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Abstract

Helicobacter pylori (H. pylori) is a microaerobic, spiral-shaped, and Gram-negative bacterium that
causes multiple gastrointestinal diseases. H. pylori eradication can significantly reduce peptic ulc-
er occurrence and recurrence, and the risk of gastric cancer. However, due to the unreasonable
application of antibiotics and other problems, H. pylori antibiotic resistance rate is increasing,
which brings great difficulties to clinical H. pylori eradication. Therefore, this article reviews the
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current status and progress in study of drug resistance mechanisms of H. pylori.
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1. 3l

W [ JREFF B (Helicobacter pylori, Hp) /& —Ff 217 T AR B S8 R AA L e bE 1 3 = IR A . 1250
1k, A ERAAT 44 12 Hp JRG 8, AN 50% 78 44, 78 R P E S Hp &% 2 CLE% 80% [1].
Hp 154 | R8UR IR 5 . B ST A R G000 DA SRR MR BT L L Re R /A sk D 1 55 0 5 1
Wash B UM R [2] [3], H NAMERGYIHESE Hp FEME B FH 2Rk 6T [4] [5]. HAET, $iAERHBT—H
lGAR EARER Hp WD, WA ER FEG AR TP, Bk, 28R, kg
WRER . PURR S, EiTHiAd KRR GEN &, Hp MIINZ5 R EIEH T m, R 2 masme. o
RN AR N 2] 235 b T3 /K, TR S PG AR 24 28 BIC, (R 2IE 4 B [6] [7]. ERER
Fifi th X &t Bt Hp M 2P0 B K LR AR, Sedudg R Ao S8 B 5 PSSP ARAE 2019~2020 4F 14 | 8%
HEE, THZ55 578 85.2%. 33.0%. 41.6%15 17.5% [6]. [Att, Hp BIHTAE S 26 7 o] R AR A At vk
AR SO 7 B A AN SR, X Hp i 25 B R F 0k e AT A

2. RERTSHEALY
21 B Hp MR NBERMARIRE

SRR B S0P 50S WAL &, IR B A 1 & s R FEPURAE R . ek b, BLE 1996 4F
AT Hp XM Sehi & Rt 25 R 7L, ZWFFC[814 H Hp X v b 5 25 7= A if 24 PE 2 FLAZ Wi & 50S vk
23SIRNA MRS BRI (V 5038 KA R 253 . FrfA Hp 2RI A2146G (LLRTAR N
A2142G)F1 A2147G (LLHTFR N A2143G), IXLERASE LA S 250 AH BAE R SEF 77, A gedii
I E AP ER9]. HER T EIRA RS, AR T — SR, 1 A2115G. A2144T,
G2141A F1 T2182C, XU sAR fILs o8 7 [A] i 22 57 1T REAE T 7o b 57 2 S A B 9k 2 (minimum - inhi-
bitory concentration, MIC)AN[FI[10] [11]. Uk4b, ZRiD4lBE 2R 1 L22 ¥ hpl314 (rpl22)J: 0K A 4w il EH
BEELIR AT IF-2 1) hpl048 (infB)JE A R 5wt BRI 254 5%, JF5 23SrRNA A2 Bk E4E H
[12] [13]. B4h, EREIERHE 0, BRI hpl181 Al hpl184 JE K 58 4F T At & Hp X vo i B R i 24
PR R BRI RN, IR IURE A T BE A BT Hp T 25 5 2 . TR AG Y7 [14]

2.2. B Hp M REMASMPERBHRRT

P Ml o 5 NP A S FAIT A RO PR 20 T B 1 R IR AT R SEAER, I8 25T Hp I H
[RI[15]. VFZ 7R rdxA (G it S AU NADPH B850 ). frxA (Znf NADPH # & Abit Ji
Filg) 1 fdxB (g Ak S Ji 2 1 AU 22 TR 1 583 5 A () /P () HR R MAE i 245 O, (HLI B — 1Y) FdxB 2 [
SR G B Hp St A P (A 7K ST 245 Z AN T 245 17 rdx A R FrxA 58738 DU 5 7K~ 14D R S Mee i 265 2 [16]
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[17][18]. AHHEWFFIEHALE rdxA T3 HEIT R R1I6H/C F1 M21A £ £ 5 F RS MR 254152 [19]. {HJ2& Hp
Xof R P = A i 245 R FACLT- AN BE FH B — LI SR MRS, AT AL [13] R IRAE MIC B 53¢ =3 11 B ik P BR 42 K rdx A
B SURARAL, SEAFAE dppA FEAIAN dapF A IR SR A%, HIX I 78 IO RE A EOR T RE ELACH TR, ARRAT 7
RELBGREA, B IR TR AT 1 55 R MeN 24 (1) A 1k

TR BAE MR Hp RGHIH RRIT 2 —, R— P iEm i e 2=, DAGH B 1 B S0
%I (DNA)NEE, Wifis DNA FesE R (b T Aamg 1) FI3R$h A0l 1V, i3E—01E i DNA 1A ] 45
&, IBEIPUEAR[20]. HA DNA ei%lg, 2 4> gyrA f1 2 4> gyrB WAL ik, J24ERF DNA Mg 451
BT 06 T OE[20]. Hp XA SERID B2 £ gyrA FE K A M I 25 2 Wi 25 vk € X - Asn-87 FlI
(B)Asp-91 FIRASG K, [FIFE gyrB PR SAR v AR 24 R FEAEF, (HIX LR 5 5 gyrA JEHRR
AAEAF[19] [21]. bk, JTHIAT BT R BLIFIESE gyrA DR YT Gly-85 #5878 5 48 s 5 B S8 i 245 4
[22]. ZEULHTFEH 04T 7 2006 FR 24550k, b, 15 BR7E gyrA HEILH Asn-87 545 (51.7%), 12 ¥RfE
Asp-91 (41.4%) tHILRAZ, I HRI T 2 i MARIRIEIL ) Gly-85 i EAE[22].

2.3. B Hp MR AR 2589583

BT SLPEMAEARYT Hp FIDUEC T B b E R 2 —, [RIHAR - B RE ST R —AE,  RE I Bk
KEIKA BBl RN 55 2% 45 6 B2 A (PBPs), M TT BELAS 40 MUEE KGR A B, 3020 1 BB s 401, B 1A 2 T 22 i [ 23]
A2 35N PBPs JEA8 A& 5| LR B PG AR 25 (AR AR K], 4t PBPs ) pbplA 1) 3E K SR AZ 1] g /2 Hp Xf
o) e A 24 (1 2 B R R [24] [25]. AR, A RFST[26] 0 M ], & T pbplA HIFERIZRAE 4k, HAl s FHL
I35 ] e 2 Hp X R S PUARIN 24, il HoAh 25 15 PBP2. PBP3 1 PBP4 {324k 55

3. IMHER SE IR
3.1 SMERBIFRIE

SR R — ROV B IR R, L IRIAME R IA KEAMER, LUK EAA AR E S50 (BT R)
HI T ia A, X R ANHERRAR T 4l P2k R BRI, FR AN B Re e 70 38 = i i 2k IR S R A73E[27] .
Rk, AMHEF R R E AT S8 Hp Bl R I 250 . F R B, SMERENS T Hp X sEpgsk, i aym:
v H7 8 2R T 24514 [28] [29] [30]. A 7828146 i, smm 259 4 ) s B2 1 HP0939. HP0497 1 HP0471
R 257 Hp 225 25 AR . mibR¥%ia 85 HP0939. HP0497 Al HPO471 5 AN 1 Hp Xt
ZRPUE R IEUEE, JETERIMIE] T e AR K [28]. Bk, TEEAEIEMAE T, SRR
HIR A W N [31] [32]. R, AR S A wr DL pir (R4 B DARS i 2614
3.2. 9P

Hp BB TR N FARSME s AE IR RE 1, AEWIIELEAR AN T 380 Hp X6 Fodr B2 20, ] 52 6 AR F g e
W 245[32]. 4HA AN EYI(EPS)EE Hp AW 25t rhiit E EAEH . EPS A7 FAEMIIR IR ANE, AT PN
AEWIRE N AR BB BEORT, e T ONAAR G N M 5 A B 1 B AR ELAE F IR T B R IMiBIE[33]. ITAE
K, AN EE S0 AT 24 P A R B AR R BRI AU AN . Hathroubi 58 AR B, AEVIRRE 5S35  i
2 MER A B T AMIE R AR AR AL, S LB 38 n g B 2 B I KR KCF AT DR 50 47 85 2R T 2414 [34]
4. BHEFHH:

ek, —SBHF5T[35] [36]#EH#E A5 Hp 2512 (a2 e, HiZ458 B il MAaA7aE 4.
HA G HFFC[35]42 H FF A e 24 1 S i 25 2 AH OCHE R A (cagA) I ZS il 5 R B A (vacA) 3[R Y
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HXR. TEMZRS, vacA siml/cagA+y & i UL, HIUUZ vacA slml/cagA—%L[35]. A0 7i[36]4E H
CagA+ I Pk 2 S E 1IN Hp o FR R MR 24 (1) XU o BE AR, vacA sImd AN I 35 38 0 1 o BRI e F i 24 44,
88 o R B G AR AN A2 SRR D R TR 251, T vacA sim2 T ARG T X B iy 5 2 R R R MR PRI TR 247 [36]
E 2[RI B O3 H 2 0 DR 7 S 24 P B B vk 2 R80T S35 ORI [37] . Rk, Hip 3 1R 7 Aiid 2444 2.
8] ) 5% 28 AR A BILIRIATS 75 12— 2 it 7 1 B

5. &g

MEAESR, Hp % 2 MU 290 25 RaE g i, JCHX sehi R . HUREME, 2 SR 2 A 55 G AR
AR 25 3 BRI AEIE . Hp 7T DR EUE N AL IS, IRt 2R 2Ll (R R RAZ . AR . £
I B A1) HT A SRS Ve DRI, 4xtil 1 Hp IO 250, A3 B3l R IR 0 S AR
BT S, AIRERTIL, REEFRURTUERIRERTT S, B2 E R EE RS R, R pil R
e, TS s Hp ARERR
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