3 I A6 )
GSTP1 LN, S50 8K, GSTPI BRI (A/A) 548
R (A/GH+G/G) 75 BB FE I 3201 T 22 1), (EL Y A 7 £
# OIPN [ A A= 2 U] W i T8 A R AR 3, v 4 ) e A=
P 5 OIPN £ # (1) GSTPI JE PR 71 24 o B A= A4 5 1 H.
OIPN [ & A= R HAT 7 i SR AU, OXA RA it = 3 1
OIPN &2k B4 5 (P<<0.05)™, % |, GSTPI M %
ASPERTRES oM T OIPN % 2E TR AEE B
2.2.2 DPYD

T I N U £ DT - SRR MR E AR W R AL ) 32
B, H o BE A0 DPYD B2 4t . Cerpa 25143 #r
T 82 il H: 32 OXA ALIT 1) 1 285 1 W i A 1) S R Y
GER R, DPYD 1) C 5543 3K rs1801265 v s 5 # =5 1Y
OIPN % = XU #H 2% [ kb A He (odds ratio, OR) =4.58,
P=0.05],
2.3 DNAEEHXEREZEMS OIPN

H I OC T DNA &5 B K 2 28514 5 OIPN A AH G 1%
WEEE /b AW F, XRCCI St i35 A A TR V)
BRA& S ad #tvh 4% 1 O HEVE T, HRR I 2 28w 1
OXA 5| % i) DNA i 445 B8 & 5E J1 , AATTIT 5% 1) OIPN™,,
Velasco Z5""BF 58 & B, XRCCI 1s23885G/G Kk X 1 (%) i
H R 2~4 9L OIPN Iy XU 8% . Lee S“43 471 T 291
35 [ 45 L W g BB A 1) S R RS e B, AR A L R
A, XRCCI 1s25487G/G FE [ R & A 2~3 9% OIPN
XU BRI HL & AR ) B B . S5 A F 58 & B, 76 DNA
BERZGMEEAILE P, XRCCI 1525487 5 OIPN [ &
R FEMIE, AT (G/A) FER R BB e By A 4l 5 1
(C/C) He [H 1Y 8 2% %t OIPN (il XU K™, Kjersem
AECORIEGY S IR A XRCC rs2548TT S5 JL A i i % &
2 3~4 2% OIPN AU T 25
24 BENEMNEEEESSES OIPN

201 OIPN [y BRAIL IS 2 OXA X DRG ' A 254
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HE R T R 22 T ) L A, R R S R LA A | re
FE 142 8138 18 (voltage-gated sodium channel, NaV) Ifjfig
SEE, DN A S S i AR v A, Nav 22 9
A~ SCN HE K (SCNIA~SCN5A , SCN8A~SCN114) %t ,
439 7= Nav1.1 ~NaV1.9 2 1™, SCN 3K 575 ] -
S TRl 2 R AT | 0328 sty A %) e e s A
i L PR SRR 2R S 9 0, DA S 4
2.4.1 SCN44

Argyriou SF R T SCN K 248514 5 OIPN £ 4=
FREHEMEROCR . TR 200 4118232 OXAVRITHY
45 g Fe 3 1) DNA R SR % S vy H AR A 7 5L A
1A AR SR 2 S V53 RN 56 ] ] ST g ISR i
FH B AR 1 EAS OIPN 2001 . BIF 52 25 S 7R , SCN44
rs2302237 Y C/T FE K AL 5 2Pk OIPN 1 & A= B EAH G,
[77] 132 35 DR R 5 55 28 M OTPN i 7™ 5 7k 148 1 OTPN 1
KA,
2.4.2 SCN94

Sereno ZEPHRT T SCN9A FE K £ 754 5 OIPN A& 4k
MR o IZAIFSE B S 94 114552 OX A VAYT I H 43
2 i (51120 (48 151 H1 BH 3~4 2% OIPN [ 3 ) Fxet
HEZH (46 K H Bk B 1 9% OIPN 19 45 ) |, SR e $2 X
B MK DNA #E47 3 H 435, PPAl 2 41 H 35 OIPN &
B 5 SCN9A JE P Z B 1M C & L 45 R & B, SCN9A
1$6746030 5 /™ OIPN 119 & £ H A A M [OR=0.39,
95% & {5 X ] (confidence interval, CI) & 0.16~0.96,
P=0.041]c HA¥EHE DT SCN9A FEH 2 35 P A5
183750904 , rs6746030 1512478318 5 OIPN % 4= XU Y
KR—RHEZ OXAIRYT I B 1) DNA #4754 43
B RN OIPN PE AL, 45 2 & B, SCN9A4 1) 1s3750904 F1
rs12478318 fii f5 A OIPN Ay f# " K & (OR<1, P<
0.001) ; SCN94 rs3750904 . rs 12478318 % 7% (1) 45 11 W i
HBFH AR5 K OIPN, Palugulla Z55 g 4 T 228 fi| 457
OXA b7 117 Ak 968 8 35 0 M YRR AR R 47 22 ] 4 7Y
F1OIPN P14 , 45 5% % I SCN9A rs6754031 L2451 54
) OIPN &A= FAH G
2.4.3 SCNI04

Argyriou 25 MFGY &L, SCN10A 112632942 55 24
OIPN & Az XU FAIR AR O , SCN104 16800541 5 OIPN
R T AR O o FLEE T A A X 319 i 42 A7
OXA b7 145 B FEE LR EA A T 0 #r , 3R T
SCN10A rs12632942 i 55 2 51% 5 OIPN A Az UK B AH
Kbk, G5 IR, SCN10A rs12632942 ) A/G+G/G i [H
RSG5 H e 35 &) &k A= OIPN,
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25 $BEHEXERESEMES OIPN

/N B S 33 A Gl 7 Y 3 (small conductance
calcium-activated potassium channel, subtype 3, SK3) J&
— Pl KCNN3 JE DX G 5 10 B0 88 38 18, i 36 3 |l
CAG HE JFHK A INEA 25, HEEYRES
Mg suahfEr A n ™, Basso S5 LI, MHECT
Hoty K B2 A AL S PR A 51 7, #5717 13~ 15D CAG B
SE I Y S A2 7™ EE OIPN AR BT 5. Anon 55
FEAARSINE I B BT R 58 OXA X AL Uit 285 B 1) T I
G ) 240 B A 505 i i A B v R B T OXA X F 45 CAG
2 S FE K G 1) SK3 il iE A W R . X R TR
AR RL Y, SK3 3 1 4 % Bk X (KCNIN3) 1 CAG &
FPAEE 2 5200 SK3 Tl 1H Y TGk o 1% W 5T K KCNN3
L CAG HE <19 IR I A5 A g SRy S B I
Z 19RO BE A ZE IR L, 4 B S /e
i A 34, 45 3 i OIPN &A= MUK 1% CAG
AN BE AR A TC A O o st m] i, S A A S
45 F B KCNN3 S ) CAG B FAIHK B L 8T g
55 OIPN J& A XU AH G , (R AE I R 5% Hh I R GIE 52 ik
ORI . Argyriou 55" i3 R A Bl SN B AN HL

Ay 156~ 174> CAG #5457 KL DX 1) £ 4% & £E OIPN 1
DR A DL 18 v 5 R, 5 J /SRS SE R R Y FE
RFIEEE N 2 OIPN £ 4R, ZMRE RS
Basso "W HF I 45 A — 2L, 15 Anon S5 G AIFIY 45
R—3. WA, CAG R FAIK E L2515 OIPN
2 XU (R AR G M T ek — 2D ST A
2.6 HEXEREZAMES OIPN

AR A B9 e IR A AR DG L PR 1) 22 28 PR AT
AESZ IR OIPN ) & 4E . Garziera Z5"V3 0T 1T 144 9|3 %
OXAIRIT W4 E i BB (3L R AL 25 R B, HLA-G
Z & OXA 51 kK W Aby7r 5 A X, o HLA-G
151610696 G/G .rs371194629 Ins/Ins {v; 25 5 OIPN () & A=
AU HE AR G

Palugulla 25" 45257 OXA ALIT 1911 1k 18 98 8 3
P32 20, K B CCNH % [H] 152230641 (OR=4.64,
95%C1 A 1.58~13.62, P=0.002) Fl rs3093816 (OR=
2.36,95%CI 2N 1.05~5.30, P=0.033) {1 5 5 2 ¥ OIPN
P R A SR ™ R B ) S B R O

b EBERGE 2N 2 OIPN B G &

KA KCNN3 JE B CAG EER P A K E LA, B JFeidk. BB IEFIGIRIFR Mg R g T35 1.
F1 EARARPERZEMES OIPNBEX R E S5
. . OIPN %4 OPN4L R4l " ; HELE "
B rli A OPNIw i) BERN gy e R oRCl) ;P
ABCC2 1s717620(C>T) e 2~3vs.0~1 n 60 YNl S 1.98(0.88~4.45) 0097 [14]
CTHTT 16 )
1s8187710(G>A) G/G 2~3ys.0~1 30 67 EXA el 1.19(046~3.11) 0 (14
GIA+A/A 8 15
ABCG? 1s2231142(C>A) ce 2~3vs.0~1 29 64 EXH g 110(044~2.75) 083 [14]
CIA+AIA 9 18
ABCBI 1s1045642(C>T) cre 2~3vs.0~1 9 19 EEA g 097(0.39~241) 0951 [14]
CIT+IT 29 6
SLC31AI 1s10981694(T>G) 7 2~3v5.0~1 2% 59 EXA S 1.50(0.66~3.39) 0333 14
TIGHGIG 14 bi]
SLC2A41 15628031(G>A) GG 2~dvs. 1 10 18 Gl S - 0491 [19]
GIA+A/A 4 19
15650284(A>C) AA 2~4vs. | 9 b M i - 0616 [19]
CIA+CIC 5 10
15683369(C>G) e 2~4s, 1 1l b I S - 1000 [19]
GIC+GIG 3 9
GSTPI 103(1e>Val) Tle/lle I~4vs.0~2 4 8 Lt EEL 245(130~4.62) 0004 (4]
Tle/Val+Val/Val 23 18
DPID 1s1801265(T>C) TIC+CIC 3~4vs.0~2 3 - vl & 458(-) 0050 [23]
T 49 -
YRCCI 1523885(G>A) G/G 2~4ys.0~1 18 11 B e ] 0.56(032~099) 004 28]
GIA+A/A 3 119
125487(C>T) e 3~4vs.0~1 5 25 bl S - 0005 [30]
JTTIT bi] B
SCN4A 1s2302237(C>T) e 1~3vs.0 59 15 Tl S 262(1.15~6.01) 0010 [34]
CTHTT 110 16
SCN9A 156746030(C>T) ce 3~4vs.0~1 bi] 4 (3%} itk 039(0.16~0.96) 0.041 [33]
CITHT/T 2 5
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&gkl

o o OIPN %4 OIPNgL R4 S . EES ™
HH L SR (OPNSLw HEA)  BERE S MR Tl RS , 2L
SCN94 153750904(T>C) CIC+CIT 1~435.0 35 19 i S 0.008(0.002~0031) <0001 [36]
7 4 110
1512478318(T>G) GIT 1~4vs.0 15 6 G| i 0.125(0.025~0.608) 0010 [36]
T 2% 13
1s6754031(T>G) TIG+GIG 2~3vs.0~1 57 62 g & i 045(0.22~0.77) 0.005 [37)
7 7 36
SCNI04 1512632942(A>G) AA 1~3vs.0 134 - G| el 2.044(1.231~3.392) 0006 [38]
AIG+GIG 185 -
156800341(T>C) T 1~34s.0 5 13 Wl B 142(065~3.13) 0380 34
eI 1 18
KCNN3 CAG B B <19%chiE, 2190 /8 2~3vs.0~1 15 9 biRE] i - 0850 [41]
Hik) kK 37 2%
HLA-G 151610696(G>C) C/GHeiC 3~4v5.0~2 6 N JiRE] el 8.78(1.50~51.44) 0016 [4]
66 g wih
15371194629(Ins > Del ) Del/Del+Del/Ins 34 ys.0~2 5 X aE] Tl 549(121~2485) 007 4]
Ins/Tns 5 A1
CCNH 152230641 (A>G) AIG+GIG 2~3v5.0~1 4 64 FE T 464(138~13.62) 0002 [44]
AA 36 124
1s3093816(A>G) AIGHG/G 2~3vs.0~1 29 162 FIig et 236(1.05~5.30) 0033 [44]
AIA 1l 2%
3 RES5RE 2% I fif i , GSTPI 1lel05Val, DPYD rs1801265,
TEALYT B OIPN (19 & 2k, % T g g 35 i By SCN4A 152302237, SCN94A rs6746030, SCNI10A

FEEANG R GG B E ST 2GS R AL 2 1
TEITVEA B T AR 152 4% B M 2w #500 OIPN, LA A%
R 8 2 AT 58 O SR A P A T A R G
fio M, AT T3 10 4R 7E OIPN AH G 3 [H 2 25
J7 IR e

X T i A Z A8, DLEM N
ABCC?2 15717620 5 OIPN AH 5" i fie 7 F 52 & PEH: 5
OIPN A 77 76 A & 1 5 Al i, 56 F 4ABCC2 rs8187710,
ABCG2 152231142, ABCBI 151045642, SLC22A41
rs628031 ,rs650284 . rs683369, SLC31A1 rs10981694 A
D7 5, BB iR 98 & B L5 OIPN th ¥ A7 & 38 A1 Gk o
OCT2 ,OCTN2 Fl NHE I 78 Z:mb i 55 Hh ¥ Wk 52 vl g 5
OIPN AHC (Bt = — & WUFEA S g0 E , HLIA 5 75 I R A
FEHINAIESE

Xof B T AL PR 2 AP DLTE A0 R S 5 b R B
KCNN3 FEH 228540 5 OIPN AH G, {HIE AR5 Hh AR RE S
UE_FIRZER

X T OXA RN DNA & NaV 5L 224
PE, B AT E A K A 58 B 25 AR i il 5 X (GSTPI
Ile105Val , DPYD rs1801265) . DNA & & #& [Al (XRCC1
rs23885.1s25487) NaV %: K (SCN44 152302237, SCN9A
1s6746030 ., rs3750904 ., rs12478318 ., rs6754031, SCN10A
1s12632942) 5 OIPN fE7E FH i A AH G . [RIBS, o A5 BF
5% % W, CCNH 152230641 . 153093816 UL M HLA-G
rs1610696 ,rs371194629 5 OIPN [ & A W ZHH
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1s12632942, HLA-G 151610696, rs371194629, CCNH
152230641, 1s3093816 5 ™ H OIPN HY % = A 3¢ , i
XRCCI1 1523885, SCN9A4 1s3750904, 1s12478318,
rs6754031 5 OIPN KUK F I 6.

HHEE IR R AL, 5 SERE T N S UE bR R A
A B TN K RE o 94, W] A AR ST I X % 52 FOLFOX/
XELOX J5 S WY R8T 8 & JEAT 3 R 23 8L, JF J i pr Al
OIPN I/ #EAT (M RE DT , TR i — R 5 A e
22 BN X TSI - H RTAS DR 07 3h— T4 X
45 H g B 1 OXA M BEIE S 2 W) BE DA AH 205
5 TE S OXA FHZG A XU T . R PR 3542 XU
G DN B 2 PR DR 5 ) T v AU F8 5, T 2B R
OIPN i A XU BEAR AR 07 58, BR 5 8 E S ) 4
LR, B AR OXA i, LIS B PR KA S
F/MEBIARACIR ST F bR ; A ATV 3 A & LSS
TECLIHE A A, IR SE DR BT BOAH DG IR , AT i i
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