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(HE] BR KA@M BHAHp BRETREEHFEREE £ (CAG) &F § £ Runx3 KA # ¥, A&
#rk Hp & CAG %% % 508 Runx3 A ey T, Ak #2016 F1 A £ 2017 56 A#L ey CAG &% 80
), 3 53 ) Hp Fa M % AW ,27 ) Hp MM A sF A, bR M 41 & % Runx3 mRNA fe & & & A KT,
MR LLPT A & F B AT Hp %677 L% Hp #1682 % § 4602 Runx3 mRNA e g A5 T i, &R
M CAG % # F £50 Runx3 A B WAL MM £ (52.8%) & T BA(29.6%) . £FAAHFEL() =
3.890,P=0.049), MEEE ¥ § & Runx3 mRNA & ik /K-F (0. 82£0. 22)4& F x+ 88 482 (0. 894+0. 28), £ FF
Tt FEL(P=0.221); MK % % Runx3 B & 8 & ik K-F (0. 380, 22) /& F 2+ B 42 (0. 50+0. 24), £ F
A4t F &L (1=1.233,P=0.035), WLZ4 53 4 & F4krk Hp 677 )5 44 ) Hp # M . 4krk Hp 5 & % § %
JE Runx3 mRNA & % & (0. 88+0.22.,0.4240. 21) & kA &AL H7 (0. 83+0.23,0.3840.22) 7 & . 2 F 3 A 4
it F &L (=—3.249,—3.166,P=0.002,0.003), £t Hp & FTHK CAG &% § £ B Runx3 mRNA 7
&G ey kA AR Hp J& CAG &% F 42 Runx3 mRNA &% & &34 LA,
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Relationship between expression of Runx3 gene and protein in gastric mucosa of patients with
chronic atrophic gastritis and Helicobacter pylori infection”
XIA Tao"* ,DING Xiping'” ,ZHU Min* ,\WANG We:*
(1. Department of Gastroenterology A f filiated Provincial Hospital of Anhui Medical
University s He fei s Anhui 230001 ,China ;2. Department o f Gastroenterology sthe People’s
Hospital of LuJiang County ,He fei,Anhui 231500,China)

[ Abstract] Objective To explore the effect of Helicobacter pylori (Hp) infection on Runx3 expression
in gastric mucosa of patients with chronic atrophic gastritis (CAG) ,and observe changes of Runx3 expression
in gastric mucosa of patients with CAG after Hp eradication therapy. Methods A total of 80 patients diag-
nosed with CAG from January 2016 to June 2017 were selected,and were divided into the observation group
(53 cases with Hp infection) and the control group (27 cases without Hp infection). The Runx3 mRNA and
protein expressions of the two groups were compared. All patients in the observation group received Hp eradi-
cation therapy,and the expression levels of Runx3 mRNA and protein before and after Hp eradication therapy
were compared. Results The positive rate of Runx3 gene methylation in gastric mucosa in the observation
group (52.8%) was higher than that of the control group (29. 6 %) ,there was statistically significant differ-
ence (y*=3.890,P=0.049). The Runx3 mRNA expression level in gastric mucosa in the observation group
(0.8240. 22) was lower than that in the control group (0. 8920. 28), there was no statistically significant
difference (P=0. 221) ;the Runx3 protein expression in gastric mucosa in the observation group (0. 38=£0. 22)
was also lower than that in the control group (0.5040. 24) ,there was statistically significant difference (r=
1.233,P=0.035). After Hp eradication therapy 44 of 53 cases in the observation group turned to Hp-nega-
tive. The Runx3 mRNA and protein expression levels of patients in the observation group after Hp eradication
were significantly increased compared with before Hp eradication therapy (P<C0. 05). Conclusion Hp infec-
tion can reduce the Runx3 mRNA and protein expression in gastric mucosa of patients with CAG,and the ex-
pression levels are up-regulated after Hp eradication.
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B T UL I A T8 T M 2z — ™ U A
MR . AR A AT R 4R 2 I R &
W TSR R (CHp) AR R 5 B 98 19 08 84 Jir B B L (1
I R B S R A R e Bk AT A . HlE 2015 AR
] e i AR i 4 - TR 1 0 B R e 23 R A R A
PR E S 2 . B A A ZZRE KRN,
JFHE-NZHBENEL KRR, FEEEES N
B R (CAG) WALl b & A 0 i b K Ak A Fi A i 78 i
HEEAPRO BERR A KRG R R NE
JEik % Hp BRY B RR LS Z R E W m .
Runx3 J KAE A H AT 8 4096 58 B 3 4 R i 580
hHH AL 5 E 9 & CAG #HPIHHE . ik, 8 i
W5t CAG & B b Runx3 J:H £k Hp BRI
MIRFR N T —FHAE CAG g AH B 52 B & %
B AT S 9Ot i R A BE R
(PCR) J fie %& & 1 Bk % (Western blot) 23 # T
CAG BEMER Hp #i 5 B &b Runx3 £ K HEH
FIBW AL RE W
1 B{TREHRE
1.1 — %R EEC 2016 421 A& 2017 £ 6 A T
JETT BN R s B B % 0048 S = e 48 1 45 K A S 0 2R
HESER) CAG B35 80 FI/E NI X . AN A BRifE:
(DFEBRKTHEFET 18 () HREHEE: (D&
B85 MO HUIE 52 b VH B CAG; (4) 2 J 1 W] &
P HEBRPRUE: (D A St H K5 B8 N .
TH AL B 15tz MO A8 IS5 3 A At R e AR R
5 2O THACTE G M B9 825 (DI 3 D HO NI
MR AR BB E:; (OFBHFRELMES;
(5 A 7™ 00 i I 57 97 4 B JRR e M 5 o I Ik 4 5
i IR (O MR I . WL s 2 2 1 s (D)
AN BER 58 I S BA K MR R B . AR &
LR SR e BE A 2 O S U L AR A Y 2
A 4. Ml Hp BUIE O K 53 6 Hp BHME & #AE
FWEE K 27 ) Hp B M A VR A XTI . P4
P ) AR S A T 48 B (BMD) | W& 08 R AR L ] 4 —
TR, 22 R TG i B L (P>0.05), L3k
1,

1.2 fUas 50 =2 B R o B A (B i
o g 22 A 28 A BR A F]) , Tprofessional Thermocy-
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cler PCR {¥ (% [H Biometra 2 #@]) , 320} 52 5 PCR %
(G ABIAHD AN Ot BT (A A B SL A FD
R i B O AL L RO B A (18 [E Eppendorf
oAl o FEEGH AU PR A B BGRR & CRAR A= 4k
B AR ] . Wizard DNA Clean-Up System &, 5
(%[ Promega 24W)) \PCR 5| ¥ (R EF AW THA
MR &) L B 3L fk B SssI(3E E New England Biolabs
A H)) s Taq plus PCR Master-Mix, SYBR Green [
Mastex.Runx3 /N B #T A ¥37 (2 E Santa Cruz 424
ALY IgGUAL R TP A2 S AEV B AR B IRAFD .
L3 il (ODEEEE: MAETHBE SN
BE B2 AT S b B IBOME o AR 45 5 728 0 67 328 B F b MR AT
T A PG A MOV A DR A . SR A ER T 4% O FE R
BRITEAT I i . (2) 2 W1 CAG B2 2
B 12 P B R IR L AL N BEI2 TR B2 T
W32 AR F2 W AP . (3) Hp K386 - R A PR 28 IA
M & priE C13 JREMIAL . (4 Hp MIG: S HCE
A4 YR 4 [ A 1T R TR R e Ak B RLR  )T HEE 4
Wig 2 MHEERE C13 JREMPA LK. (5 Runx3 %
FH AL ARSI < xoF 4 B DN 3E 47 7 B3t B2 & 44 1 1 0
afifb AR5 #EAT PR AL R S % PCR(MSP) I H ik 43
Mr. (6)Runx3 3K mRNA )3k . 32 H0H 85 0T iy
FiMEH 2 mRNA, SR 5 G L cDNA G BbR 1 i 42 I
LB K (ddH, O) {2 DNA FE4k 1 B 4 xF B4
R S R 2 A P47 R fLiETT qPCR, DL Bractin
KNS IF R A AR AT — b BE . (7) Runx3
R IR I E R BCEEE H S #EAT T b B R A
5 TN 045 I 2 68 ¢+ K (SDS-PAGE) 43 85 » Runx3 6 il
kAl 44X 10°, N 2 1l -39 R i &L i (GAPDHD
A 36X10° . Tmage J B4 434 2% K BEARL . H 988
EAH XS Rk 7K = H 8 B %00 K AR/ N 2 5500 IR
JEAH

1.4 Ziiteghbs R SPSS16. 0 i it 8 A4F i 1758
M. HREERLL x4+ Fas, 4] b &R
SEAEA K g A ZH AR BR Hp A fS B8R FIBCXT « K
55 THECFORE LB B B A Ay 2RO A AR o
g, YL P<<0.05 WERASZKITHEE X,

2 % R

2.1 Hp/&gexih (HEE CAG BH HE K Runx3 Kk

*1 FE— B BRIER
205 n B /4 (n/n) (T, %) BMI(z=*s,kg/m?) WA G P () /B (n/n)
Pk =%4) 53 39/14 48.8+8.7 24.24+1.39 25 42 38/15
X 2 27 20/7 47.8+9.1 24.3+1.48 15 20 17/10
t/y 0.002 0. 468 -0.183 0.503 0.274 0. 635
P 0.962 0.641 0. 856 0.478 0. 600 0.425
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DUH JE AL i MSP 3kl CAG B 8 26 Bt
Runx3 & H AL 00 B 1, XF Bdirh 8 fi i
B I Runx3 565 B 34k BHEE S 29. 626 (8/27) 5
AEE L 28 ] B % B Runx3 56 H JLAL , BH M
RN 52.8%(28/53), W4 Runx3 KK H 5L 1L BH
R A G E R L () =3.890, P=0.049),

4 3 2 1

C UP MP MA

300 bp
200 bp
100 bp

MA ARICH) s MP H1 Ak B X I8 5 Ul 3 46 B PE X B85 C 28
FO6 B8 1 SR T JE CAG % B B AR 405 2. 000 IR 41 i CAG A&
HHFEEARAS 3 WAL CAG B 1 BB AR A 4, XT IE 21 T
CAG B # M FiER 4

E 1 MSP #E# il CAG BEBHIE Runx3 EE FEL

2.2 Hp@&gexid (HE CAG B H B # B Runx3
mRNA FIfE HRIA M Em WEAREE K
Runx3 mRNA 3k 7K PAR T xf B L 22 5 58 it
B (t=1.233,P=0.221), WM TR, WEH
I CAG & B # B Runx3 mRNA £EKFLT
XHAPE CAG B E. ERTRITFEX =
0.552,P=0.583); MY EJE CAG & H &K
Runx3 mRNA LA T X A HE CAG i3,
ERAGIFE L (1=2.226,P=0.036), W% 2, W
L CAG B # H R IR Runx3 1 &£ IE KL T X
W2, Z R 5% 5 X (:1=2.143,P=0.035), LK
2. WL b B, WE A BE CAG & B 3 I
Runx3 H 1 &5 KL T Hp B3 M 09 % B8 41 o i
CAG B, ZER LGt E X (t=1. 468, P =
0.148) s MEHE JE CAG B & H &I Runx3 £
AR T R4 E R CAG B . 2R G SH%E
X (t=2.240,P=0.035), W% 2,
*k2 A 2H Runx3 mRNA REBRIEKFILE (TLs)
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B . Mg 44 ] Hp % CAG & MR ER Hp A
A 22 ) Runx3 F[H B ZEALHE: MR BR G 6 11 %% A BA
. SHBRAT I E . MR Hp JFrh#EJE CAG & H
il Runx3 mRNA FKikKV- T+, 22 54 511 # &
Y (t=—3.249,P=0.002) ; W4 43 ¥ & 7~ » 5 M2 B4R Aif
e i br Hp Joh E R EJE CAG & H # K
Runx3 mRNA Rk KT, 25 B G52 X
(t=—2.460,—2.534,P=0.020.0.028), L3 3, 5
MERAT LB, A BR Hp Jerh BB CAG B & B #
Runx3 AR B KT &, ZR A% E L =
—3.166,P=0.003), W& 3; W20 50 ¥ /R 5 M ER
HIHR B Je E B CAG % B & Runx3 %
BT, ZR B ESRITFE L (0= —2.164,
—2.724,P=0.038.,0.020), I, 3% 3,

®3 CAGHBEZEE®RKE Hp 31/ Runx3 mRNA R &R

kK F LB (T+s)

& [a] CAG 73 %% n Runx3 mRNA Runx3 &1

MR RT h R 44 0.8340.23 0.38=+0.22
th gz 32 0.8740. 24 0.3940. 24
Eiis 12 0.73+0.17 0.35+0.15

R G bOEE M 0.88+0.22" 0.4240.21%
g 32 0.924+0.23"* 0.42-+0.22"
& 12 0.79+0.18" 0.40+0.17"

21 51 CAGH%H n Runx3 mRNA Runx3

Xf HR2H hOEE 27 0.8940. 28 0.5040. 24
g 17 0.91+0.33 0.52+0.27
iy 10 0.8720.16 0.4620.18

M hOEE 53 0.824+0. 22 0.3840.22"
rh g 38 0.87+0.22 0.41+0.23
&R 15 0.7140.18% 0.3140.16"

* P<C0. 05, 5 X B4 L4

2.3 MRER Hp xf (EE CAG 8 B #iE Runx3 %
P EAL mRNA KA RIBHZ 0 RER Hp 677
Ja 2 A HEA IS 53 ) CAG 3 44 il .
9 BN BIYE (R CAG 83 6 fi V% CAG /i3 3

* P<C0. 05, 5 MR A HL 4
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& 2 Western blot #il]l Runx3 EH&EXNRBAR
MEBHCAC BEBFHBEALBHRIE

RIAHT &R

GAPDH

RUNX3

3 Western blot #illl Runx3 EAEREEEE
REWNEBHIREALAFRERIE
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14 R 2% R BR 5 DR 28 L ) A T i &5 SR . B &
AR R G 2 R AL 4 Hp B IR 2
(R FH e B A5 3 2 AR R B 2N L T HLIE T 2 38 1 K %
Mg G245 Hp By s HAE A B H)iEs .
JIA ZEU YRS 7R, Hp J8 Y% BT 350 2158 00 12 M & e
AT BT AR a4 S R G SR L BE S 5 B0 A I R
S S P AR R R AT R B E
FEM . HONG %" 238 , Hp &y ol i 1o 76 5 98 mr
o A8 v AR M RN RIS T R AR A A T A A R
IBUL- IR REF 2B MEE TS L EHE. CAGH
KR RN & 3 5 B8 8 S W) A VR Y 2
AN R PR35 R A i B R £ A Y R Rl A 2 R R AR
FALEHEE SIS NP SN E RS = SIS P 21 C Y  E P VIR
fG2g e A, ik JE R A 3 CAG I B i k4B &
. MY REESE CAG MR A KB 2 Fh
R, f 2 s Re 2 Hp JROs A R S 155 1
AR E K i o B b S A A A AR T AR R L T S
B CAG 1 R AU 1 5 38 g A8 A T RESS

Runx3 & Ak Runx g HEE W 82—, HAET
W58 %W Runx3 Ji 8 7 X CpG & 19 5% H 34k v B
P2 T BORE IR 0 BN 3R G Bk 5 ke BRI A B R G
REEARS o 22007 S SO IR AR g 2R 36T R BF ST
RI L Runx3 JEHEMIEERETERRRAKR
T-BCTGF-B) {5 5 #% S8 % 1y % 5% Il 7, 7 Runx
EHWMS 5 T @ Smad 8655807 S 454,
TGF-B/Smad &4 ¥ A fig I\ 40 i It %% A 40 e A% N 19
DIREMLS R RE N AE K AT T R
SFEMYY. Runx3 BEE W& 2 A& ERSTH CpG
& LR AR KT Rl e B R K5 Y Runx3 Rk R
WG g TGFRE S MM S, TS5 B ES
LR I AT CAG Sy 049 B AR
fife B Z A EH L Hp & Runx JEH7E CAG
R ELVE A — I PR A . O AR Y
FEEIESE . CAG #EFFAE Runx3 JER Y £ L T M. H
Runx3 FEH LR KFERFEMK S CAG KB EE L
JRAEAE — & B AR M

AW AN, Runx3 mRNA KEHMERILE
CAG 1™ 5 F2 A 5, 1 H &4k 7T B8 2 5 20 Runx3
EHRET M EZEHE, DNA F 3 R EE
ATEE & CpG 5 1) 8 1 X, 58 52 KO0 B 3k
B B 45 B 5% 5 I 5 03 3l 1 45 G DT 25 XA
BB SR sl SOKOF IR . I, B CAG B E H
FiME Runx3 JEH KRB A RIB TS CAG B4
Runx3 & [H & B & {6 % 1 mRNA ) % ik F K.
CHOI % W98 $2 7% , 8 Hp e 8% o 2t
Runx3 JE PR KB KFLT Hp BIMEE . % &S Hp
JEYL P RB A Runx3 3k B 34k . DT 3 S0 95 56
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Runx3 &3, F i Runx3 S Rk, KR BR,
WLEE A % H R Runx3 mRNA K 1 %356 KPR
FxF B WAL T 4R MR L P CAG g B 5
[ Runx3 & [ 3R I8 K AL T X B B2 CAG 3
1M mRNA [ 335 KV 76 M 415 % B4l vh JE CAG
BE G S ZES WEAEE CAG B & HHi K
Runx3 mRNA K & H 3 35 KF B8 T 4T B 41 &
CAG B4, 5HmESE " I 25 -AHBL. #2878 CAG &
HHEF B Runx3 mRNA RE ARSI AHYE CAG
R R OC L T B Hip J&R L 2% U0 A OG5 Tt A
HfE CAG ff Hp B # . B # I Runx3 mRNA
KEAMFL FHFEHE. PR REn. WEd B
Runx3 3 K H 3 AL R 5 X B4l [ b 78 CAG ff: Hp
R R H R E R CAG £ Hp e i35 . Hp J&
Y REAE R A Runx3 3 N B L AL 3L Al i 5 Mk
HE— I, 51 R M 5L Runx3 &, § 3 Runx3
FER K E I FEIB T M. Runx3 3 H & E AL #EK X
A Hp B B & A & el /v A U IR 4 s I
M. 7E Hp B ) CAG & o 7 DL AR Br Hp
BT .

ARG 16 CAG ff Hp BB H L H 2 &
JE CAG ff Hp B 5 Hp gL vl ge o5 5 1 1k
PE— i, S B 3 A Runx3 mRNA K & 1 #
YR R, R Hpigyr e 2 M B E
CAG B3 H F I Runx3 mRNA K& [ % ik K
IR WA T R B K CAG JBE H R
Runx3 mRNA £k KFH T+ s HARBR Hp ¥677 )5 #8
4y CAG B3 Runx3 K I AL FH M5 BH %, W
FEGE R — PR 5L Hp 8 v g3l i % 3 1 1k 51
AL Runx3 K76, 5 3 Runx3 5 F K& & (1K
FeIk s MFEMRBR Hp J5 . ol 8656 Hp J8Ue Jir 250 9 98 3%
Runx3 mRNA K& RSB TR, B, #£XF Hp
YL CAG (B3 0 B T AR Bk Hp 3697, o] LAY
Bk Hp 7€ CAG & J& i 4F F B B0 1095 2 ) Runx3 11y
g A JLELOR R UL A T — 2.
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