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[ Abstract | Objective To investigate the possible relationship between the single nucleotide polymor-
phisms (SNP) of TNF-a and the susceptibility of oral lichen planus (OLP). Methods A total of 151 OPL
patients (including 81 erosive OLP and 70 non-erosive OLP) who were identified in our department from April
to November 2010 and 143 healthy controls who received physical examination in Tiantan Hospital , Beijing from
July to October 2010 were enrolled in this study. The polymorphisms of TNF-o. —308 were detected in the 151
OLP cases and 143 healthy controls by using the PCR-RFLP technique. The genotype and the allele frequencies
were analyzed between the 2 groups. Results There was no significant difference in the genotypepe and
allele frequency between the OLP group and the healthy control (P >0.05) , but was found between the erosive
OLP group and the health control. When compared with healthy control, the allele frequencies of TNF-a —308
* A was much higher in the erosive OLP group (P <0.05), and subjects carrying the TNF1 genotype had
significantly increased risk of erosive OLP (OR =2.268, P <0.05). Conclusion  The polymorphisms of
TNF-oo —308 may be not a single dependent factor associated with the susceptibility and development of OLP,
but the TNF-a =308 * A allele might attribute to deteriorate OLP.
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i 1L 25 56070 B BF 58I 52 R R SE N T
(TNF-o) JLoE-2 5 T OLP 4528 % s AL o (1 BT 45 36
AR AN T Ok AN TS AR, 5 T
EL4i A 5] b R LSR5 S A O A M R T,
i NF-kB [ IL-6 \IL-8 LA}z TNF-o A B [l ik, 1
A% OLP 1% 2 A S5 kB it 2k 5@ A58 Hain
1B PET e LY gt —2 ] OLP %5 14 G sid it
TR, A F 55 2R FH s 610 BE %) 7 125, 5 TNF-a — 308
PSR IR Z 0 5 P 7 5 88 9 AH DG M Ao 25

W o
1 #RESFE

1.1 —f&%H

PHA 2010 4F 4 - 11 AEdbat OB EREFHEBH 2 (SR
AR B C I FR R A7) 26 2 WO 1 OLP &35 151 4],
PG EERE R 81 ], AR BEKA L 70 1], Horp B3 65 B3], Lo 86 fl,
AR 18 ~75 % o HEBRARHE : DA I HA 1 s Fh R 8 @K
FHRUA IR 25 LA 155 10 2R GE PR (N B B S P
PR O ML BT KGR 5E) ; A e RGP L ; DNk
259 R TS S AR SR R & 4 ST LY T BE 5 1R B SE AR SN
H ORI HFLEIA L, BRI 143 i) 1E R P R
Xif e LT B 64 B8], 2ok 79 B, AR 16 ~ T2 & I IR AR Ok
JEF 2010 4 7 — 10 H 703l Kz B B Ak v O ARG 11 fk
No TRGIAFN B MR AE R TSR T2 2EF (P >0.05), %2
KE BB RE A
1.2 # K DNA 63 R Fe ik M| 2

FRBIHIIR 3 ml kL, & ACD HLsER| i HiseE b,
-30 CUKFEPRAE, FH TR AL 3L 4] DNA 3 G S 2 V5 il
¥ OMEGA /A 5] E. Z. N. A 2:[F 4 DNA 32257 & ( Genomic
Blood DNA Kits) 425252 1% DNA ¥4l 1 DNA Bt 5 pl & F
— Eppendorf £ it fIIJCTHZE /K 2 100 wl, MY 66
W D(260) 1 D(280) , DNA ¥&J& = D(260) i x 50 x #i 4%
$0/1 000 pg/pl; i D(260)/D(280) {Effii1 DNA #e i,
1.3 TNF-o —308 42,5 & B % & M40

HUOME 1L 2 DNA J5 , F PCR-RFLP J7 46 TNF-o — 308
PR B Z 2. ¥t BES1 %4 5'-AGGCAATAGGTTTT-
GAGGGCCAT-3', FiE51 %)% 5'-ACACTCCCCATCCTCCCTGCT-
3", PCR P BEMGHR 2500 WiAs £ 94 °C 10 min, 94 C 1 min,
63 °C 1 min,72 °C 1 min,40 PMEH, & )5 268 72 °C 10 min,
RN BARFL 25 wl, N7 DNA 84K 1 pl, Tag i (1 U/wl)0.5 pl,
MgCl, (25 mmol/L) 1.5 ul,10 x Buffer 2.5 pl,dNTP( 10 mmol/L)
2.5 wl, EFHEE (100 wmol/L) 4% 1 pl, 31452 B Bt PCR
FEH) 10 wl 4 Neo | BEF) 2 ~3 h, BV P24 5 wl H & Goldview
BT pl ) 2% BEARHEEERC LYk 1 h J5 , ] Bio-Rad $EE K 1%
OIHT RGBT T 4

TNF-a —308 {7 5 PCR =424 116 bp, %5 Neo | FiU) 510G
96 bp 1 A~ Be, JIE Hy GG B np= A 116 .96 bp 2 4~ H B,

SN GA B 4= ToAE Ak, 471k 116 bp, Jly AA B,
1.4 %t oM

TEH X R 2H B ] 20 3 34 47 Hardy-Weinberg 5t 1% £ 6
B s A 2 45 37 51 DR RS S S (0 B DA R, D X K 3
BIFLELIF 2 57 5 92 5 {3 4 PR A1 X 76 6 B A% 318 Odds Ratio
(OR) . 95% AT X[ 450 UM BE S K H (o =0.05) .

2 HR

2.1 AR A b RE

TNF-o — 308 i f5 k% A 3 Fh 5L [H AL GG A4l & F
(96 bp) ,GA BIZ 4 T-(96 116 bp) , AA Iz &4 T (116 bp) , WL
EIIO

M 1

300 bp—

116 bp—,
100 bp—
96 bp~”

M:DNA #4741 .3.5.8:GA A HA ;2 4.6:G6 ARHA;7.AA ARA
1 TNF-a-308 s B ks R

2.2 Hardy-Weinberg 3 1% -F #7 T 446 3

TNF-oc — 308 i [R] 751 4 ) 4 1309 B2 {8 G 8 35 1 22 5%
(P>0.05) 4G st i i, I 191 2 BoonS B2 X Ry Bt AL
NBE, BARHARRIE(R 1) .

F*1 FBANKEMFEZFZE Hardy-Weinberg F& 517
TNF-« — 308 EBERLHS OLP i il 2H 2 X HEZH
FEEM s WO SRR PG SRR PO SRR O

JBERATI OLP

GG 63 62.2 62 62.2 125 124.3 127 127.4
GA 16 17.5 8 7.5 24 25.4 16 15.1
AA 2 1.2 0 0.2 2 1.3 0 0.4
P 0.618 0.257 0.461 0.502

2.3 TNF-o -308 13,5 & B % & M5

2.3.1 2 IR RS A R DU AR M HEE TNF-o - 308 fif
AR IR Z A ETE OLP LRGN 3 FhJE AL, L GG 4 1
TR R 2 0. (82.8% ) ,GA 4y TR Z (15.9% ) ,AA 4145 T
BRI (1.3% ) T % BRALrp RGN i 2 R R 5L, GG 4
BT GA 228 TR, SN FFNRS ML G F0
BB Z W, AR OLP f I IR 32 B, % L 43 Sy B8 £ 7Y
(eOLP) 5EBERA T (neOLP) |, BEL2 T i 7 E 8% GG 4l TN
TR G EART X B, T GA 244 7 JE 0 It 35 v T xf BB 4
(X' =7.371,P=0.025) , BAUA I 2 ] AA 2li4 75 3 R 35
B2 T iy - 25 B R 5 S0 R PR ST 4 SR S A S
DRI 97 191 20 v R 0 5 0 2 v T4 R4 (X =6.104,P =0.013)
A A5 L e R 5, (7 e PR 0 3 20 ) G G L 14 T S 22
2(P>0.05), W2,
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R2 FHATNF-o-308 EERBREMERRRNSf[n(%) ]
FER Y RIS
GG GA AA G A
OLP Jiffl2H 151 125(82.8) 24(15.9) 2(1.3) 274(90.7) 28(9.3)

205 n

eOLP 8l  63(77.8)216(19.8)* 2(2.4)2 142(87.7) 20(12.3)?
neOLP 70 62(88.6) 8(11.4) 0 132(94.3)  8(5.7)
ERNTIR 143 127(88.8) 16(11.2) 0 270(94.4) 16(5.6)

a:P<0.05, 5 E 3B

2.3.2 TNF-o JERALY OLP IR fERG BE oA BERRIBL Y
AN RS 2 HT & B0, TNF - — 308 {37 5 TNF2( GA 7 + AA %) /&
JBE S R et T 15 B 1 A B 1 S TNF1 (GG Y ) 1y 2. 268 £5 (OR =
2.268,95% CI:1.084 ~4.744 x> =4.716,P =0.030) ; S5 {2
JRURS: 23 S s 45 A S0 DR R SR BE 2 78 OLP ) A X
KU b 0F % N 2. 377 45 (OR =2.377,95% CI = 1. 194 ~
4.729,x* =6.104,P =0.013) ,

3 g

TNF-a J& FE BB R EMMEE T, HIEF G 37
XA R 2 A MEAE R B I — BT JLAE
RAFFE A o WFFE LR TNF-o - 308 {3755 G/A HiA%
TR 2 S E S e MR JERGMERRR iR L R B A
Je HESF RN A5 A 5%, ] LA S ) i 6 5 i i B O R 1 R
s g4 TNF-oo % £ 5% 040 M. T 40 i
LC 4 A A= 24 300, #2278 TNF-o J& OLP Jg it A
FHELANML T, OLP H £y 5 i 440 it BUE 2 V2 Vil ok £ 4
M R RE A A, IR R ] i B B 53 TNF-o il
S, AR G PR SO, FE AL S T-0R L 40 5 AL 3
FABUY A A K 55 2 BRSO 40 ifL CDla A1 HLA-D
Feik ARVEALAE SR IS DU AN L RS SR
16 OLP H iy G0 338 i g v 4% 75 S8 (%) 8 15 V6 i X
OLP 1 TNF-a 5T KA B T3t — 24 T i H & AL
il R RIBIT ik

TNF-a ZE K2 2 676 bp, 17 4 A4 5+ F0 3
MNEFLALT 6 FY ik p21 I, A F HLA
WAL, H T TNF-o A2 10 2608 17 76 20 M 7Y T 2
TE 32 B A B R , i PR 3h 7 X s g SNP
HABREMNE L. BEX T TINF-o R 3F25
PERIBFSE , K25 T - 308 fii s, —308 fi s i T
5", JB& TR AR X AFAE ARG S B A W AE R 1R
FHEODL 5, U0 AP-1 (AP-2 CAMP ) W Jef445 ., F A
PR B A0 A A X 4, i L - 308G il —308A
TE TNF-a /K R 25 57, WF 98 — 308G/A Z 812
RERE o WS W] TNF-a — 308 i 5 (1) 2 2P T RE 2
32 R 1) 32 3 , 1E T 52 0 TNF-o (7= 010 — g
AN, A S5 KL R RE S 1 58 TNF-o A% 5%, IF H 5%
i A 7 R R R R T TS A SR, T G S8 FE R AT
fE5 KK TNF-a 5 5%, 7E TNF-a % ik KF E

~308G/A Fil - 308G/G 2= 5, - A Al fE & MHC
PRIV 1 B . A WS, - 308A 4l &+ F
HLA-DR3 4b FiE PP HRR SN, 35 T TNF-o 7330
5. H A iE, JGie HLA-DR3 ( +) 46 &
HLA-DR3( - )4, —308G/A 244 TMA& TNF-a 4330
#OETFRY, 278 HLA-DR3 AR B ASATRES| 2 - 308G/ A
FAF TNF-a 95 2535, 15 HLA-DR3 47 1) TNF-
ik, TREE T - 308A 4li G F %,

BN I V- 5 B B 3 AR AT LG PR 2 B Ay BB A
TUZH FAEBERZ T AR T OLP JRi 3 48 S IO Y A [
JUERERE . R INEE S RYZ T A FE N RN A R TR S
PIEER SR A E S X AMLL YA B EEER
(P<0.05), GG &fi&1-Fe PR B S5 R fg 5K T X B,
1M GA Z 4 T3 PR I 35 v 0 B4, LA 1) 2
AA 4l A 735 DR Ay BE A R o - 5 B AR A R
TR R A AT IXUBS: 79 B & B, TNF- — 308 TNF2 i [H
IR eOLP [ XU S TNF1 1) 2. 268 £, #547 A S 3%
DR A AT R BB A2 T8 OLP (ARG RURS: Ay 1E % A 2. 377
5 AHAEIEBE LT OLP v, 35 PR R 1 o3 1 55 o7 I R i
REN A L B R (P >0.05), /3R
TNF-o =308 s A 2537 3 X Al fil J2 i ~F- 55 8% J) 30 A 0
SN E A FE R 2 —

ORI, 5B Tt T~ 25 2 5 402 AR 4 R e R e 7 2
(RS HIHR , S0 21 TNF-oo — 308 47 s Ay 32k PR 750 1 45
PEFER AR AT 5% R A L S T B 22 R (P >
0.05) ,#/~ TNF-a 3£ [H ) 3 71X - 308 {7 45 ) 2 &
AT BEAS &5 OLP (1) — Nl S7 R 2R, 434 vl Y iR
G : O ANBEH TNFL 5 0L, TNF2 550, A8 5256
4 - 308 35 G S5 N 5 90. 7% , TNF1 S5 3 K 45
Z0.828; A FFA KA 7 9. 3% , TNF2 45 {3 K& R4 %2
0.172, 78 TNF1/1 i & F A8 5 B R 2 800 1% Bl
T, K5 OLP f83% TNF-o - 308 {37 £ SNP 5 1E % A f¥
IIAT R 2 AWK IREA R . @TNF-o 25 31
[X SNP i 43% - 1031 (T—G) . - 863 (C—A) . — 851
(C>T), -419(G—C), =376 (G—A) , —238(G—
A) . -162(G—A) Jz —49(G—A) %, XL 55 SNP
WA AT RER W TNF-o (17~ 5 M T B8, OFE M H A A%
A AR N, — 3k R 22 285 X6 4 it R 1) 5 i) £ mT
RER AR N R P ss . P2 R BIRFIE 8 X i 7
KEW TAE HERAR — 350, A 15 BRI, X
ATRERE S AR BB 56, J34h, T INF 3
BT 6 XYl HAT & B 2 A EE A ZUHE
PR AR R (MHC) X3 (6p21.3) , 5 HLA i) 4
PO AR AT 1 R P, HLA (1 3% B 22 745 1 1 5% 1
TNF ()35 M, [ TNF S 228087 OLP 1k 4E V&
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