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Abstract

Many studies have shown that Helicobacter pylori infection may have a potential protective effect
on gastroesophageal reflux disease. This article aims to briefly review the negative correlation
between Helicobacter pylori infection, especially Cytotoxin related gene A positive Helicobacter
pylori infection and Barrett’s esophagus, and explore whether this effect is related to reflux eso-
phagitis.
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1. 5I8
L ER R &4 (Barrett’s esophagus, BE) & &8 I ) S A1 RT IR 1], BARIRIE DL B e oy B 4122k

R, HEREE 2R B A% R (Gastroesophageal reflux disease, GERD) 38 b,  Fi [ £ &5 i & (6 4
B BRI R MAEANWIE I, B E AR RE[2], e e B A 5 L P& SR [ 1 5 #5[3]. EFRF
B RAR T KA IR AL AR A IR R IR B & i s SR R, XM AR AR S B B SO E )
AHIR[1]. WA T THEIEAT B4 (Helicobacter pylori, HP) & — iRy 5 M i e A 70 B RGBS 1) =2 TP 4l B, g e
MR, FHHE N NS IRAME B R IERR, 518 RE A B AR B (4] T TR AT B N A R Bk — 2 DL
N I ik N i, R AL E KIRBERL . ASE PAEZM . @B KPR EEYIRR, MRT
RIKE SR, R Ferh [ 5K I H A v ) g [ TR e AT BRI G 2R [5] 0 W T TR AT 1 1) 40 B4R A 2N AR i 15 3
FHIREER A (Cytotoxin related gene A, CagA)Fl it 5 F K] A (Vacuolating cytotoxin related gene A, Va-
cA), KA CagA FI/EL VagA o8 | U sEsE J1mtk, BUmMERE, ARk CagA Fl VacA o8 11 BUKEE )
W, BUwI55[6]. K CagA BHPERLT TRETEAT R B0 PEE, ITFERZRN 20T, IERA 2 iR
BT TRETEAT BT B &8 SRR T Be A EE R EH . BiEiRIERE, B I E A E S DER R
B I BEAIG 32%~56%4 J[7], 2B da T IR HEAT B L TR AF B T e th A Ry EH . A B EM Z LA
BT IEERT B GY, FRoilg CagA FHYEMAT THRBEAT e 5 DR & B I AU GG &R, IR IXFE A
RE SRS KA.

2. NI RSBRERAK
2.1. HP Bt 5 GERD #83%:MH9# 5

B B8 R (GERD) 2 TH AL R G W, FoSET 2 AE S [] |l SR X AR AE R IR 22 57 o AL 45
REIR, 4Bk GERD R HE N 13.3%, JfEMR LA 1) GERD 7EFR (1) B F A 2.5%~7.8% [8]. BEHE AN
ZRACFEE N TR 3Em,  3RIE GRED AW EHAE L. FOGA B AN B B8 Se B A
METE, WERITN: JEBERE A 4 (non erosive reflux disease, NERD). ittt &% 4 (Reflux
esophagitis, RE) &% L ERF 8 [9]. VF 2 AT FH 7R B HP &4k 5 GERD £ fifH K.

W AERA AL E W] GERD MR RBEA HP IS PO LR AR T M. — I RSP fnZs
N, BHEER HP BIT-5 B &8 IR 5C[10] . Yalaki 28 N34T ) — IR e R B, 1E 40
HUAMIALEE, GERD i3 HP B R A RAL T X HRAL[11]. — DU XHHRER HP J5 GERD ¥ & 9 %2 75 48
T [l R 7S, RIFRIERE 7 ARER HP 5, GERD [ B R ER K — B [ py s n[12]. — Tk B H A
WEFT, XF 27 WWF R EkT T 2R, 4R B8 GERD M SR I & A4 R4 M 21N 15%F1 20%.
TEAZEEZE TR, ARERIEST HP 58S T GERD A A AR Y InA 5 [13]. W7t HP 5 GERD Z a4
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FELEFAH R [14]. Ramin 58 N34T T — DU i 72, K I B2 GERD &% HP e & T # & GERD
B, HESRARRE, NNEHER, HP KIS GERD 2 [M¥%A XKBE[15]. BEAR, HP Y5 GERD
KA MAYIG, AHUAER 5 2 A 78 45 R S i n) T HP K 4ext GERD BA —E MR 1EH .

2.2. HP Bt 5 GERD fatExA AT el

GERD M bl eiE: (1) B E g mMIIREREtS, (2) LBz B ) RE f g5 A1 £ 5
FRIIAERETG, (3) REMBUBIEEE R, (4) BB MPURIIIREN — L8 TR R I 9955 K & [16]. RI
GERD 5HBRE. ®Es). AERPFEEIRMNE IR . GERD /™ HE LI E B E R &2
PUS AL B R Tl RE 2 T AN E B TS BRI BE 2 41 HP IR I X S PR 2 o B £ St = (1) HP RS TT 2
EAEBNI, TR L R AUSOTUTE R B IR s (2) HP RSl il B AN 5L ] L A RRGE A 22 2 AR 1
137 B a3, SRR TRANUL T, SR E R BRRRIThEE, LIRS BT E A R S
MR R R, B B IR e (3) X HP UL GERD LRI E A I — MR &, BELLiEGL HP
MINSRIENE 2, LA B EHERA SO B BRI IR 24 . X L (3% B B O >, B
Ry WA/, X AT REXS B B SO A RYE T o TITARER HP G mT A B R 70 W B BIHEIE IR H K, I
A BETELE N R SRR [17]

3. IR E SEBHRE
3.1. HP BRRAIRER BE ERIFIER

BE M & ERZ 1% N, 0% 2.3%% 8.3%(1) GERD ##[18]. BE 2155 &AM LA HR B
FEEUAR £ v R B I (s, X PP AL 51814 GERD ZV)AHC[1]. HAT, BE AWM F 2
AR TR B RS, FEE BRI, FEEERE19].

—UERF R R, HP BPLT- MK T BE MK . 76— Tk fm 0 R e, Bazin 26 AR,
7t 201 % RE 1 BE &3 H /8% HP (1) n] et i 3% F4 1% [20]. Sonnenberg 5 NiEAT 1 — T 5 %) FEAE 5T
X HP ARG RIFEWREAT 7 1FAs, 73455, RE Il BE 1 HP BRYL M HU% R T xR 4 [21]. RN, A%
FHK B BE 5 HP IR AFAE— & PG . Sk H A Genki Usui S553E47 1 — UK ZYBE BT TR 72, 15 H
45, HP S5 KB BE 2 MK, (BIUERE RE %2E 15 KB BE BEH9E[22]. 1) — T
[ M Cox Lufl faF /i 4 R R, HP QLS WK B BE (IR ER L, TLikZHARE [23]. BLE
W7 HE RS HP IR A Al it 5 BE £ 6M5%. RE /& BE MEEBEK AR, HP Yt BE [R5 1EH T fg
IR B R AR G, BRI E RE RIFTREME, HEMI R4 BE B K.

3.2. R HP ¥t BE B98I

KT HP 5 BE MIRR, ILFERAWARDT T HP RBRIEXT BE HIs2M. K H H A K — It B2 5
B R N R BRI 7T, 45 E0, R HP 2 BE G &K [24]. 7 B/R AL ENSIH 7+
() — S50 451 %o HEF 78 Hp AR H 500, SR 0 HP Iy BAPE 39 0 RE A1 BE fXUKE[25]. ARER HP 23840 BE
FER R, X2 HP X BE B MY EA ML . thamikm, RE HP Xt BE WA, Eva &t
TR — Bk B E LA T, 1550, BAEANERRM, R HP /8975, BE HIREIGN[26].
X BE B2 5 i EARER HP A il

4. CagA ERSBERRENXR
HP L& gif— R 5135 JJFFAE R DNA F B, HnTTEAH R 2 [R5 7% e A1 PR 9 00 14 & (Pathogenicity
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island, PAI). PAI HHELE ) 40 NEE, Horh 2z — R4 8 2 A0 G A (CagA). HP 1] LR #E 40 CagA
EHAR CagA ZEHNWMFEAES B NP EER R CagA FHTEF CagA FAMEF M. 5 CagA FAPER B
FHEG, YL EA CagA & AN B BRI B B8 5 R AT+ 18 I i S EZ A E B K o HP g —3%
RS E A CagA, HHFFHRH, BIEIVAIW RS, CagA nlHENTE 4P, BREA A14100
N FK-8 KP4 CagA FFE WS THE, M FEC T B, hrER g Sies . Bk, 2k, nE Lk
B AL RIE T [27]. B HP &GS BE AR IS, JUIZ CagA BHE HP [7]. Shaoze Ma &5 A
Lin S5 NIEFAT M IS 250 0T, Wang 853547 1) — U B/ T 45 R B BE UK %5 HP s & 471 AH
5%, FHHMH CagA JER ) HP YL 1) 57 AH I M T 5 [28] [29] [30]. LA LWF5t#HH, CagA BHMER) HP gL
Xf BE [ORSEH EINsmZd, IXFIAHSCHER R AT EA: (1) GERD HF/E& 4T CagA BHPEM B AR PR T
Hokomise, Bk T BE R REN:: (2) MAEERE RN HPCagA i Kidid s imiAf 45 1 B
PLFE AN 1L-128 XoF 9 A T R N4 AN I [31] o
5. RAMREXRSEERRE

RMHEEERREEHE . T 1B HN AV RN EE 50 &8 FREE /a7 [32].
BE R REATEEE T PELRM BE k4, Hrh BE & RE MM EIFREZ —, FAE S
sk e o e 1 AR . RE 40 I8 HESIAE (8 N ISR bRz, IR BE (74 A2 B A2 4 1) sk
RMWIE[33]. RE FIREE HP R GUAHC, (HEE IR AR MU A7 o AL MRS A EAT 16— T a] v
FRI, RE 5 B FBERH LR HP k HORL R AAEOR[32]. [RIREHE, 785 — 0GR A HEAT I [l Bt 7L,
R TAHBIRIZ W, B RE B3 HP B BB TR MR R B R G5, HP BN RE B P4 K%
BUVRERAERDL, HEEER/D[34]. RIAWIFLRY BE 5 HP AlfefEAE UM, LA EWFAURE HP X RE
Al BEAEAEARVE R, T RE 5 BE % YJAH%, # HP % BE IR 1E R AT 6 1 RE M5, HP &GS
IR RE FRRI R SRR PR BE MR R . 1 LR 4R 30 AR 1 A 38 P T A e B B 0 880 e
Lin 537 I — TS 220 i i 4500, HP IRy, JUIL@ CagA BHTE HP HtkS BE SaRZUM FAHG, H H
XA R REE B RE /3 /0[29] [30], tHAERH 131X —HLH FI AT REPE

6. &it

2 LATR, HP Y5 GERD Z (AR RAE RN . LW RM, GERD A RLLT-HEH HP &
Yl BRI, fE— e FERE LA T GERD. {H A LR 78 3R B P& FEAAEAE AR e . HP JEext BE
FEAE—E IR ER, CagA FHVER) HP AT X e BE R, XFEHTTREH RE 3. RRFEEZ K
FEA = B BB FURAESE HP 5 BE Z I SAHG R R, FHFMHBXFOC R 2T H RE /5, RIS N5GE
CagA FHVER HP &gy, X TR 4 HP (1) BE 3, MZE SUEFHIXEEF I E B8R, MAZ RN
1 HP ISR T 4% 11, X RIRIREE A FEIRYT BE X — S0 I SR 6t T — AN B i B
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