Advances in Clinical Medicine IGRE23EFE, 2022, 12(12), 11694-11702 Hans Xl
Published Online December 2022 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2022.12121685

B TIRHEREMEFSRERRPIEX

RKELY, BRL?, LWHEY

W BE A, BRIV P
R NREERE, BRI 76

Woks H . 20224F11 4210 FHEM: 20224F12 158 KA H: 20224F12H27H

R

BREEMS ERFERKBEMNEZ —. BEEHTZMRRNAFRAERAT R, TRTEEBREIKR
ARBEEVIMAR, Wi TEFEREWHOWEN BB EEZREET, M ERBEENTEEERRRW. @]
BHEAEASMENRT, SRARZRMRED(Cagd). ZWHERMXREH (VacA) IEIR RS, &
TrIX 3 /T e TR B 1O ML 22 0 B S R BOR AT UIMISR . Rk, SREAT 5T il ) AT B R 3
AN BB RERBURATUERESEERR.

X in

IR, ARBRMARED, THERMERED, REE, BB, WEIH

Significance of Helicobacter pylori and Its
Serological Typing in Gastric Cancer

Biyu Zhang!*, Samei Lyu?, Liping Shi2#
Xi’an Medical University, Xi’an Shaanxi

*Shaanxi Provincial People’s Hospital, Xi"an Shaanxi

Received: Nov. 21%, 2022; accepted: Dec. 15", 2022; published: Dec. 27", 2022

Abstract

Gastric cancer is one of the most common malignant tumors in the world. Gastric cancer is caused
by a variety of factors. Helicobacter pylori is closely related to the occurrence and development of
gastric cancer. Helicobacter pylori is the primary carcinogen of gastric cancer recognized by WHO,
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which has a great impact on the prognosis of patients with gastric cancer. Helicobacter pylori has a
variety of virulence factors, including cytotoxin associated gene A (CagA), vacuolating cytotoxin A
(VacA) and urease. The serotyping of Helicobacter pylori based on these virulence factors is closely
related to its pathogenicity. Therefore, it is very important to continue to study Helicobacter pylori
and its serotyping for the occurrence, development and prognosis of gastric cancer.
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1. 5|8

¥ (gastric cancer) & 3R WHPEMEMR 2 —, RIFETE R L. 8B AORER ek L2
IR B, (BB SERIEE AR —3 7, 2020 SEEBREES T ER, 2020 #3895 G T 100
i, ATHE 769,000 AFETD, BHFERIRWEEIL IR E AL, R RAAEIAL, TR RZELL
LR 2 5[] BRI A 2 B A b e R IRE A, TEAR D ZRIK S AR 3 — 26 [ 5 R i 28 LU i [ 2]
HRARE B P ARV BRI AN [, v] LUK B e 20 R T D ARS8, E AR A B8 12 B s 5 A,
MEE TR B AE T 7 NP 2 W, XA AL B AR LRI a2, 8h & HRA a3
=[2] [3]

HA TV RRHT B (Helicobacter pylori, H. pylori) VG 58 1E B & AR B RBAH IRk s
(mucosa-associated lymphoid tissue, MALT)F1 B S L RG i k4. RIBLIZYIMESS, THZEBE
E LG R [4]. H. pylori ETEEBRIE, W51k —R5EHIURBFZZED: IEHRE - H pylori
YL %6 - BB R - W B - R AN - B (3] (5] H. pylori B R HARE, AT A
50% NJEKGL H. pylori. 157 TPAEHLI(WHO)E A H. pylori 519 1 BE8UEYIF[6]. 18YE H pylori Y
RAET TR B EEE R, JUFRTAWRGIEE H pylori s, Frikz 4h, Catfe et 1 B
HoAt fe 5 PR 308 B AR RO . G DA R B 5 . BT BB B S H. pylori IRGLTER, BERERLEA
FEP AT RE I AAR G, HTIIER R BT 1 B A W E R A, —25 H pylori B K, 71— 5
HE &8 SR R LT &8 I (HFIE) [1].

H. pylori &—FF 2 [RPE AN, MFEA. WwEMERN. BieRameE, ANBIEZ H pylori ME—
IRIMEE, Hp B 7774 —Fhaeh A B BRIV R B, ILRer= A HARZ Fpag 1R, =2/ D HREEHAE 5 0
B IEIABL A, HEER H. pylori 7E B NPT LT, AT LME H. pylori ik B R 1 1) 25K
- RAELIZ(7] [8] [9] [10]o H. pylori REF*HEZME AR T, W: MPHRMKEA(CagA). TilFR
FREH(VacA). MAPLFE LS G FFHF F(BabA). bR 4 ez fh i 3 K F(IceA). + F8 5515 T H 1
A (DupA)HFIFT RAESME R H A (OipA), HAULEIE KRN B2 0. WM A 5. XEFHHEFEFHT
H. pylori 7645 £ B LR IFEAL. FiM . 2O0E DA SR etk . Hp 8 ) A1 CagA Fl VacA 52 H. pylori EUR I
PO EER R, WG E LA A R, R TTRESEE 1] @A it A
pylori B /KT HIFRIE, FTLLSE H. pylori EGHIEM . H. pylori &G H T %70 B AT LL2y N PA R =AY
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LA, 1L BRI H. pylori BRYEBAPE[4] [9] [11],
2. WV ERHEFINAR

(—) HPBEEFRAHKEA CagA

CagA B 42 H 40 i 75 2 AH G KL R 55 77 B (CagPAD BT 4m S 1Y, & H. pylori fx B E 15 S K+ . CagPAl
> 40 kb YLLK DNA X3, B T 40l CagA B, R g IV 73k R Si(type IV secretion system,
T4SS). CagA &N KL IG I FEER T B T4SS, T4SS f&—FEgf sIREE My, BEUSH CagA B%FH
AR B AR BT (4] [12] [13] [14] [15]. CagPAI F 5 BN T 4wt 52 B4 1) T4SS LA H. pylori FliiE 3
Yz A EAE R 2oL, (HIFHERTH H. pylori RER & CagPAL, 7EREELTE KT, B RN,
ERE CagPAL I HRAHLL, RS 1T CagPAL BRI H. pylori, 5 ERIIREIEIMN. 120 H %, ikt
15097 LA K 18 9 S5 7 E ) B SR R AR R R, 385 IR I SERE CagPAL 1 H. pylori BIFRA K9] [16].
CagA H N CagPAl K¥iff] CagA JER gt ), 771 EA1E 125~145 kDa WM EEH, REHRIL CagA &
F1I H. pylori B RRZIA N FE 75 HTHERE, T A2k CagA E A H. pylori BRI NG HHEKR[16].
7t CagA AW, H C i EPIYA JPHI(HH A EE A ERAR, HHRER - AR - 7 odR - A
1R - N&ERR), WRIE EPIYA R FAIMZER, ¥ CagA 70 AU, EI EPIYA-A. EPIYA-B. EPIYA-C.
EPIYA-D WYA![17].EPIYA J7 5146 — & Huds 22 57, 7E V5 77 [ 2 K B CagA B H ¥ EPIYA J¥ 511 4: EPIYA-A.
EPIYA-B #1 EPIYA-C, TM/EAEZK, NJy: EPIYA-A. EPIYA-B 1 EPIYA-D [15]. AWIFIFSL, #EAT
CagPAI 2R R WAL H. pylori Hkk A% CagPAL JE R KPS 5 B H. pylori RN S50 AEE /(18]

CagA B H#ENTE F40M0 )5 , FL EPTY A 28 7 4t 1% 0 R B 8 Sre (c-Sre) MK 208 B 1 I abl (ABL1)
JIEIRIL[9]. CagA 7E1E EAMEFFRIE, Wity BENNERES, & FBFRERNREESZL,
SEAM RGN K, (EAHMZS B R A BRI, ROy g SRR ALY W S SR BT TR T R 4
BT CagA HIBRZIREERIG[19]. BERRILA) CagA T80 E41M5 Src VLS M 2- 1 (A B 2 IR W IR
2 (SHP-)MEAEH, FEEZME T FEBEE, & FEEM9]. CagA-SHP2 & &1A2 SEUFEI A
i ANJA T B A I (extracellular regulated protein kinases, ERK)JiE, M5 S H ¢ SRR, (E3kgnfuf 2
5. K% BRI (focal adhesion kinase, FAK) MU & I BS 2 BRI, 181 2 P55 % 300 % 10 20 o JE) B
VEEE. KM 228, AERGE 2 TR EE EEME N, 7R 2P O B R IAFIE[20]. CagA-SHP2
HAEWY: CagA BOERT, 213 FAK EBERRIF TS, T FAK ZBERR 102 15 S SR M AT L T HI[21]
PARI/MARK ¥, (ERESLAYESRE bR an ittt b ie s E2Z/ER, CagA 5 PARI WAHBEAER, REB2 I
PARI BEEITEYE, SEE LR AN 2 (8 1 S BRI M AR, & mTRE SIS B RE[9] [22]. P53 21k
WA EER, CagA W] LUE I 2 i) PS3 ik, Ml LLIHI B P53 i/ 5 4 i O ) B
SR A0 M S T T, AT AT DA B[ 15].

BT CagA 5 BB KRRV, 5AFKIE CagA 1 H. pylori WFRARLL, Tk CagA 11 H. pylori
WARE A G /1, [FIRFRIE CagA 1) H. pylori WPkt ™ 5 1) B MiE B A (i B THAEEB %),
CagA FEEENOHLH ZF ZFE, thln@ it R B % 40002 8] (ORGP A S 2 8 . BN gn i v . s
RIEANHE . (R 203, i T 5, m&ER BIE9] [12] [23]. CagA &+ ERRITRAN
W BT, BARNCE 77T —UHSEE RO, E2IELFRZHHIRBATAFIER,
YE9 Hp s HEME T, FRAIIEGRSENS CagA 5T

(Z) BHFRMKEN VacA

VacA J& H. pylori F=AERI1 51— BB T, VacAe—MLZIaesR, FILATPUE 4= it
MG SR, ZHRTREZMBRESEE R, WoRBEmRE T MH T 40885, R E R 400
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SEEEESE . VacA FERMAESLAZE T LG H. pylori WEkT, EAREEKNTEHEEWLEZER, VacA
HETEPEIEIT VacA 3 R T8 TR B AL RAS T I HH K [24]. VacA JE R 7 51| A 1R K 148 4 . VacA
BRI A5 S IR Xk (s) s H ) X 3 (m) B X 83 LA B2 R 2 [X 45 () 55 P AR [X 4, 3 e mp AR X3 ] 73 Shy DA
TR sl (slas slb. slc)fls2, ml Flm2, il A1i2, d1 F1d2 25[4] [25]. WFAREH, SRESE s2.
m2 5% i2 B! VacA AR H pylori WRAALL, BIEH s1. ml filil B VacA AR H. pylori
FRIPR P S8 A B v 1) A e B i R KUz 25 ]

VacA J& i TIEFT 5 T4SS i/ ilbf), — H VacA SIS S S A 4L[9]. VacA TEFENE
FECFE R — AN BRI B Tl IE, i CUAN RN, 8 CURI X, VacA I LASIHE vATP BEHI¥E,
I FBOE bRz 40035 05 P K DL ST A, e 3 B R AlA[6] [24]. VacA J& AT DA N —Fh Fusis
FOHIFA], H0H] T 20 B3G5 IS5 T8 RIS, TIAE H. pylori IR SN, &k Hp FFERE g,
RAT RSB E([26]. BR T T 400, VacA 3& 0] LASIHIH Al 2 Fh fo 2 AR A ThRE 5 14 5E, Lhin: B 40
BRI EE[25]. VacA ik MHC-I1 2240 T3t B MR PTEHE R [24]. VacA TPt B M 76 /A1)
BRI A 8 25 B, (/S WA I AEIR [24]. VacA 8 IL2 JER#E T, BEBT T 400 195 .
BEAN, VacA 55 P9 5 X85 BN 8 STIMI 454, S 240 S P45 P38 - Vac A 41111 (55 6 4T B 10 7 38 /N A i 3
VacA 234G GEIE N, 158 bR 4i A WG M 5 & 8. VacA EREMIRE FR 4, Mt
BB TN E E R, RESHER27]. VacA ibilid HAl £ Mige s R 4umiE T, nssingm
Mitaz C IR, BHBNERE R Cx43 RIASF[24] [28].

VacA W LLEE Z Mgt 28 H k. Mo, BRI VacA 5 CagA ZIRIfEEAHHAER . VacA A LA
TP [T 23t Hp UL CagA 7E B FE4IBFIE[29]. VacA 5 CagA Z [AIWBAF/EREIUER, B9
HEB VacA 7T LLE I Jk /b 18 & R R TE s B#AK CagA 155 71[28]. FTLA, VacA il CagA %573 A1
FECH G T e @I SRt VacA FIl CagA T VE AR P T 45 T AR R0 35251, {H2 VacA 55 CagA
Z [AVE F i BB MLHE 75 Bk — B 7K .

(=) RE B (Urease)

H. pylori TEARP AT DL A KB R RS S R AR EEN 10%~15%), REMEIAZE—MERNE
EW, Hoor T REANTHZI0N 600 kDao bR 25 B A2 H1 P /N 45 14 B4 (Ure A FiT UreB) BA A 4 B &% 1 (UreD UreE
UreF Al UreG %541, H UreA 4r 787 26.5 kDa, UreB 4> 78N 61.7 kDa [30] [31] [32]. JR &2
H. pylori £ B WA AE R0, PR FEEEAEMR N R IEAE 75 ZAK S B (Nickel, Ni), £ Ni A2 B#
SEATBRZ IR, R BN RS T AR IEMEFI[12] [30]. JRERBEATER) H. pylori #E24E3E PH /KF K ik
1E B WEHE[33] [34]. H. pylori FTr= ) JR 2 BEAALE T 4H B IR M 0T P4 LA JC A0 11 3R 1T, 48 B 36 1T SR 3= BB AE
PH {E N 5.0~8.5 I i A 3, M40 L N FR 2R BB AE PH 1 2.5~6.5 B PEK[34].

JREBFE A EAER, WA AR & AR R (NH,) A AL (CO,), NH; A E R, %4 H. pylori $2
BUE B AEAFIIMEE, TEN—FEEVEYII, NH; REOE MR (A ) % 42, MR it se e 1, T4t
FEH ERAM7][12] [33]. NH; & 0] L@ 6] VacA MM ITINGE VacA HIFEME[35]. P74/ CO, Rt
WARY" H. pylori %2 — S A E AT 08 R AE AN %52 B Wk 2 B i) iR [ 12]. SR = BEHEA 3R
AT ENAER, H pylori BB B RS EEY RN & R85, REBRPEMERTTLE A
pylori TEVE AR P AFTE, MG RAURKIH B pylori BYe[36]. MBSV NEMREL, R38
PAR A A B VIR R, WE AR, IREEE T B e 40 M (AGS) ik i i A= j R -, A8 ifL 8 A= e
WO R R AR R, TE BRI R AR R RS T EEMEM[32]. UreA LLE bR 401
HMIRZ R, BRI AGS (R B TR AL, gn iR [37]. 7E B g 35 T S T
F-la (HIF-1a) )3k 0 75 B R KB AFAE, HIF-1o 7] DUIEEE M AR A 8 20 i SIBE , HIF-1a 5855
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B e 7E PN 1) 22 BIERE (1) R I R A 9K [38]

Ao WUl | AT T e ) — S B A, RO PR RS 58 (rapid urease test, RUT). JR 2 Wik % (urea
breath test, UBT), #R/&3: T JREBAIFIE[39]. RUT J& TRANMERE L, TEMBRER, 53
JREUAHE N EAT RUT, RUT 2T IREM D MIRE, TR A bk, mas F80 PH {EIhn,
{1348 R A 2L AR (0, TR H. pylori Y401, T UBT J& TIEE AR A 7%, H35 “C-UBT M
“C-UBT Wifh, BEWAFMER PC/C Wc MR EIB, IRERBEE BN R R, 72HE 1) CO, it
BEAHEH, I IE PC/MC FRICH) CO, K H. pylori Ys, UBT {E H. pylori YL W R B JEH T
Z41]. A4, R 2Wim ik i R REERANE] H pylori Ye, 0. $5E A E Dy T42) M SER[43].
WA AN - SRR S Y4415 . R PR R EE(UreB) W2 H. pylori ¥ R 1) = BHUR[45]. BT LA,
JREBELE H. pylori I EORNLE] BT 12WLh RR 74507 ARG & JE % BB RME, a1
— T .

3. BMNBHEIEF SRR HIEREX

(—) H. pylori MiE5 1

H. pylori FTRIEF]— GBI A EH, 0 CagA. VacA FURER[FSE, SA1ENKN H pylori YK
R A, BN NZEW H pylori Y INTE 45 E[46]. H. pylori LG 20 B EBAKYE H pylori &
741k CagA. VacA. UreA Ml UreB [11], MiMi3@ it i FH & (50 1 2 Can R (R BSR4 47 ) 3R G 26 B 2
%, ¥ H. pylori 7378 18, 11 B H. pylori BEGEHITE[4] [11]. T BL: CagA(+)EL VacA(+); 11 BL: CagA(-)
M VacA(-), fXHI UreA FI(8) UreB(+); H. pylori [EGFHM:: CagA. VacA. UreA fil UreB 44 E[4]
[11].

() H. pylori 35553 BTG IR B X

AFEI H. pylori Wk BA RIEUREJIARF, Br320 H pylori BRI HIR: WA, —1 H. pylori Tk
A DL AR R B T A S K B R[11] [48] [49].1 8 H. pylori BEF= 47 /1T~ CagA Hll VacA,
/I T HIAEAE BN T AL R B XK, CagA A VacA et Z R HLHI (0. BER B b R )i Sk
P2, (R An B e . I g0 iR e 5 1S RV S, NRREE I8 H. pylori [4] [29]. 11 2 H. pylori 7242 R
#E A, B WHAL(UreA. UreB), A=A /I F CagA Fll VacA, B HERZFIHT 18 H pylori, XHAE
B H. pylori [4] [50]. fEX BIRATTEZARN 1 B H. pylori #1111 H. pylori [&F.

B E (gastrin) XIXE B R, £ FEZENEBHEER, FEHBEE G AR W, Bl EmmE
ARG, (2 B R GG, B Sl B R ThARIRES, B ER-17 (gastrin-17, G-17)2
MEEA P I EE N BWREEN, G-17 oS Bmaim A KRG L, EHENRERE RE
HEAER[11] [48] [50] [51]c H. pylori BEHAER)H N ARG, P MER, EKRED, AT
G-17 70501, ARFFLERY, 18 H. pylori G ML3E G-17 KT 1AL H. pylori &3, $278 1
R H. pylori J&GeRT B R A E0% 5[ 11] [48] [50]. B & ARE)E (pepsinogen, PG)2: B £ I JC 6 M i
&, WTLA4r N PGI A1 PGIT WANIEHE, PGI AT PGIL 340 DL H B JEC AR 1) 32 40 B AN 2 v s i 4 v, BRutb 2
Ab, PGIL I&w] DL T 1 T IRA B SEH s TR O B0 i LA &+ 48 i BB ib, PG BENS I B B Th
REIRZS, 2R, PGIIRE A PGUPGIT ELE R M2 B 2450 Habs, 1M B 2455 B XU 1
HR[48] [51][52]. B REFATLANE N PGL A1 PG B B Ly o, ok PGI W3S IMSEBA s, 1f1 H. pylori J&
YenT A5 A BRI MR AE, MFR R, 5 11 B H. pylori FRYLE ML, 1 B H. pylori B4 If1i% PGI A1 PGII
KT, PGUPGIL HLAEFRAK[11] [48]. 154 H. pylori J8G% S n] B I8 i SRR (ML 15 x5 2 IR0 1R 22 1
TR 22 4 1 B R R, BEmAUA R B R RESE[11]. 128 H pylori s&5W G-17. PGI. PGII PLJ
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PGU/PGII tLE R FZER K, 18 H. pylori fEZE45VE B R EFPEAL R EERR R[11] [48]. AT, 144 H.
pylori REF74: CagA I VacA, X B EMBEIIBURAE TR, 76 LIHAGERREZRZ BRI ERETRE
HEAEFH[48] [50]

IR Z WX H. pylori TRYeR EERAE 1AL H. pylori Y, H. pylori BIEUR PEE T H A0 U # #k
AR H. pylori B2 328k, 5 10 H pylori #1LL, 18 H. pylori B4 FE™HE

B, 5EBIREREENEINGR, HATER H pylori T8 2 T B0 e E2E%, T
filt H. pylori G550 BAG B TH4 H. pylori BEGIAIINCAX 73, M3 Sl RS B 9 (T GE 70, i A ik
BRI ENEE, MR H. pylori 552 NFRZR[0] [11][12] [28] [48] [53].

4. WREREITIRITEXN B RENX

H. pylori [EYLJ@ T — ML B9, H. pylori RPAEAH — € XK EREN, H. pylori W LE 3 - 4%
0 - DHAERRFE - D& ST A NS N Z AT A5 3% (A BAR AL FE B M ANE 2 [12] [26]. BT EL,
VI A& 5 542 0] LUE PNT H. pylori &3, Lol KENTBLAT K, MIRHEFEE, MHAB. R
FEINELETFE. Hig—HERY O pylori, WNRAZ Y067 WARMEAR &[54].

H. pylori BYEGLRANRAT RAE P EARE W, FHRIFIER H. pylori X 155 5 A 76 HE 2 L,
AR, H. pylori IS 2580 S HE R ARG 251, 45 H. pylori X0 28 B 245 PE32 80

R WHO M%dE, Fra b X3 T2 8 ib B . R DL b 7 85 21 (10 T 24 28 248 6 55 B[] 1) 9 7% 1
BHr BT, XAGRER H. pylori ZRAHERKER R A, MEIRER H. pylori 7] DL/ AN [RINEE 5 8 740,
KR LERI[11] [49] [55]. RER H. pylori %12 T 0085 B R 20E . RSB S FRICE B RA
2, HRARBR H. pylori BIAREIR YT 77 12 R 1 DX AN [ S0 6 B AN 6] o B B H & B A DY B 7V (1 B PPI
2 FPUAE R 1 R, JTFE 10~14 K)o T H. pylori WM 258G 55, ARER H. pylori BRER A
— Bkl . BARMIRRER H. pylori P2 “AEH — M L T 52 REF TS, W] DA iE 58 25 (R AR,
FEEA AR o ARVEPLA(— P B AT BS 1 58 4 1 158 L B 790 ) 0 oo S 5 AR ZH R K U I TV (T FE 7 R,
KRR —FEIT 7 %8, LR R IRRIG 2 RS2 M, (EASAE IR R il 5 14 [56] .

H. pylori G\ A2 BB BN, PENGERKE, R H pylori 7 UFE—EFEE F K H
RAR, HEWPI R, H. pylori MLTE %7 TRESATIRAT T P G% H. pylori HZRAY, 439677 (IHER
A TIPS . (HHT H pylori TEZ5VERIAEIG I, A3 H pylori 5901697 B2,
BT ERAVE— P B FORTT A B B 1) RIT RE Y L BEAE AR RARER H. pylori 177, NI H. pylori
RGP R B B, FRACE SR RREE[9] [54].

5. 4578

B A A BRI WL 2 —, 2R T DU BB, L ans R B (L pylori)~ BRI A
WOHH . PSS, Ho H pylori R FEUBE R EE ., MBI ER. H pylori f&— R 22 [KYL A
PERIZTEIRAN T, BB IR NI ERAE B R, T LU= E 04 CagA. VacA. JREMFEIEN I Z P4l
MR, RLF S FAMMUEFT H pylori 168 WHE MR, 08 & PRI B R, M
BB E. RS IE T B pylori B AL, BT AY: CagA(H)EL VacA(+): 11 %: CagA(-)M
VacA(—), {XHBL UreA FI(EL) UreB(+); H. pylori IEHMIPE: CagA. VacA. UreA Fll UreB ¥ NBATE. 5
11 8 H. pylori Mk, 124 H. pylori Rer=4# 11T CagA Al VacA, #1H0E, A4 SFHU™EMNE B MR
i, S5EBIRESYIME. BWEWIAIT H pylori 3 THAR BRI B R+ EE, it H pylori
M5 553 RO B B H. pylori 438, T DAG 1% 1 i v KU N, TN oo e AR AT BB 07 9 LA
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RALIRER H. pylori, 52 N3k25. H. pylori B 1983 E4 BRI LIk — B &2 MW, H pylori FTF"
AR R R AT RIOR B B S 8 B I RME AR — DT . MR H. pylori BENS K BRI R, (HEEE
H. pylori T 25 TERIREIN, MR H. pylori BRI F ME, 1X 50 V) ERBA T AL BB SR H. pylori
M5
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