9523 %4 4 RET@EIMIZRE Vol.23 No.4

2014 4 4 A Chinese Joumal of General Surgery Apr. 2014
E 2L o
SRR 10i:10.7659/j.issn.1005-6947.2014.04.020 © KEIREFR -

S _ﬂ" :F,

. a.r*_.. http://www.zpwz.net/CN/abstract/abstract3856.shtml

AN E 16 BRSNS AHEL RRRLER

B!, EFR, JLER, FE4EC

(1. LWABFTTE-ARER @5, L&k FT272011; 2. FTESFR LESFHTFE, LA FT 272011)

 E EH"J: TV B LR FE DUE K s (CRC) B AREh, 1L-16 JEH 280 5 KW & K E R .
% 1€ 164 5l CRC A 121 2@ IAS AR b, SR ATICKR B A% %88 PCR ( ARMS-PCR ) J7 ik Xt
TL-16 ZEHFFHI A1) 2 AN IR Z A E (SNP) 7 55 rs 11556218 Fil rs4778889 47 FL K 4314 | 43
BTIZ 2 A0 053 1) 55 o7 B DRSS % R P L 40 A 55 CRC R KURE I G &R
R 15 CRCBH D, rs11556218 (1 T/G 45 {i7 K PRI A2 1K (R 280 43 A 55 0F B 1) 2 S35 e 2 R X
( P=0.021725, P=0.001033) ; rs4778889 () T/C 251 Fk P 4R % 3 K U 43 4 5 1F 8 % IR 20 i 22 %
G247 L (P=0.057 946, P=0.064229) .
i IL-16 9 1s11556218 FEHE Z B ST GES CRC 1Y 5 BPERS Ay ¢,
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ABSTRACT Objective: To investigate the relationship between interleukin 16 (IL-16) gene polymorphism and risk of
colorectal cancer (CRC) in Han nationality population in China’s Shandong province.
Methods: From 164 CRC patients and 121 control healthy subjects, two single nucleotide polymorphism
(SNP) sites, rs11556218 and rs4778889, in the IL-16 gene sequence were genotyped by means of amplification
refractory mutation system (ARMS)-PCR. The relations of the allele frequency and distribution of the two
polymorphic sites with CRC risk were analyzed.
Results: In group of CRC patients, both the T/G allele frequency and distribution of rs11556218 were significantly
different from control group (P=0.021 725, P=0.001 033), but the differences in the T/C allele frequency and
distribution of rs4778889 had no statistical significance versus control group (P=0.057 946, P=0.064 229).
Conclusion: IL-16 1s11556218 gene polymorphism is probably associated with the increased CRC susceptibility.
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KIm¥EE (colorectal cancer, CRC ) M R N 45
M, R WA AR, PRSI, K
I TE R R e b B A 4 00, ERE R SE R R
o7 585 2 06 1S 20 45 3k K A 1) & R AR B ARG TN
[ B 2 2 35 A1 i 3 1) AR ek P BRI &
o ML) 1 A 5 2 L 8 7 35t 4% R 3R A 0 R — s
e oS R Tt SOl S

HAMEA 2 16 (IL-16) & —FP AT 45 K+,
HEAMBENE (L) 1, 6, 8, 11, 17 MEA
FJEHF (TNF ) S5kfiv 2 A1k RAE 7 1, s
A0 R ] 5] 4 B e U S R, LML
AJ R LA A PR e B ) AR Ak AT 52 e 2H 2R A A
i e 4 e A R A AR, AT HE B S R AE
BT TL-16 B gmfis 6 A T A 15 S @k K
15q26.3, 4K 17 kb, f4% 8 4 F X 3 7,
o — gy MO B OB R R AR AT R RE N T 5
RE ()5 F2 b, JRA5 3k 48 R RE PR 76 B 98 S A B vh
n] e B 25 B 5 O R A0 e AR, AR R Y
KR R AT RE R B R A E . e T
WoR, fE1L-16 FEH g X, fFEfA 24
LML, BT LI TL-16 M55, M 1
B AR 1 25 5 1

Hir, XFIL-16 WSS KBEXRDY
W 5 e v 1) AR o ad i = AH G 0 B0 il . AR B

9% % B IL-16 1 2 4> SNP i # (rs11556218.
rs4778889 ) YE MW X 4, KT H 5 KImiE &
I KU R 26 &R o

1 ABSHE

1.1 MRITZR

M 2010 4F 1 H—20114 12 A, WHEILEE
rT s — NRERE MR 57 B2 Be B s = B
W AN K I g B 164 9], Hod 55 92 4, 4 72 il
B plh 1.28:1; FHEWR 56.3 %, 121 fi i
FREXT B IR B [ IRk i R T, B 65 B, Lotk
56 i, B BIh 1.16:1; FIHER 49.6 2, FF
A BT B 34 TG i 2 Y A R
1.2 ARFiE
1.2.1 DNA# R P M@ (EDTA)
PUBEIM 4 mL, 7355 B AZ A0 )5, & i KIE Ak,
ATk, 4ifk DNA, 5.
1.2.2 IL-16 # SNP 4 % (rs11556218,
rs4778889 ) &9 A& B A A m R FH i K BH A R AR
PCR (ARMS-PCR) KM, I Gao % " ik 1K
ST S, ZHE BilERRAEY A A A TEA . 5l
Y E 1 AT REIFEs1) o

&1 SNPLLRmI5I#F3I

Table1 Primer sequences for SNP sites

SNP {7 14, 51951 P
1511556218 5 5'-GCTCAGGTTCACAGAGTGTTTCCATA-3' 1
TSI 5-TGTGACAATCACAGCTTGCCTG-3' P
154778889 WS . 5'-CTC CAC ACT CAA AGC CTT TTG TTC CTA TGA-3' 5301
TWs1¥: 5'-ATA CAC GCT GGT TCC TTC TGT-3' P
S L5 5'-TGC CAA GTG GAG CAC CCA A-3' 796 bp

US4 : 5-GCA TCT TGC TCT GTG CAG AT-3'

1.2.3 PCR AL m&#  RMWAF 10 pL, B 100 ng
LA DNA, 43 5 il A 1 pL 10 x buffer, 0.2 pL
10 mmol/L. dNTPs, 1 uL 25 mmol/L MgCl,, H
W E TSI 5 pmol, [ FHEH X G4
0.6 pmol, Taq i 0.5 U, Nl JG T MK ML S B A&
o PHEZMEN: 95 °C 3 min, 95 °C 1 min, 58 C
50 s, 72 °C 1 min, 30 PME¥; 72 CLEAH S min,

© WA )3 i [ & F A F A EFH

PCR W45,

1.2.4 #%E 5% W PCR WY 8 ul, £ 2%
BN U v K SR FH R I AR R G B R 45 5
M E A HB KA, WoAHS T 2 & H
AT, W 28 5 T o SR 56 BN 7= 1 1) mT
XFHB A W HEAT T HE PRI
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R SPSS 17.0 G ik B 4T X2 Ko, IF
1 % 22 A% IE 38 Fisher's K5 B0 K 50 . 22 1 b 4 A5
JH Bonferroni 7488 1IF P {H, Bl Pc = Px FfLLEHY
S JEP AL IR H . Pe<0.05 BHAfINA 88112
=55 R AR 4T Hardy-Weinberg (HWE)
PSR B s T4 O RO L (G odds
ratio, OR) XU 95% W {Z X4 (95% CI) .

2.1 rs11556218 5 rs4778889 i S EE & &
i PCR &%
 rs11556218 M54 B4 0 =i B4 171 bp,
HIAEAS R R SE R AEAS X =8k 796 bp,
MAEFAEREAT (K1) .

1031 bp
800 bp
700 bp
600 bp
500 bp
400 bp
300 bp
250 bp
200 bp
150 bp
100 bp
50 bp

B 1 rs11556218 5 rs4778889 fi SR EEEE! PCR &
7= 490 B B i 1: 1s11556218 (TT ) 4li4F R Y,
2: 111556218 (TG ) % & & A #Y; 3: 1511556218
(GG) 4liBHEKIR; 4. 154778889 (TT) 4lif 3 A,
5: 154778889 (TC) Z4AHEHAY; 6: 154778889 (CC)
AR, M. 50 bp DNA Bl

Table 1

796 bp

280 bp
171 bp

Electrophoretogram of PCR products of the
different genotypes of rs11556218 and rs4778889
1: Homozygous (TT) genotype of rs11556218;

: Heterozygous (TG) genotype of rs11556218;
: Homozygous (GG) genotype of rs11556218;
: Homozygous (TT) genotype of rs4778889;
: Heterozygous (TC) genotype of rs4778889;

o O ]

: Homozygous (CC) genotype of rs4778889;
M: Generuler 50 bp DNA Ladder

2.2 rs11556218 5 rs4778889 fii S I L &
EAfMEERERER HME #&1
X} 164 ] CRC & K& 121 44 1F % % Ig % — it
TP AL, B AR AR B 6 DI AU R .
TS DR B A A 25 R TR, R B PR AR AR A

© M AIE F 5 & B ITH

AT 2x2 XK, KIAE CRC 4 T/G FE [ 5 45
ZH B FXTER4] (P<0.05) . CRC 415 % R4l
HME x> #3625 J 2 0 B A BRI R M (P>0.05)
2.3 rs11556218 5 rs4778889 i & 5 CRC

KX RS

XK B 45 R oK, fE CRCH H O,
rs11556218 Ay &5 {7 3 (R Ji 3R Fn 3 (R & B % 5
XF R 4] 25 A it 2 B L (P=0.021725,
P=0.001033) , #& /8 rs11556218 5 CRC 7% 1&
KM, rs4778889 1 A A0 FL PRI 2R 1 KL R R A % A
CRC 4 5 X B R o g8 127 22 5 ( P=0.057946,
P=0.064229) (#£2) .

%2 CRC @Ff B A rs11556218 5 rs4778889 fi 5
HEMERMEMEER S
Table 2  The allele frequencies and distributions of rs11556218
and rs4778889 in CRC group and control group
SNPfii CRCH4l Xl 2 p
A () (%) X
1511556218 HE[A 7
TT 22(134) 38(314)
T/G 118(720)67(554) 137514 0.001033 —
GIG 24(146) 16(132)
Ee|
T  162(494)143(59.1)
G 166(5.06)99(409)
14778889 S
C/C 124(756) 76(62.8)
C/T 35(21.3) 40(33.1) 5409 0.064229 —
T 5(31) 5(41)
SFALEED
C  283(86.3)192(79.3)
T 45(137) 50(20.7)

OR (95%CI)

52677 0021725 1480 (1.058~2.070 )

4.8314 0.057946 1.638 (1.052~2.549)

3 i it

CRC B3 K H HI A 58 42 e B, — b5y )
AR 4t R 5 TR 2 FE CRC I & b A7 &
PAER o AWFFEE L3 HT TL-16 FEH rs11556218
rs4778889 i s N Z S CRC Z B X &R,
KHRVE IL-16 7 CRC B ifE . 4R kI,
rs11556218 9 T/G 3 P AU () 4l % 7E CRC B34 21 B
WE T IE X IR, #2278 1s11556218 5 CRC &%
1) 5y T B VDA K

T IL-16 & —FMZ RN HEF, =5
T LR S E M 5 R ) kR e T g
HIFH A5 TR A=A K, — i, 1L-16 1
Sy — B Ae TR F, R LR 2 RO AR AE BT
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TNF-a, IL-1b, IL-6 FHA%H T 174, XK
TR AT A2 5 I i R A ks s — 5 T
IL-16 1E4 T 40 i 36 Ak i 98 1 B, R s m] ol
A I ) B AN i S . B s TR
S, TL-16 B 5 S M KL F o (TNF-a )
Ik, AT ARAE N T TNF- o 1640 8889 24 77 5 1
TR EAEENEMNCH AN, FX e —
A UEW] TL-16 76 MR 9 &8 5 R R il S A —
MIAEH

AN, TL-16 HFZEMER S5 T 28 RAE
Vg 5 A B kg k. AR SR
SEAE v E OB, rs11556218 T/G Hl rs4778889
T/C R ZE NS ZAEEARRE (SLE) Mk
95 53 JPE A G ; rs4778889 T/C 3L £ 4 pEwT LU
HHN Graves 5 HIPENG 2 BHE . B A WFoE W HIESE,
rs11556218 T/G K& X 22 25 1 nl 34 hn i 9 09 & 9 K
SR, A UL REER, R 1L-16 MEH L EES
ST@ﬁmmﬁwmzﬁkﬁﬁﬁﬁSWE%ﬁ
o AL

TEARSZE R, rs4778889 T/C 5 {0 A5 K 7E 4 21
R Lg%, X—45 85 Azimzadeh 21"
R A A 225, ATREmRE A . (1) IL-16 5L
LA A B PG A X 25 55 (2) XA 4 e
FKnA AR, Hitk, AT HEFR R IL-16 £ K
ZA&MS CRC WA M, #-47 R i br A B A H#E
A 5T I+ B
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