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 E:BH SRANFRFARARLTFEFR AL DR TREAR MR F AT R 7 AT B & S 09 M
. ik AR 8~10 Ad BALB/c R 24 ROV EF . A IF A xS RA, HARBAHE R 12 h AR AR 2X10°
CFU/mL % B 69 1TEAF H B 0.5 mL/dEH 84 7d, ArRAMRFAAREAK,0.5mL/d, &4 7 d, 347 173 AF &R
ROE A, KA FEE A F %K PCR(Real-time PCRO &M A & % 2.4 B G, bR P y Fa & AFN-y) . A B M AN
FR AT «( TNF-o) . & @ A-%E-S(IL-8) A & IL-10 mRNA ¥ A A2 &, TR E4AE . A DR LA BHREA DR G FHEE, R
A BB S SR R MR B s kA B AR R IFN-y  TNF-o IL-8 Z IL-10 F G #ykF, R HADLKLE2 AE. AEA
IL-8 & Faf M4, £ F A 4it 5 &L (P<0.05), B ¥4 8B . IFN-y. TNF-o.IL-8 #y mRNA R & & k2 $H W 2 L 2K
EARAAEHTHRA, ZFA AT FEL(P<0.05), HFit THZWRELTEH AR L THEARATAR, oLt
THI Bémeta i B T a9 K&, 51 & THL A 6 RREE .
KEW FAFR AT R mIe R T £ &g
HE %S R332 MERFRIRAD A X EHES:1671-8348(2015)03-0293-02
Experimental study of cytokines in gastric mucosa of mice with Helicobacter pylori infection”
Han Yanzhi,Liu Hao ,Ruan Kaixue
(Department of Internal Medicine .the First A f filiated Hospital of Shihezi Medical University .
Shihezi, Xinjiang 832008 ,China)
Abstract: Objective To study the change of cytokines in gastric mucosa of mice with Helicobacter pylori infection and explore
the immune mechanism. Methods Twenty-four 8—10 weeks-old BALB/c mice were randomly divided into observation group and
control group. After first 12 hours of fasting,observation group was given 0.5 ml./d Helicobacter pylori bacterial liquid with con-
centration of 2X 10" CFU/mL for 7 consecutive days. The control group was fed with 0. 5 mL/d saline for 7 consecutive days. Then
the mice were infected with Helicobacter pylori gast model was established. Using Real-time PCR to detect the expressions of IFN-
v» TNF-a,1L-8 and IL-10 in murine plasma within 2,4 weeks after infection. And after 4 weeks of infection, mice were sacrificed,
and their stomach tissue sterile were separated. ELISA was used to detect the levels of IFN-y, TNF-q,IL-8,and I1.-10 mRNA in
gastric mucosa. Results There was significantly difference between groups 2 weeks after infection(P<C0. 05). With lastingness of
infection, the expression and the mRNA of IFN-y, TNF-¢,11.-8 were significantly increased,and the rate of increase of observation
group was higher(P<C0. 05). Conclusion TH?2 cells may have no effect on Helicobacter pylori infection in mice gastric mucosa and

promote the expression of TH1-type cytokines, triggering immune response of THI.

Key words: Helicobacter pylori; gastric mucosa;cytokines;infection

UTAF SR T A B o A 1T SR AT T T SCHRT S Dl T TR AT D 1
HHEB BRI ESEIACT . W R EER e L1

M EE%
SLEEhY I 8~10 A BALB/c /MR 24 H, MEREA

P2 A0 0 43 U5 0 L B R T 40 MO B BB R /0N 4 T 22 KL Al AT A TR T AL
EEMA RN IR EEH Y ERERERRE P EEEXRE
BRI TEAE Y . ARBFSE R 8~10 JH i BALB/c /N 12
OB S B R, 2 7 d AT R, 25 SR L
I 5 #5926 PCR(Real-time PCRO KR4y 2.4 J& J5 & /) B3
A3 A ML R F mRNA 728 1k B I G 98 W B a0 I 0 72 A 00 Je
Ped JHENRBHBEHAPMaMEFRAMERS R, &
SCHI A BT T A T I TR R 0 e LB A D A T R
M TR KR SR AL A B R R I S %,

x  EEDIB.EHRAREFHILES B E (49201065),
BIF I 5T

12 HO R pih 18~22 g, 43 WL Foxs BRAL, BF 20 12 H,
A5 LN BUTE JE W R BT L P S A L A R R 2 R AR SR
WX S TG #E XY P>0.05), B WA /N B A
ot .

1.2 Jiik
12,1 @ME WA 12 h, W4 BALB/c

NERTE E 45 2X10° CFU/mL ¥ B 1Y W 1] 2 FF 3 B W, 0. 5
mlL/d, S 7 d; X HAREE A &M K.0.5 mL/d, #E%E 7
d® . ZJRIEW SR, A Bk kK.,
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1.2.2 #Wimd s y TR QFN-y) . 5 4 Ui A b5 5858
F «(TNF-0) . 40 i -8 (IL-8) DA S TL-10 ik fE R
2 JRUG » DA% 270 B HR R i ik A SR S /0N BB I3 - e 4 R
SR A /IS B LY, I AR B8 /I B T I 45 1R TR IR A A/ B B 36
JEZRZL . B il W RE A BE4T 850 3 500 r/min, R JH] Real-time
PCR # & J% 2.4 JH )G /N B3 7 TEN-y  TNF-o 1L-8 DL}
IL-10 mRNA ik i, #BAEF L H G, MK 5 RNA (425,
EAT 1 5% s HOR A3 B cDNA J5 47586 PCR P71 . R
TG D6 98 W A 3K 36 o0 9 A W0 5 b 4 4 TFN-y, TNE-
a IL-8 DL R TL-10 K. ICE AL, S0 IR BT
VB o ASCAES 1 P R A AL o S5 T 458 A1 20 R 7™ A% 4 BRI & L 1 12 7]
HAT
1.2.3 AR WO TIEAT R RO B M S B S, 4
SR DR 2.4 J8 )5 /0 BRI 2K IFN-v, TNF-o, IL-8 DL K& 1L~
10 mRNA /) &3k i, DL Rk ge 4 J8 J5 . A 0w 6 B 41 28
IFN-7 . TNF-o.IL-8 L f IL-10 & [ A K
1.3 Giib#4b 3 R A SPSSI5. 0 #E4T S 1T 40 . 1 &
OB T s Fon AR A5 T ERERR D o K, L
P<C0.05 2R A L% E L
2 & ES
2.1 &Y 2 G, W4/ Bm 3 B IEN-y, TNF-o, IL-8 L &
IL-10 iy mRNA Fih & &Y 2 5 6 4/ B 3 i
IFN-y, TNF-a.IL-8 1) % 1L-10 mRNA ik & #E47 b5, W 4%
20 TL-8 mRNA [k i, B B = T 0f 4L 410 LA 22 R 46
HeEE X (P<<0.05), lLFE 1,

*x1 B 2ARNRPEIERRIEENLER

(z=*s,ng/mL,n=12)

215 IFN-y TNF-a 1L-8 1L-10

Pk =Stk 95.2423.9 87.2%+38.1 781.6452.3 823.5+67.2
Xf HE 4L 94.1417.6 91.9227.6 231.1421.0 798.1%87.2
t 1.012 1.317 12.671 0.275

P =>0.05 >0.05 <<0. 05 =>0.05

2.2 &L 4 RS, 4L/ B b IFN-y, TNF-o, IL-8 1) J%
IL-10 iy mRNA F£iktd Y 4 G 8 PIAL/D B 5
IFN-y, TNF-o,IL-8 ) % 1L-10 mRNA ik & # 47 HL %% . IFN-
Y TNF-a i} TL-8 (383K & WL EE 40 B 55 o5 1 0 HR4 A 1) Lt
WESAE S F L (P<0.05), L% 2,
*2 B I BARLRRPEIERRIEIENLE
(x=*s,ng/mL,n=12)

25 51 IFN-y TNF-« 1L.-8 1L-10
WL 432.1+81.2 587.2+38.2 3204.0+78.9 819.4+098.1
XPHE4H 101.2434.2 101.9+27.6  239.6+21.9 781.9496.3
t 7.174 9.157 10. 457 11.093
P <<0. 05 <<0. 05 <<0. 05 <<0. 05

2.3 @G 4 JHE PN RS B EAL 20 TFN-y, TNF-«. IL-8
DL B TL-10 ZE E KO R 4 S 4 P 4L/ BT 26 B 41 41
IFN-7, TNF-o 1L-8 D K& IL-10 25 H B /K FiF 17 b, e 41
IFN-y . TNF-a LA} T1-8 2 [ /9 7K - W] i & T %5 BR 26, 46 [R) 1
WESA G F X (P<0.05), L% 3,
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*3 BLIAEREHBEALPEEREAKTE
ML B (x+s5,ng/mL,n=12)

21 51 IFN-y TNF-q 1L-8 IL-10
WLE 40 1.34+0.7 1.240.2 2.1+0.3 1.340.1
X B4 0.6+0.1 0.7+0.2 0.4+0.1 1.1+0.2
! 3. 234 2. 872 4. 891 0.678
P <C0. 05 <C0. 05 <0. 05 =>0.05

3 it T

T BT TR e — L S I RO 25 gl IR A BT A A R
L Y RS A T B R b R T A PN A IR R
v EURRR I TR AT RS M AR A B 1
FURBE R Z U RSO T B TR TR /N L A
LN N T 28 Ak 00 25 R T WA T SRR R R Y G B ML

ARG T SE AT T BT TR U D B R A L A
SER R A AN BB 2 S g 41/ Ul 3 TEN-y,
TNF-a ) J TL-10 mRNA 23k i 6 AL/ B 3 H 45 25
TG 2 B A IL-8 Bl B & T A, ZRARIT¥EX
(P<C0.05), &Y 4 JH G, W4/ B 3 o IEN-y, TNF-q,
IL-8 i J TL-10 i) mRNA ik & B 8 & T A, WERHE
FilsEzH 4 rh IFN-v, TNF-o, IL-8 D) 2 1L-10 mRNA [ 35 ik &
B TR, Y 4 SRS, WA S R I 4L 21 TEN-y,
TNF-a., DA K 1L-8 2K K F- W T AT B4,

B T IEN-vy RE A% 3 5 45 Fh 28 AE 20 I U0 5k 200 0 o Pk 4
A M. TNF-o. IL-8 3 4 1R 48 A9 1 & 3 w00, W Bt
TNF-« 64 1E [ #8735 IL-8 (7= 4. 1L-8 A 5 K I £ T8 &% 41
Je A A B s T T (BRI 4 R TGI8 R M 3 P
IL-10 mRNA £k E & H J A 2ih IL-10 EA MK 5
Xof B AH b, B T ARk . B TL-10 78 W 1) SR AT B Jk g
AN B R S U e MR R R e X TH2 A
S S r W BT R (0 N~ wp [ AN W B B W LW
BUE BE AL 20, %F TH2 40 fE R BR A 2 . H R ifF THI
RN 240 B T 9 2235 . 51 & THI S 3 0 G e )0 .
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