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Effect of Helicobacter pylori infection on gut microbiota
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Abstract This paper studies the effect of Helicobacter pylori (Hp) infection on gut microbiota using fresh stool specimens collected
from normal persons (Hp negative) and patients with Hp infection. Hp, E. coli 0157, Lactobacillus, Enterococcus and Bifidobacterium
were amplified by PCR. The expression of Hp was not found in Hp negative group, consistent with the “C breath test. The expression

of Lactobacillus, Enterococcus and Bifidobacterium in Hp negative group was higher than that in Hp infection group. There was no FE.

coli 0157 in Hp negative group. The numbers of Lactobacillus, Enterococcus and Bifidobacterium were changed by Hp infection.
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4 I WRFT B (Helicobacter pylori, Hp ) B Y 212 14 H & I
THALPE 57 1 B0 P 2R W2 B N AS B e
fERZ . H N RS FLRRAT I 5 R 4UA ) 5 Hp Zow Pk
WM FURRAT IR KT S5 MR N e %, BA 4t
Pl S VRS SUBSFF IR I N i 7 RO TR
SUBCFT B 80D B T R AN AR ks, RSB AT 7
SENAME IR . KT R 0157 & KIBHFF R iy —A4~2%
B RS A RIETS A 2 55, i Hp B 88 Z AR RIE S

NI N2 R B R E 2 0E R MY e % —E

BILL RIS A5 TR — P AR AT . AR SRR
K HE AR BRI T A R AF IR A 259, T 5 |
A TR, CIE AR RS W , HE AT T RES [RE AR OGRS
A2 L, Wi AL T SR MR A fE R

JAE Hp i 5 H N REETL | B S B 5 &
WA, 5 H AT S R W T Hp B 5 i 18 RS ¢ &
FARIE o PRI, A SCHTSE Hip S5 X Tl B AR ), e i
BT IEH N (Hp=) Al Hp J& 4% 8 2 (Hp+) 7 18 B A P 59 K AT
0157 FLERFT & JAER B BUBCFT 18 45 A ] B 7 i o7 LAl
5 7R A Hp S Tl TR RS R B2

WAE B H:2015-01-19; 451 B 41:2015-03-09
AR A B R ARAFAAT A (81300277)

ENRB FUE, ZRET RS @A A AL BB X F, B -F124 : dhongxia20080808@163.com; 2 GBAZ4EH ), EALE T, BF5 77 61 1]

SEAF TR B B R R AR K TR IR, BT 12 4 1 lianghao301@163.com

FIAMK ELE, Bk, A & VB R 5 I 8 B0 e )], AHCFR, 2015, 33(7): 90-94.

B 92



—t

RS 2015,33(7)

www.kjdb.org

1 MEEFRE
1.1 SLIeHR
111 BARR

20134F 11 H 22014 4 10 A 76+ L R B E R |
N B 307 BS BE T AR R 12 RV A e i 58 47
H T 28 (Hp BEZE 22 A, Hp 20 36 ), T A 44
AR 2 OSBRI Hp 500, ELIE 3 A ik %
SRR, JC 2 18 O B s , TCICA I A R G
FASTS OV . Hp B i HE AR A PC L HE(E (delta
over baseline, DOB)<4 J AL (BAME) ,=4 Mlgkde (FHME) .

REHLA Hp BAEAL (Hp-) e 10 651 (35 6 4], 2 4 1)),
JEYL A (Hp+) Fh e B 10 61 (5B 5 4], £ S 61 kA7 5 2255 56
AN AR 31~53 %, SEHI4EI4 40.348.0 %
1.1.2 EFEiRH

Taq DNA G . 10xZ2 W .ANTP \DNA Marker 4 4 5
AW TR CRE ) A BR A A 28 B DNA $2 U5 £ [ K
HRA AR (JE ) A BRA R, NI [ Gene (s ) A7 BRA
Al HAR AR 4 ok [ = oAt
12 LWAH®
121 EFHFAER S DNARE

i RAR A AL B (650 A B R A 388 3L P 41 DNA
PEEGATR) G0 25 B R ) 3L P 41 DNA S T4, HAR A
BEN  FRBSHEREZR 160~280 mg 2 2 mL .08 H, I8 8.0
BETIKE, MEEAFMA 1.4 mL GSLZE Wik, MR 1
min 2FEATRES] R T0CHFR S min, W H G, IWHE 1S s, FF
12000 r/min (% 13400 g) &0 1 min, ¥ FiEW 1.2 mL &
B2 mL RO . SRJE 78 BV P 1A R B R
InhibitEX, $%3% 22 W B R 190 JES 4T JF 3 8%, (R i - BB 78 401
H1,12000 r/min 5.0 3 min, R PR 1 200 wL 2580
1.5 mLEOEH, IMA 1S pL Proteinase K, filA 200 }LLZ}}
W GB,IRTIE 15 s, 8R)5 T0CHEE 10 min. fIIA 200 L JG/K
W TR

W L — 2 AU A — B A CR2 Hh (W R T
WCAEAS ), 12000 o/min 8500 30 s, 210K 8, 5 W AE CR2
AW . SR, B A CR2 i A 500 WL 22 ik
GD (f AT ek 2 2 B E A TG /K L) , 12000 v/min 5.0
30 s, PB4 I, B W AT CR2 il A AR A8 Tpr o [ R A
CR2 I 600 wIL UL PW (ffi FH R Je Al A & 5 B AT
K Z%), 12000 v/min 2.0 30 s, FEl4sE W, W CR2 AN
A KM A CR2 BRI AE A4S T, 12000 /min 550> 2
min, FEFEE . B BAE CR2 25 R B 500040, LIS B T
W BFF A4 Rk P R A OB o BT L BER B A CR2 % A1 AT
V18 B O R i) R O B ) R A67 B S R N 50 L R %
M TB, 25 IR 2~5 min, 12000 r/min 250 2 min, AT
LR ELOE T RNV T E i, IR E DNA R R
A% DNAFE i B A% T AR HE S OGAE ODosonso 7 1.8~2.00 &

#is
%1 DNA BEAS T -20°CHR AT, 75 PCR Y1
122 5¥git

S22 SR R AT R 0157 ZLERFF A7 Bk ™ 8L
WCAF T A HpPBe 05 19 (30 G R A 187 0157 (FLIR AT
B JAHER B OSUBE AT 1 A Hp A9 4R E 2 X)), PCR I N S 3 £ 5
A Wy v 3R 5 T I - 31 12 B &I (glyceraldehydes 3-
phosphate dehydrogenase, GAPDH) [ 45 %€ DNA X35, i 1o 51
W A Primer Premier 5.0 52315149 . B 519 408
BLAST %5 % (www.ncbi.nlm.nih.gov/blast) , #f & 2 H. A5 1R 58 1Y
Feseth . Frik IR B RWES I 0L 1, 758 P I 1E 150~700
bp Z I8l Bt MM E I YT A, 16 DR L (1) AR HOR
AR A A

x1 s5lF5
Table 1 Primer sequence

5| Y24 FR 5|¥F7F(5°-3")

2l GAPDH (gapA ) -
ACTCACGGCCGTTTCGACGGTA

forward
4B GAPDH (gapA ) -
TCGCACCAGCGGTGATGTGTTT

reverse

KIGFFE 0157—forward AACGGTTGCTCTTCATTTAG

KIGFFE 0157-reverse  GAGACCATCCAATAAGTGTG

R, AGCGAAGGATATGGAGAGTAGAAATA
FLERAT B —forward

CT
FLERFT H —reverse CGGTTTTTTGCTTGGATTATATTCA
J7ER i —~forward CGTGCGAACATGACCGATAT

JHER B —reverse CGAAACGGCCATTAACCAAC

XU T —forward GATTCTGGCTCAGGATGAACGC
BUEFT i —reverse CTGATAGGACGCGACCCCAT

T T B —forward EETAGAGAAGATAATGACGGTATCTA

1 [T HEFT T —reverse ATAGGATTTCACACCTGACTGACTATC

1.2.3 PCR¥ R EERHBK

DL 3R DNA SR BRI, 973G 5 Fhai & i £ . PCR
N FR (25 pL) : 10X 28 i 2.5 plL, Bt S8 % 1 = 8 iR
(ANTP)2 pL, B RS9 (25 pmol/l) 4 0.5 wL, ExTaq i
0.25 wL, B DNA 2 pL(1 pg), 2B 17K 17.25 pl. PCRJZ
5 - 94°CAEVE 5 min; 94°C75 M 30 s, 58°CIE Kk 45 s, 72°CHE
H12 min, 3R 32 WK ; B 72°CHEMH 7 min, 1.5%Z IR HHEE I HL
PRI H 4571 -
1.2.4 SitHHm

fdi J] Tmage—Pro Plus 5.1 X%} 5 F 4l B PCR ¥ 3 1) 455 0k
TS BE T I , PRI TRAE 730 . SR AT SPSS 21.0 341748
AT, PCRA 1S Z5 5 2 LU AR P ST FEAS e K 6
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ANTRLHE R S0 b, ol 18 40 1 3 AR R X 5 A
MBI IR S B 5. R 2 AT LA SR A 26l
DNA $2 R &5 2] 9 DNA FEAS K 2B 4% (ODasonso 75 1.8~

2.0) , A4 9 DNA AT RE5 2GS AT O, AT B HEACOR
AR,

i 2k 0] A AN FEREA B A 2R A 22 1 S
WU A3 DNA B A7 7R 25 5, X% -5 i 1l AR
225t RFEARAIA 5K o
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Table 2 Results of fecal DNA extraction

FEA (Hp/) AR/ DNA Jii 2/ pl\{A B (Hp/) AR/ DNA Jii 2/ PNA

mg pg 1L mg pg (G
FEAS 1(Hp-) 197 11.0 G FEA 11(Hp+) 177 1.4 NGRS
FeA 2(Hp-) 196 5.6 =Y FEA 12(Hp+) 198 22.8 6
FEA 3(Hp-) 188 15.1 B FEA 13(Hp+) 195 224 i
FEAS 4(Hp-) 280 11.4 i FEAS 14(Hp+) 181 21.6 i
FEA 5(Hp-) 128 8.0 Gk FEA 15(Hp+) 196 7.2 AEHE
FEA 6(Hp-) 162 6.0 AEHE FEAR 16(Hp+) 229 13.2 i
FEA 7 (Hp-) 220 6.8 i FEA 17(Hp+) 183 18.4 i
FEA 8 (Hp-) 221 9.2 i FEA 18(Hp+) 210 12.0 i
FEA 9(Hp-) 200 10.0 e FEA 19(Hp+) 193 10.8 Bk
FEA 10(Hp-) 208 11.2 =X FEA20(Hp+) 230 7.6 i

2.2 Hp B tipEEEN=n

FE8 DNA #E17 PCR S BB W 58 e L K A 0 225 51 D 1]
1. MEITATLIE 2, Hp 10k AHE 58 5 28 DNA 17
PCRJ& , Bl A L Hp ) PCR 4571 , 1M 5 # 7 UL HL 352 1) PCR
At 1X 5 PCIFA LRI Y 25 A HH TR

AT RUE S Hp BAPEE Y 38 LR AT B A BR B
MU AT B ) PCR 257 , TG R IAAF B 0157 F1 Hp 19 5571 5 Hp J8&
Yl 938 KA AT R 0157 FLERFT 1 A ER B L SUEL T 78 Al
Hp S AT AT , (AR T Hp IR, FLERAT I BRI |
UL T B 1 4517 2 BE AR

Hp+

KIGHT #0157
FLERAT
JEkE

plzid: )
Hp

GAPDH(gapA)

E1 KB E O157 FLEATE FABKE U E \Hp B PCRYIGER

Fig. 1

2.3 HpX#HmERMEERFMN

Hp JBG X N 18 B RF 520, AT D3 o i 20 i 75 1)
SN Rl IARSZEGEE R AT LA 2, Hp B AR i
I R B SAFAEANTR (1 2) o Hp B, B 25
(FLERAT VR AUBCRT B ) 19 25y 5 A Hp SR e 2 s, 1 2
A £ W AE Hp BAPE ABE RS 850 5 22, 76 i iR b T
Lol As e, 35 T Hp L fR % (P<0.01) . Hp BAE4L %

I 92

PCR results of E. coli 0157, Lactobacillus, Enterococci, Bifidobacterium and Hp

A 3G R BAFF R 0157 19 55417 , 1 RS 44 14 s BH I 1) 2%
o LA LSS UL, Hp B n] A7 18 N FLIR AT T 3K A
SUEEAT TR ) = 5, I 34 I S0 & 80 19 nT B (R AT
0157),

P T UBUEE A B 2 B 25 2E TR A R 2 | T R AT v 2
Jo 3 1B BT 1 20 R T DR e — 3 1 HU(E 2 RO PE Y
o T TCA W ) A AELRE 7, AT R R L B i TR A ) 4 IR
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B HRI R (AR BAT I 0157) BA A 450 I RE T,
— EURE RS RGO o P E A S5, A I A 3 T e
RIAFFR O157 BR R o DAIET L AINE 2 7Rl LA H BUBCHF I Y
Ko Hp BAVEH 550 s Hp B LR, IR Hp Je 4 ik A7
O157 Bk o DL B 45 RUEH , Hp B PE L M 18 A 900 7 A
RESIELLS

P=3.96x10°

wn

(=3

(=3

(=}
1
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2 9000}

P=4.60x10"
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Fig. 2 Intensity analysis of PCR bands of gut microbiota
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Hp 285 1 UL A 18 R B A 8 2 — , Hp JB s 1] LS I
B NIEHR RIELC. BT, Hp B 5 LI A pom (niF ik
PeB7 MR 2 BRSO REA I AN AR, B
L HIE AR R RN 45 B S Hp B JiE
FERIRISCHE B 425 DRI RTE , B RTESS E i 5 i
TR 7 T BT SE SR W, 445 B e 03 1) M - e e N
FERA AR KD, Aries!™ R Hil™S5EAIFSE A B, A4 18
WS 45 B Z AR DGR . [R5 22 s Py A AU At
T, SN T R A AR S A5 B YOG AR T Sean-
lan S5E"RIFSEAE Y G0 MRS B SR 4 I R R
PO e N FEAE b B RE A RS S PE RN ZREE , R LA a4
45 LM R L) M T R PR A E MBS HE R R T e IX LM
TE4SS B e B9 K ik 2 v M 3 TR R PT RE R T B EAE A .
FUA, Hp /8% 5 18 B E 2 18] R AR SCPE AT I , 15 Hp Jfge
L5 HON i TE TR TR S0 1) R LA

ARSI K FF R 0157 FLRRFF 1A A ER T  BUSEFT
TR AR, WL Hp SRS i 1 AR ) SR o e 3 7, 2 B
Hp G5, il B i o 1) i 2 B (FLIRAT I DUBEAT 81
FEAIR, 2R W) Hp B 23 R 45 A TR P I e . X DLW, 78
Hp QL sl i A8 o, i i s R 2 K e Al . L, Xt i
1 BRI AR 23T Hp AR AR — A~ E 2R Y27 4
PR, I AT REHIRAE S IR T o

ARSI, Hp JE G AR 29T Hp 1677 BN, A SC
AZE SRS L $/n FATTEDT Hp B3R 7 1L A o kb e 45 /1
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B, R R BT Hp B RIG Y7 1 P s67 J Hh BLR S ) A
o RXWON Hp Bl RISt T HkA . H T, I PR _EARBR
Hp BB IR YT 7 S IR B 77 S5 2 Rt A= R g
Worrid o (RPN ISk PR RO ISR 25, 0F Hi K,
X8 Wi B HERE B, 2 S BUE ARG o TR F AT
ELA SCHRARE , Hp AOMRBR 2Rl R RS540 I,
AR TE W 25 W) F5 BEIRAESE o [RI), Bhatia 25 0o fF
TR IRFLRFF IR AT LA Hp 892421 0 IR R SE BRI LA
TR 285050 (XU 1 25 4 2B ) A Hp BORRBRESCR A E , 14
ANBESR—5BR . B RL, w5 i BT P B ARBR Hp AR R Pk
A2 i TR AR 19 22 BT AR AR

AR SCHY SR BRAEAE T, i N B T A AP L A, de i
PCR ({77 1 F4R 22 S+ RE 2R I 2% 77, [R] i PCR SR 45 R AYHS
B BERAG , G A B R R R PRI, ) 3 o R AR
(8 PCR-DGGE FIZZHE LI e (477 1% , T4 21 S AR it ) 22
ST TR TS

4 4%ig

LA Hip JB e o i T8 TR TR (52 00 g £ 2 55, 3 5k B 7R DNA
FEHUR ) PCR SZEGBF 5 Hp I 5 35 138 A RE B0 728 f1 45 5
WFSE 45 5 B0, i 18 B e P R FT B 0157  FLIRAT B L Bk
T U B 45 T A e Fp 8 5 2 T k2, T Hp
JER T O N A g R R R ) I 25 o
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