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hEEEISBYA HAESE MM RE EFNEEIRFTEXIBESZE U IRZHB AN A h S4B A,
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Abstract; Objective To investigate the interaction of gastric helicobacter pylori (H. Pylori) infection and polymorphism of toll-
like receptor4 ( TLR4) gene G11367C and nicotinamide adenine dinucleotide phosphate ( NADPH) oxidase gene His72Tyr in
idiopathic osteoporosis in adults (I0IA). Methods A total of 160 IOIA cases and 160 healthy controls in our hospital from May
2011 to July 2015 were selected. No significant difference between the two groups in age, gender, ethnicity, and place of birth was
observed. The genetic polymorphisms of TLR4 gene G11367C and NADPH oxidase gene His72Tyr were analyzed using PCR-RFLP
in peripheral blood leukocytes from the cases. '‘C-urea breath test (' C-UBT) was used to test “C disintegration per minute
(DPM ) for evaluating the infection H. Pylori. Eligible participants were personally interviewed using a questionnaire.
Unconditional logistic regression model and single factor analysis were performed to calculate the adjusted odds ratios (OR) and
95% confidence intervals (95% CI) of G11367C and His72Tyr polymorphisms and H. Pylori infection, respectively, and to
analyze the interaction between nucleotide polymorphisms and H. Pylori infection. Results The frequencies of G11367C (GC),
His72Tyr (HT), and His72Tyr ( TT) were 70. 62% , 35.00% , and 36. 25% in IOIA group, and 28. 12% , 13. 12% , and 13. 75%
in control group, respectively. The difference between the two groups was significant (P <0.01). The risk of IOJA significantly
increased in subjects with G11367C (GC) genotype (OR =6. 1442) , His72Tyr (HT) genotype (OR =6.7773), and His72Tyr
(TT) genotype (OR =6.4737). Combined analysis of the polymorphisms showed that the percentage of G11367C ( GC) /His72Tyr
(TT) in IOIA and control groups was 25.63% and 3. 75% , respectively, with significant difference between the two groups (P <
0.01). The people who carried with G11367C (GC)/His72Tyr ( TT) had a high risk of IOIA (OR =39.5731), and statistical
analysis suggested a positive interaction between G11367C (GC) and His72Tyr (TT) in increasing the risk of IOIA (-y, =2. 0887,
v, =1.9856). Likewise, there was also positive interaction in the pathogenesis of IOIA between G11367C (GC) and His72Tyr
(HT) (y>1). The frequencies of 100 < DPM <500 and DPM =500 were 28. 75% and 40. 63% in IOIA group, and 15.63% and
11.87% in control group, respectively. The difference between the two groups was significant (P < 0.01). The risk of IOIA
significantly increased in subjects with 100 <<DPM <500 ( OR =4.4463) and in those with DPM =500 (OR =8.0238), The IOIA
incidence of DPM =500 was significantly higher than that of 100 <DPM <500 (P <0.01). Statistical analysis suggested a positive
interaction between H. Pylori infection and G11367C (GC), His72Tyr (HT), and His72Tyr ( TT) in increasing the risk of IOIA
(y>1).Conclusion These carriers of G11367C (GC), His72Tyr (HT), and His72Tyr (TT) genotypes may have a high risk
of developing IOIA. These gene genotypes can interact with H. pylori infection in the pathogenesis of IOIA. Therefore, effective
prevention measures for IOIA should consider eradicating H. Pylori or regulating gene expression.

Key words: Idiopathic osteoporosis in adults; Toll-like receptord gene G11367C; Nicotinamide adenine dinucleotide phosphate

oxidase gene His72Tyr; Gastric helicobacter pylori infection; Polymorphism
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W AERZANEAMEN, AR B EF AR E RGN
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RITEEAE KRBT TLR4 F1 NADPH 4 4L B BX
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1 BE5TNZE
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W 201145 F ~2015 487 AERKIIEH
55 IR ) TOTA #hi2 B & 160 i, JC B AR AR | HOIR
FR T ERREE ARHEN JE EEERH
EXRBHEXT R ERFEZHRBREERER
BMERAME R, ARSI RE RGN, AAB R
KRB —-RKRKL, RETMAEYFE ARG, I0IA
RSB ERESERAEMNMNET®RER>S
2011 4E 4 2 B9 JR K T B BB A E 12 36 35 15 (2011
)T, X BB K 160 R 9 e R AR B G 4 4
PR ( £3) M5 BB 1 18X, ¥R
ERIERILI0FRU L, KA (B &)Y
7 97:63 $il;I0IA HAEH 19 - 50 %, F 15 (38.27 =
7.46) % X BRA R 18 - 49 %, F 14 (38.32 +
10.64)% . MALEER HH REMERRIT¥
MEEREREWE, TMEXR, RAL MR
RF AR, B I A 2 5 X 5 # Xt
A HATH A L, WEH R R —RIER . &
FRARAT . WM VKB VREIB. B3fER. &
WE. REFREFEQRF KEIB . RAKLED.
BRKE AL ERX WE. FEAB . XERE.
FFREGS, RERERAANNE, N EERESHE
RERICRANTEREHEYR T EA R H
B, UBRESNEEXE SEKET(KEPHE
Mt E b S RBE B 25% H4 1 1
EEXHEIRKE) , W AR B A 343 S R 0 5
WHE(BEBRELR | XM, HEEEU EE X
HEME) . KEELRKERSGCEEBER KT
140g/ 8 (&t >70g/ ) , F8EF 4L |,
1.2 H. pylori &M

“C-UBT i 7l & th I i b R 1B 1B B A R
AHIRA AR, B A fr B A B 2 il & i
BT, BM{LEs R HUBT - 01 R\ TIB T 5
KA (BRI TR EEEBEEYRBEAERAA),
BELEBRSENRZELER 6 h UEZR, 2R

RO, DR C-REKRE N, BZ A EBRR
T,20 ml |BKZER, RSB HKE,3 min 5 HRK
20 ml, R 5 &AL 15 ~20 min, EHF R, FR CO,
M — I, A — SR BB AN B2 R
RS FEE CO, REARBRS, NREH ] A
W, HEES, BRBRERE, % Co, RN MESD
RN A BW,FIEKRS, K CO, Rk
FNFREBIFFN CO, RER, MERETR
R BB I AR N E® 4. 5 ml, 257,00 2
K 5 B 43P0 3 35 B ( disntegration per minute, DPM) |
PLA A &R L5 DPM =100 5 B4R, A RF 505
H. Pylori B&Y AR5 K B4t & (DPM < 100) ,100
< DPM <500 &t % f1 DPM =500 JRYL %,
L3 FRARE

BARWMBEKIL2 ~3 ml, B2 —KNUZEBH
PgE, T EHHMEZE, F QlAampDNA {2 Bk 7
ERE M DNA,DNA & -30CIRR kIR F &
58
1.4 EENZE
1.4.1 TLR4 %[ G11367C R E A& WM™ . k%
Wb FAEREEREY A TLR4 B H
G11367C s#HfTHHE 48,51 HF 51 R . 5h31 9 b 155
#) 5'-: GTCATTCCAAAGTTATTGC CTACTAAG 3',
T #5814 5'-GTGATATCTCATTGTGGTTTTTATTTTC-
3B LSl Y 5'-. TAAACCCGGGGTGACC
TCATGAAATCAG 3', T #5534 5'-TCTGAAAAAAA
TAAACTTCTGCTGCTAG-3', PCR R Wik &R 4%, &
4 DNA 1 pL, E F #5194 0. 5 pL,Taq DNA B
8 Mix W 12.5 uL, R KB N 95CHLH S
min;95C 2 40 5,68 CiR kK 1 min,72°C ZE{$ 40 s,
20 MEFR, BIMER TR 0.5C , HFIBEB KBE
58°C , B #EAT 95C 4B 40 5,58°C 3B k 40 s,72°C i
f#1 40 s, 3L 10 NMEFF, PCR F=41 422 2% B e 5 58 i
B3k , goldenview % B2 44 B} Y 5, 48 51 3% 5 E B LS
REHE W 3 FH A . TLR4 ZH G11367C(GG)
g FRE R A B R A 398 1 599bp Fi % DNA
H#,TLR4 3K G11367C(GC) 4 FHHAMAM KB
7N 257,398 #1599bp =4 DNA #, £/ Ak
RBRZHEEGT CCEREA(E 1), SHREY K
15 Mo E T REBMHEA, F PCR I #)5, %
FEAETAYTEEARRSE 7 dtfr DNA K3
ERATRAE, KT 100% B —3,
1.4.2 NADPH # 1k #§ & [H His72Tyr £ & # 4
FLBIMFESI R EBESI % 5 TGCTTGTGGGTA
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Table 1 General information of I0IA and control group

pog:i::k

101A A

1&h5 Control group I0IA group P
#:51( Gender) [ n(%) ] 0.2143
5 (Male) 97(60 .63% ) 97(60 .63% )
2 ( Female) 63(3937%) 63(3937% )
() [ Age( year) ] 38.27 +7.46 38.32 £10.64 0.2835
% & 3 & ( Diet status) 0. 0068
& JE tk & ( Low-fat diet) 129(80.63% ) 84(52.50% )
& gk & (High-fat diet) 31(18.37% ) 76(47.50% )
R # IR % ( Drinking status ) 0. 0075
AR (No) 125(78.13% ) 86(53.75% )
R (Yes) 35(21.87% ) 74(46.25% )
15 #R 4R 5L ( Smoking status) 0. 0212
A4 ( No) 105(65.63% ) 83(51.88% )
1% 48 ( Yes) 55(34.37% ) 77(48.12% )

2.2 101A 5845 H. pylori B YE KA K 7 i
100 < DPM <500 # DPM =500H. pylori /&#: %
4y fa fE#£ 101A 425 4 28.75% F1 40. 63%
TEST BB 4143 3R 15.63% #111.87% , 3R H. pylori
RYRGLFRLE I0IA H 5XTRAZRHAREE

(P <0.01), 100<DPM <500 #1 DPM =500H.
pylori /R YL % M I0IA R M B H (OR =
4.4463,0R =8.0238) , fii DPM =500H. pylori /&%
B LSCC My XUE #£ ) X Bl B & F 100 < DPM <
500H. pylori BPE( P<0.01)(F2),

£2 101A HRHES H. pylori BRI A9 X447

Table 2 Correlation analysis between IOIA susceptibility and H. pylori infection

H. pylori BRYL iR 101A 4 Xt B

H. pylori infection status IOIA group Control group OR* 9% Cl P
JoR&Y: ( Non-infection) 49(30.62% ) 116 (72.50% ) 1. 00
100 < DPM <500 46(28.75% ) 25(15.63% ) 4. 4463 2.5080 -7.2174 0. 0082
DPM =500 65(40.63% ) 19(11.87% ) 8.0238" 4.4775 -11.219 0. 0067

RS FR KRB IR REMRER A R 5 100 <DPM <500 4R/, " P <0.01

* ;adjusted according to gender, age, diet status, drinking status and smoking status * P <0.01 »s 100 < DPM <500

2.3 TLR4 #: A G11367C #1 NADPH E{b B A H -
C242T & P R0 S5 47 5 PR A 48 K |k 43 #

# Hardy-Weinberg ¥ # # 3, TLR4 E H
G11367C 2 5 & R £ 3¢ BB 41 1 9 43 4 9 7% & Hardy-
Weinberg AL (P >0.05) , #BIA R HEARAEAR
(W% 3), GG F1 GC P& %I 45 3 7 9% 41 4 Fu X
BMAXFHBEWE(P <0.01);%F M HEH C 7 101A
HMMBAZEAHEREBERITEEL(P <

0.01) HOREKR T 1, S EMERH C WK
K H TOTA 9 XUBS #8 X3 8285 5 AL o (9 R [R] B 5 ARV 7
Bl RAZAKIHERFYRERTFEL(P
<0.01), 552 EH. TLR4 £ E G11367C(G—-C
A ) A B34 0 T0TA B9 B XK (K 2) ., NADPH
FALEE RN His72Tyr 3 Frt AR &7 2 F R IR
e LRME(ERS),

%3 TLR4 %[ G11367C XHB 55N HH
Table 3 Distribution of polymorphisms of TLR4 gene G11367C genotypes and alleles

_ I01A 41 Fayiit::| a
i IOIA group Control group OR 95% ClI P

H R (Genotype)

GG 47(29.38% ) 115 (71.88% ) 1. 00

GC 113(70.62% ) 45(28.12% ) 6. 1442 3. 4725 -9.8036 0. 0073
FMEH (Allele)

G 207(64.69% ) 275(85.94% ) 1. 00

C 113(35.31% ) 45 (14.06% ) 3. 3360 1. 8790 -7.9787 0. 0086

fo mBAER] E R VA IR KE RERELR H. Pylori BRI B

® :adjusted according to gender, age, diet status, drinking status , smoking status and H. pylori infection status



520 TEERHREE 2016 4E5 AE 22 4% SH Chin ] Osteoporos, May 2016, Vol 22, No.5

®4 NADPH LM His72Tyr 55 2 E A
Table 4 Distribution of NADPH oxidase gene His72Tyr polymorphism genotypes and alleles

I0IA & Xt B 4H

&b IOIA group Control group OR*® 95% Cl P

HEE R (Genotype)

HH 46(28.75% ) 117(73.13% ) 1. 00

HT 56(35.00% ) 21 (13.12% ) 6.7773 3. 4192 -10.2130 0. 0071

TT 58(36.25% ) 22 (13.75%) 6.4737 3. 1795 -10. 2159 0. 0076
GREE (Allele)

H 148(46.25% ) 255 (79.69% ) 1. 00

T 172(53.75% ) 65 (20.31% ) 4. 4705 2.3784 - 8. 1557 0. 0081

RS ER R IR RE R ERE A H. Pylori BRYORELEE

* :adjusted according to gender, age, diet status, drinking status , smoking status and H. pyleri infection status

2.4 101A R R 1 2 W R IE 54 Logistic F]1H

Kt — 4047 I0IA M fE i B &, % H. pylori
BRI G11367C F His72Tyr 3t B4k 3 B 748
B, UREEA IOIAfEHHEZE Y(0:K & IOIA;

1: /8 101A) R FZE A5 R L #E 17 IE 4514 Logistic [H
B, EEZETERMMERES, R ER,H. pylon &
% G11367C A1 His72Tyr 15 IOIA % A4 45 53122 %
B, %6,

£5 JE&M Logistic M HERRER

Table 6 The variables in non-conditional logistic regression analysis

MREE £y =4 TEWRE
Factors The name of variables The value of variables
H. pylori &&¥: (H. pylori infection) X1 TR =0,100<DPM <500 =1, DPM =500 =2, R RE NS BEE
G11367C X2 GG=0,GC=1, GCHEHEBHWHEE
His72Tyr X3 HH=0, HT=1, TT=1, CCHEXZBKEE

x6

IOIA f i PR K 9 3F &4 Logistic [ 32047

Table 6 The results of the non-conditional logistic regression analysis on the risk factors of I0IA

fERAER ZHEE

Influencing factors Reference factors B Walde? P OR (95% CI)
100 < DPM <500 T/ Yt (Non-infection ) 0. 8224 14. 6882 <0.01 4.1674(2.5372 -7.2073)
DPM =500 T/ Yt ( Non-infection ) 1.4601 31.3270 <0.01 7.6520(3.8387 - 10.7593)
G11367C G11367C(GC) 0. 8540 16. 8048 <0.01 6.5313(2. 82980 -9.2079)
His72Tyr( HT) His72Tyr( HH) 0.9413 25.9162 <0.01 6.4679(3.9852 -10. 8106)
His72Tyr(TT) His72Tyr( HH) 0. 9328 24. 4857 <0.01 6.1648 (4.0325 -9.6457)

2.5 TLR4 XK G11367C #1 NADPH 4 1L 8§ & A
His72Tyr 2547 101A £ 2 EAER
EHEEZ KBRS & B G11367C (GC )/
His72Tyr (TT) B 4 35 55 F 7 101A 4 At H 4
A AR B K 25.63% 1 3.75% , M B H RS R 2
X BB EFRHAZEAAREEEZR(P<0.01),
G11367C( GC)/His72Tyr ( TT) : B %1 3% & I0IA )R,
e 5 2 ¥ fn (OR = 39.5731), G11367C (GC) F1
His72Tyr(TT) B AU 7E 101A K4 K RFFTEEF 1
R HEH ('Yz =By.3/B3,Y¥s =B 3/Basy, =2.0887,
v, =1.9856) , B 4 G11367C( GC) Fl His72Tyr( HT) Z
HWFEEMZEEM(y>1) (7).
2.6 H. pylori B ¥t 1 TLR4 % H G11367C #1

NADPH & {v 8% K His72Tyr Z&54: 4 I01A &5 P
M3 B AEH

B4 100 <DPM <500 4 H. pylori %Ry OR,,
44111, B gh # # G11367C (GC) B # OR, N
6.2879, W E E Bt E R, KR EAFEM OR,, N
27.1020, %5 #¥ vy =B.,/B. = >1,0R,, >OR,, x
OR N M AR ; 55 S8 2 47 B 7R 7E DPM =500
- C34G (CG) ZHMMAFAEEMAZBEM(y =
B.,/B.=>1)(FK8), MHFELE 100<DPM <500 Fi
His72Tyr ( HT) 2 & . 100 < DPM < 500 1 His72Tyr
(TT) Z[a] ,DPM =500 #1 His72Tyr( HT) 2% |&] % DPM
=500 1 His72Tyr(TT) 7£ 101A K4 R R W AFLE
ERZREERGYBHXT1)(EI).
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#7 TLR4 [ G11367C # NADPH LB R H His72Tyr £5#7E I01A X BmPHXEER

Table 7 Interaction of polymorphisms between TLR4 gene G11367C and NADPH oxidase gene His72Tyr in 10IA.

o i BR
Corﬁi:efin%ype I(:?/:Agfip Cozigi\:?oup OR * 93% Cl B

G11367C His72Tyr

GG HH 14(8. 75% ) 84(52.50% ) 1. 0000
GG HT 16 (10.00% ) 15(9.38% ) 6. 4000" (OR, ) 2.3328 - 10. 8757 0.8062(B, )
GG TT 17(10. 63% ) 16(10. 00% ) 6.3750°(OR,) 2.3740 -9. 2471 0.8045(B,)
GC HH 32 (20.00% ) 33 (20.63%) 5.8182¢(OR,) 2.2610 - 9. 5473 0.7648(B,)
ce HT 40(25.00% ) 6 (3.75%) 39.0347°(OR,.,)  16.3035 - 64. 1824 1.5015(B,.;)
GC T 41(25.63% ) 6(3.75% ) 39.5731'(OR,.,)  15.5184 -63.2169 1.5974(B,.5)

O ER KRR TR KE RARE A H. Pylori PR E AR O B4 His2Tyr AR ERREN OREH(OR,) ;. B4
HisT2Tyr S8 R AR EEK OR {H( (OR,);!: P4 GII6TC HARERREH OR H(OR,):°: GlI367C A REHM His2Tyr R{XE
BEZH/GKORE (OR,,;);: GlI367C HAEERM Hs2Tyr A5 REMZHEFK OR{E (OR, ;)

*: adjusted according to gender, age, diet status, drinking status and smoking status; . OR value by simple His72Tyr heterozygote exposure
(OR,);°: OR value by simple His72Tyr homozygous mutant exposure ( OR,) ;9: OR value by simple G11367C heterozygote exposure( OR,);*: OR

value by the interaction of G11367C heterozygote and His72Tyr heterozygote (OR,, ;) ;¥: OR value by the interaction of His72 Tyr homozygous mutant and
G11367C heterozygote (OR, , ;)

%8 H. pylori B H TLR4 #[H G11367C £AME I0IA KR PHXEIEH

Table 8 Interaction between H. pylori infection and TLR4 gene G11367C polymorphism in I0IA
GI1367C £HA H. pyl.o‘ri E;;g:btm 101A 4 x4 R OR® 95% CI B
G11367C genotype H. pylori infection status I0IA group Control group
GG X & % ( Non-infection ) 14(8.75% ) 83(51.88% ) 1. 0000
GG 100 < DPM <500 14(8.75% ) 18(11.25% ) 4.4ll]b(OR,1) 2. 1987. 5304 0.6445(B,,)
GG DPM =500 19(11.88% )  14(8.75% )  7.8459°(OR,)  4.8465-11.6031  0.8946(B )
GC % B e (Non-infection ) 35(21.88% ) 33 (22.63%)  6.2879(OR,)  4.2083 -9.0576 0.7985(B,)
GC 100 < DPM <500 32(20.00% ) 7(4.38%) 27.1020°(OR,,,,) 16.3971 -43.789 1.4330(OR,,.,)
GC DPM =500 46(28.88% ) 5(3.13%)  54.5429'(OR,,.,) 39.8364 -75.8020 1.7367(B,.,)

C BB ER KA TR KT AR R AR . B4 100<DPM <500 H. pylori Y A9 OR fH(OR,; ) ;" : &4 DPM=500 H.
pylori B RBAE ORH(OR,) ;" : BALAARLEHWBEEMN OR{H (OR,);°: 100<DPM <500 H. pylori BRP SR EREMLE/FH OR A
(OR,,):": DPM=500 H. pylori Bt 54 REMZE T OR {H(OR,,,)

*:adjusted according to gender, age, diet status, drinking status and smoking status; *: OR value by simple 100 < DPM < 500 exposure (OR,, ) ;°:
OR value by simple DPM =500 exposure (OR_, ) ;*: OR value by simple heterozygote type exposure (OR,);": OR value by the interaction of 100 <
DPM <500 and heterozygote (OR, ) i": OR value by the interaction of DPM =500 and heterozygote ( OR;,)

%9 WA H. pylori BRYF NADPH E /LB H His72Tyr L8547 I01A XKW F M X EEA

Table 9 Interaction between H. pylori infection and NADPH oxidase gene His72Tyr polymorphism in IOIA
-C242T £ B H. pylori BBRE (2 (%)]

HE HHE B HH/IS(;:ODPM Hi/s?)l())M - HT/](()C;ODPM HT/DPM > 500 ERE TT/IO(O;DPM 1';/;)0?

B (n=160) 85 (53.13) 18(11.25) 14(8.75) 15 (9.38) 3(1.88) 3(1.88) 16(10.00) 4 (2.50) 2(1.25)
I0IA #(n=160) 14(8.75) 13(8.13) 19(11.88) 17(10.63) 16(10.00) 23(14.38) 18(11.25) 17(10.63) 23(14.38)
oRs oo 4.3849P 7.2398°¢ 4.9810¢ 32.3810¢ 46. 54767 5.3104# 25. 8038 69.8214
(OR,) (OR,,) (OR) (0Ry . g) (OR ;. ) (0Ry) (OR, . ) (0R,; . )

o5% CI 2.5725 - 4.7594 - 3.2921 - 17.5702 - 41.6419 - 3.2364 - 18.6781 - 29.6521 -
7.1192 11.9704 10.4235 41.9974 75.5306 9.2024 45.2871 55.2040
8 0.6420(B,,)  0.8597(B,;) 0.6973(B,) 1.5103(OR, .. ) L.6679(Bp.,)  0.T251(Ry)  L41T(B,, ) 1.8440(Bg.p)

O EEAR ER KEIR KENGERY E S L. A5 100<DPM <500 H. pylori L BEH OR H(OR,,):: &5 DPM=500 H. pylori BRI OR H(OR,) ;% HHMEA
REURBE OR{E (OR,);°: 100<DPM <500 H. pylori BESAARTULEEN ORE (OR, ) ;': DPM=500 H. pylori Bt 54 4R ERTERM ORH(OR,,,): & BAAE
RAEMBRE OR{H e (OR,) ;" 100<DPM <500 H. pylori BRGHARTHLEFH OR f (OR, )" DPM2500 H. pylori BB SHEREHRZEIE K OR H(OR,,,,)

*:qdjusted sccording to gender, age, diel status, drinking status and smoking status; ®; OR value by simple 100 < DPM < 500 exposure (OR,;):¢: OR value by simple DPM =500 exposure
(OR,3) ;% OR value by simple heterozygote type exposure (OR y) ;: OR value by the interaction of 100< DPM <500 and heterozygote (OR 1) ;s OR value by the interaction of DPM 3500 and

heterozygote (Onelgl) ;8: OR value by simple homozygous mutant type exposure (OR ;) ;h. OR value by the interaction of 100 < DPM <500 and homozygous mutant (OR,; ) ;1; OR value by the
interaction of DPM 2 500 and homozygous mutant (OR ;)
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TLR4 7£ § A ik LPS #E T 3 NF-«xB ¥ 1%
MBI b R FE T - (TNF-o) \A4EHE AN E-18
(I-B)FREREHF, XLHAMWE Tl FH#EE
RS SHE AR B BRAE RN RS S EBH
b B HMIELE FH RS, MBS HARE
HRAAEI NN E, EHABETAREREEER
BT RBARKE SN RRML, Ao LARK
TNF-a, IL-1B %5 & #p R AE H F K 8 43 W A i, 3 i
RESGHREEBERERN, BEFENEALET
BRSO, RS RMILEL AT 1a- B BEHTE
T EMEXEHAAY, URSEEPFRFBRHEE
FEWFENT TSR, S EEURMERE
K5 REQRMRBER, BEO RSN, & 8%
mH MEAREMRBTRNOEAYE, LR TS
HERWL,E5 . ARSI, R R
Fim" . AJE TLR4 2 £ A1 F 99329433, H A1 HF
KL MR Asp299Gly # Thr3991le 25 5, HX H 4
ERMNEAEPEAHPEEFEL, AREAESTE
EFABHARHN TLR4 K 3’ KR #%E X (3'UTR)
11367 SIS MR TE THREEER, TK
M BEFH L TLRE B, Bmg AP,
TLR4 #£H 3" K BiFX 11367 EAMEE =M EH
R, BPARAA T G11367C(GG) 224 F G11367C
(GC)MEA 4 & F G11367C(CC) , NS H #F
RIMEINN GUTC U HNESHREERA
X! AR AREAREELE F G11367C
(COHERR, KAAAF GLI36TC(GC) BEHA S
I0IA B4 RRAX, SHEALNBKERASL I
BEW,BEH G11367C(GC) EFH R H B I01A K
BB T4 G11367C (GG) f /1 A (OR = 6. 1442,
95% CI 3.4725 -9.8036,P <0.01) ,5 G11367C {i
RIS 1 N R A AH O M B RO KBS it — B,
G11367C(GC) F: [H £ K (N R & 5 B 101A fIHLHEE
AER LA RE R C S0 E 68T Ek
TLR4 ¥ %1 #, ¥ 0 TLR4 F ik, (€3 RiEH
FHIRE, AR S FBURME AT 3% i TOIA %
ERERH,

At £ 075 M B 7 ( reactive oxygen species,
ROS) R B KB 1% R MM AT 4k, 5 BUR
BRBIERARAIET (2 H0EF W B A1k,
EEREMNEEIBRTREREEER", €k
N HLE NADPH S4B R4 G HEAENTE

R, HEE WA TR & M4 p22phox B
Y F, 2 NADPH % 1k B8 B8 12 /9 & 0 fE FH & &,
p22phox W E:H) Z A MR 0 NADPH & 4L B8/ 3h BE
fiF 16 SREk4 SHETFLENE 22 FBTHE
T CoTHEERT, FEREN T2 SEERHAR
RENBAR, 2 SHEARBKRER p22phox £ &
ML EMFAL, i F 2 P A BAE 5 p22phox 45 A& I
LEMBES TR, AT Z W T NADPH /BN E
#'"), BFFCIEBA NADPH 4L 8§ p22phox I %
His72Tyr 2235 1 ] 38 fin 480 4k 5 3 A48 26 5 0% 1 70
B EERENNRFER", AFREHR
His72Tyr (HT) 1 His72Tyr( TT) £ F & 5 [0IA i &
EREX, SEXMBHAUBERALRITFEE L (P <
0.01) ,##F His72Tyr (HT) 1 His72Tyr( TT) £ H B
B I0IA /Y XUBS: & T 1 4F His72Tyr (HH) f1~&
(OR =6.7773,95% CI13.4192 -10.2130,P <0.01;
OR =6. 4737,95% CI13.1795-10.2159,P<0.01),
EHXMRASER B,

AR KB G11367C 2+ F R 5 NADPH 4
BB R HisT2Tyr A G R BRI ZHAERAEMT
I0TA #9% % KBS, G11367C ( GC ) #1 His72Tyr (TT)
NI 10IA K& 4 KA HE B E KB
(y,=2.0887,y, =1.9856) ; H AL AWK B~ , B 3
HEREFERE T ZE4FEHERIERA
BER(yHRF 1), @EiExt H pylori Bkl My
447 & B, 100 < DPM <500 #1 DPM =500 H. pylori
BLRERIOIAXWRNEHE S FRBELRLE (OR =
4.4463,0R =8.0238), i DPM =500 H. pylori /&t
# 8 [0IA B9 K1 2 BA & 2 F 100 < DPM < 500
H. pylori B3 & (P <0.01); 44t B H.
Pylori R ¥ 5 G11367C ( GC) . His72Tyr ( HT ) #0
His72Tyr(TT) R A FFEEMZEIEH (y B K
F 1), #H G11367C (GC) | His72Tyr ( HT) #i
His72Tyr(TT) 3 4 & # H. Pylori BRI i f5 2 3R
B K; G11367C ( GC) | His72Tyr ( HT ) 1 His72Tyr
(TT) 5 H. pylori RYAZHAER OR ¥k T4 i 4
M. B OR, x OR , & A~ G11367C ( GC) | His72Tyr
(HT) #1 His72Tyr(TT) 5 H. pylori BYL3Z T AEH
HI7E 101A RAE P H L BAHEFAER, H. pylori BY
TREE A RE ABEE AR A & R& R ARG EBR
BHRRG, RSB TRE, B ESWELD;H.
pylori 18 1 B Yu W] % 5 R AF [z 7, M ¥ & AE 3 F
TNF - JIL-18.IL -6  J& IL -8 Z{ ., MifEkF
MRIERS ERBESE ML MK B Z —,TINF
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~aMIL-6 EAREREL, S5 THR BEKIHN
KEM ER,EMNTUTHREIEGESE &, %K
JBe 5 F B BURME , T A8 B8 5 v A X8 K BE B IR,
RRRBR BEMEM. 5450 H. pylori B H M E ¥
FAKFHY BB, H. pylori B§F & MmiE EwE
WEMBERERMENKRE, B RN SY mEE
FIMPBESERR A KMWERTHRBESEN S
WoMHESENER AR RBANTSEBESE
P, $n H. pylori R YL ] 6838 i + T 18 M K 4E A
AWM EBEEXMBELSEWAYT, MBS EIRH,
5 101A B9 & A BITE T 447 . H. pylori REBA
FARENS BHERE, EEEER R AREER
WHPH™EAEHHEEAAHKE(0,) TELE
(H,0,) MIREAHE(-OH) FEHE, B EHW
TR EEEN, FBENEL ML B &K E Rk
— RO amERAME Y B dEE W
BB HEM, S RG &R, X
ATRESE H. pylori &% v] B 3% i & 55 TLR4 # (A
G11367C 5§ NADPH & {LE§ A His72Tyr R 2 H
Ry m] 3 10IA &4 KRR EERERA,

I0IA B R FERFHNESHERMELAERY
HRERE, AHTER TLR4 2 H Gl1367C 4R
A5 %1 5 NADPH & {b B 5 [N His72 Tyr 28 78 25 B %4
AMEJE T0IA ZFER ABE, 101A 27477 b i fm X
HY, BAMARED N TR I01A 5 R 2 E A
¥Bjia 10IA, {A 07 LU T TLR4 B G11367C &5
NADPH %At B8 5 X His72Tyr 3 5 46 0, 3100 4 &
St TOTA (9 RURS 1 | SR R B B9 428 1 0 38 5 BH A 15
FEANARBR H. Pylori Bk i 45 5 N 26 3k LU ik B A & i
B IOTA f B &Y, 555038 1 22 N i Ak B4R S &
A 101A BB, 5 TR 32 3 B B & BB B & L 5L 8
BREHREWH-SF,
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