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Results

The increase of brain volume and the thickness of calvaria increased synchronously, the expression of

FAK was positively correlated with the changes of meridians, and the expression of FAK was positively correlated

with the expression of PI3K/AKT. Conclusion The expression of FAK is related to the growth and development of

rat skull. FAK plays a role in calvaria by activating PI3K/AKT signal pathway. FAK may be used as a marker of

rapid skull growth and development, which provides a basic theoretical basis for the timing of clinical skull defect

repair and treatment.
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1.2 Fik
1.2.1 H. pylori #9420 RA ELISA LA AEA
M PP H. pylori HFSFAEDTIA, ™A% 4% 1N HY
TR BEAT B P (HP-Ab) ELISA 461250 £ (5 M
LR AEYIRHCA BRA ) UL A5 HERE A 4 R 2
PR BHEXS IRAL OD {H-F24(E = 1.00, Bl X if
fL OD fE-FIIME < 0. 15, WA E SEE0 A 2L ; i S
(Cut off) = FIMEXFREFLFHIME + 0. 15,84 OD fH
< I B, WHE N B B A OD (. > I 5 (H,
UL 7 S FHAE
1.2.2 SNPs #9 34  MUfESCHRS ™ 4H, VOLLA
LR SNP 151803489 157617620 Fl rs13078528 1] fig
5N —Bepg SCHK , PR, AP S8 e 13X =4
PLSERT VOLLA FER 284S H. pylori [BYLH &
%, HapMap #(#i)% (http ://hapmap. ncbi. nlm. nih.
gov) B iR 31X =4~ SNP 78 Hr EIDU AR A 0 i
INGEA LR BT (minor allele frequency , MAF) 15 >
5%
1.2.3 AR RAESEHHEA O - BR
b B K BE Z2 5 P (polymerase chain reaction-restric-
tion fragment length polymorphism, PCR-RFLP) # K
XF VGLIA 151803489 . 1s7617620 1513078528 #1734
A0, NI 3R R 20 DNA $2 BGRAF & F b5t
KM F], PCR AN 25 wl, & DNA 50 ng.2 x
Taq Master Mix 12. 5 ul\J:Tﬂj?gltF@( 10 umol/L)%
1wl >R Primer 5 #4585 9751 5351 H -
rs1803489 . (F)5'-CTGGTTTTCTTTGCTAGCCCA-3',
(R)5’-AACCGAACCTAAGAAACGCC-3";1s7617620
(F) 5'-AGAGTCCGAGTTCAGAAAGAGAA-3', (R)
5"-CTGTTGGCTGAAACCTCTCG-3" ;1513078528 (F)
5'-CCATCTTCCAAAGCGCCATTC-3", (R) 5'-AAGT-
GGTTTTGCAGGATGTATGAAC-3', 314 i db 5% 1 %3
TEEEN BORAT R /& i, PCR & 4F . 94
CHAEMES min, K5 LA 94 CEME 30 5,58 TRk
30 5,72 CHEMH 60 s B HEAT 35 MEFF, i) 72 C
FEM 5 min, SNP rs1803489 ,rs7617620 , rs13078528
() PCR P29 BE 43 391 o 250 227 242 bp, WA 1 ~
3, =/~ SNP [ PCR 4 73 5 FH R il 4 4 D7) il
Scal , AlwNI | Bsrl ( 5% [ New England BioLabs 2y ] )

E 1 rs1803489 {i =< PCR F=# ik E
M50 bp DNA Ladder;1 ~6:PCR 7=y ;7 : 1% IR

B2 1s7617620 fi = PCR F=#1F 7k E
M:50 bp DNA Ladder;1 ~6;PCR /4,7 . Bl %f IR

E 3 rs13078528 fii & PCR ¥ 18 7= B B ik
M:50 bp DNA Ladder;1 ~6;PCR /4,7 ; B %t 18

HATEFY], BV R NAA RN 10 pl, A4 PCR =4 3
pl 10 x NE Buffer 1 pl, BRI E N DI85 U, SNP
1s1803489 Fl 157617620 [ Ei Ik R & T 37 C,
1s13078528 MBFUIA R E T 65 °C,[HIE/KHE 4 h J5
XTI 7= ) E 4T 2% B Ng M EE S R Yk, SNP
rs1803489 W VI HJ5 , GG FEH Lk 188 .62 bp 4>
A BEAG R ALK 250 188 62 bp =4~ A Bt , AA 3
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RSN 250 bp — 4> Fr Bt, SNP 157617620 #% 1) &l
J&, TT R AL 177 .50 bp M-~ B, CT JE 7Yy
227 177 .50 bp =ANF B, CC FH AN 227 bp —4>
J Bt SNP 1s13078528 # VI KI5 , GG FEH By 54
93 .95 bp =AM B, AG FEH AL 188 .93 .95 .54 bp
DU HBE, AA FERITY K 188 .54 bp BN A B, WLIE
4~6,

El4 rs1803489 {ir = EEYI K E
M:50 bp DNA Ladder;1:PCR f=#);2 .3 .5:GG 2K %4 7.AG
FEHTY 6. AA FEH TR

B 5 rs7617620 i S Bk Bl
M:50 bp DNA Ladder;1:PCR ##);2 4.CT 3K %3 6 7. TT 4
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PRI 2% SNP A3z st 1Y) 5k PR B 70 A 2 75 445 I 2 LAV A%
V£ ( hardy-weniberg equilibrium, HWE) , 3 B4
P Logistic MIARINFE I M WPk Btk = Fhist %
PR 4% SNP 1455 H. pylori JEYISE R TR L
{H I (odds ratio, OR) 1 95% 1] {5 [X_[8] ( confidence
interval , CI) , VA N Fe/Ms BEN] (- an information cri-
terion, AIC) DI -3 {5 ELEN] ( bayesian information
criterion , BIC ) , 2k H Haploview 4. 2 X /' X} VGLI4

B 6 rs13078528 i SESHIFEEXE
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RS T 2 R TG R L (FE . =
-0.583,P =0.560; %] .x* =0.242,P =0.623) ,
2.2 &SNP LR EAREEKEETES H. pylori
RRHIK R 1E 450 B FEREA D VGLLA S 1Y
rs1803489 . rs7617620 . rs13078528 {if 5 1y 3k [K 74 43
AFFE HWE A7, 7edt @k vk Bk 55 = Fhist
FERITIT | SNP rs1803489 157617620 .rs13078528 45
H. pylori R YEA KCEL, W& 1,
2.3 VGLI4 EFHSEEE H. pylori BREHXFR
X} VGLLA HE[H (1) =4~ SNP A7 3% A 1 504,
7R :1s1803489 . rs7617620 1513078528 =AM i &
BRR AR, R BETE B AR TR B

3 itig

TRAZH AE N 52704 Sk i DX D0 R A I T
VGLILA SNP rs1803489 | rs13078528 . 17617620 — 4~
LA H. pylori Y SCFR . 4R IR, TE4L 3k i
X % N B SNP 151803489, 1s13078528 .
157617620 5 H. pylori YL IAT B

H. pylorij& 5 % PR IRBE I , Tl A, A,
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£1 3AMNIESNP 5 H. pylori BHIXE[n(%) ]

SNP HHEY HE PR Y H. pylorit~) H. pylori'*) OR(95% CI) * AIC BIC
151803489 I GG 175(79.5) 190(82.6) 1 621.4 629.6
AG 43(19.6) 38(16.5) 0.814(0.503 ~1.318)
AA 2(0.9) 2(0.9) 0.921(0.128 ~6.609)
i GG 175(79.5) 190(82.6) 1 626.9 935.1
AG + AA 45(20.5) 40(17.4) 0.819(0.510 ~1.314)
58 GG +AG 218(99.1) 228(99.1) 1 627.6 635.8
AA 2(0.9) 2(0.9) 0.956(0.134 ~6.848)
157617620 I v TT 157(71.4) 168(73.0) 1 624.7 632.9
CT 61(27.7) 62(27.0) 0.950(0.627 ~1.438)
cC 2(0.9) 0(0) 0.987(0.970 ~1.005)
ik TT 157(71.4) 168(73.0) 1 627.5 635.7
CT +CC 63(28.6) 62(27.0) 0.920(0.609 ~1.389)
5843 TT + CT 218(99.1) 230(100) 1 624.7 633.0
cC 2(0.9) 0(0) 0.991(0.978 ~1.004)
1513078528 I M AA 169(76.8) 179(77.8) 1 623.4 631.6
AG 50(22.7) 49(21.3) 0.925(0.592 ~1.446)
GG 1(0.5) 2(0.9) 1.888(0.170 ~21.016)
bk AA 169(76.8) 179(77.8) 1 627.5 635.8
AG +GG 51(23.2) 51(22.2) 0.944(0.607 ~1.468)
[543 AA + AG 219(99.5) 228(99.1) 1 627.3 635.5
GG 1(0.5) 2(0.9) 1.921(0.173 ~21.338)
P T PRI AR R R
VAERIIR AT IR F & Bos, H. pylori JE&Ye T 4Bk W

50% LA BN B E TR B o KR R 2
75% 52 B0 1 2EEURIES " . H. pylori #EATE &
B EE T B FIRE B FE ER AMERIE - 181
ZHPE R A MR PR R AE TR & T WA YT 1S
DU A N S TSR B B4 FrEe g 2= 40 1
HRZ W b AA: - RGO 1 IS - B0
R AL SEEE ", B pylori JERYL J2:
X PR IR B IR, A B RIS S 2= 46 1
itk h iR mEAE ], BFoT 0 R SR
G F Yes A C 8 H ( Yes-associated protein, YAP)
TE H. pylori YL RN b 3k JUHIETE B R
Wi b K AR H pylori 3833 B CagA LUK YAP
R BB YAP/TEAD 5%, N5 5 F el 2 [
ik, YAPVESN Hippo {55 18 T e 22 ¢ H 2 A%
JO7 R F AT DL S R TEA 38U 11 5T 5K B B
(TEA domain family members, TEADs) £, WK 5h 40
MRS TE e AL AR 2%, 5 18 9 0 & A Kk R VA
K VGLIA BHEsE 4S5 & TEADs JHIH] YAP
FITEADs 2 6] (A EL AR, AT )T Jip 2 A g 2
KIS Jiao et al " BFSE BN ARA) VGLLA ThRERY K
AT LA A T e TR P U 1)/ N LRSS 8 v ' iR
R ] VOLLA JE A5 H g 7228 1Y) B S ik
FEPJRERT YAP SRS P00 1A T i IR

H AT, AT LIRS 7R VOLIA FER 2515
NZEEGHE . SNP rs1803489 1 T 4wy X, 75 1 [H
DU N 55 78 19 22 9 IRUIBS: A O 2 It 8 &2 9 1)
R 2 s SNP 113078528 {32 F 4 & F, ZERKIH A
5 B B =R DG DAL R 98 48 1) KT me-
ta AP B e LS B EARSET) ) SNP 157617620 fif
THE T EEE L E AR D a6 I el T
A EE FARAE I XURS: 3 R, 2 A I Je oy T st
A AR AE Y S 3 PR i R A 4 A B A R
VGLIA f4) SNP rs1803489 113078528 157617620 5
H. pylori &Y JCOCHK, #2781 =AM A4 AT RETE H.
pylori JEGL RS AR FEZAER . [FR, pF e fi
71 A [R) A 38 1 e A8 7 AN ) 90 v T ke 1) 1 FH T g
AN, B AE [ —Fhge s v, SNP B9 4E FH A2 Bt LA
S N R T 55 ) 1 5 i 52 BN 0T 25 1) 5 e
PEWRAN T, BeAh, BT 058 AR A B R AR, 6T
VGLL4 5 H. pylori BV X R LT Y RH
AdE it — L
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Helicobacter pylori infection
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Abstract Objective To investigate the associations between the single nucleotide polymorphism( SNP) in vestigi-
al like family member 4( VGLIA) gene and Helicobacter pylori( H. pylori) infection. Methods The blood samples
of 450 normal physical examiners were collected, and the samples were divided into H. pylori negative group(n =
220) and H. pylori positive group(n =230) using enzyme-linked immunosorbent assay ( ELISA). SNP rs1803489,
rs7617620, and rs13078528 in VGLI4 gene were genotyped using polymerase chain reaction ( PCR) -restriction
fragment length polymorphism ( RFLP) technology. Results SNP 1s1803489, rs7617620, and rs13078528 in
VGLIA gene were not associated with H. pylori infection in the Han population in Baotou, Inner Mongolia. Con-
clusion SNP rs1803489, rs7617620, and rs13078528 in VGLIA gene may not play a major role in H. pylori in-
fection in Baotou Han population.

Key words  vestigial like family member 4 ; single nucleotide polymorphism; Helicobacter pylori; genetic suscep-
tibility



