2% %R Acta Pharmaceutica Sinica 2021, 56(9): 2495 —2504 . 2495 -

PUEA VIR AT BT 20 RIS AV SR A R

BN, IhEE, TEF, ®XE, THE, HEek
(R =2 %R, | 4% )7 510006)

E: Wy TIZAT T (Helicobacter pylori, H. pylori) 0] 51 & £ g 4L iE 70 H 2 B . H. pylori £ BRI G B8 T
50%, FLifi 2] P FF 25 FF i T BN B 28 AN W7 Bee, 3t T4 A5 DR 2t ol P U g A P b N SRR . BRI IR A
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VI PE (H FRFa e ) S m 25 W15 H. pylori @ fE B AL R BE (B 5 5 28 W H. pylori # =) 2Y) . 5 Al H. pylori i 25 7% (4
JE AL AR R F)) R 38 R A E G I CRE I 0)) S5 o A I SE A A AW A A A B 24 R A BRI T
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Advances in drug delivery strategies against Helicobacter pylori
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Abstract: Helicobacter pylori (H. pylori) can cause a variety of digestive tract diseases, the serious may develop
into gastric cancer. Nowadays, H. pylori infection rate exceeds 50%, and its eradication rate is declining due to the
continuous increase of drug resistance, leading to the occurrence of plenty of stubborn infections, which seriously
threaten human health. At present, it is difficult to achieve satisfactory curative effect by increasing the types of
antibiotics combination or increasing their dose. In this review, the clinical treatments of H. pylori were introduced.
Proceed from the characteristics and pathological background of H. pylori infection that makes H. pylori difficult
to eradicate, the research advances of drug delivery strategies for improving H. pylori eradication rate were
reviewed, such as strategies that could increase drug concentration in stomach (e.g. drug delivery systems with
gastric acid-stabilized ability), increase drug concentration in H. pylori colonization sites (e.g. drug delivery
systems with gastric retention or H. pylori targeted abilities), overcome H. pylori resistance (metal nanoparticles,
anti-biofilm delivery systems), enhance host immune response (vaccine preparation) and so on. Novel drug delivery
systems, such as cell membrane coating technology and phage therapy, are comparatively rare in the field of anti-
H. pylori, but have broad application prospects. This review would provide reference for the development and
application of therapeutic strategies to improve H. pylori eradication rate.
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R Ik 50%, St HAE 28 e AR SRR 22 I b IX IR e T
o ASERVEEE N H. pylori Ji e 2 5% v (1 X 23 1 & 3R
B N S PG T, 43 i ik 70.1%.69.4% J% 66.6%.

H. pylori £F 2L et T N B K+ =48 115 3,
IR T E (VacA) A1 BT 2 M R 3 K A R
(CagA) 2555 /1 A T il B b Rz 4 e i) 2= v A8 v LR IE
GRS B, DA RO R B B I AORE T 3]
FEAR A, 4k 51 R ARG B s . KETF AR,
H. pylori 2 fb e A8 T B 28 A B W 1 g 1) 3=
BHUFK R —. F1E 1994 4, H. pylori it # i 7 1
AR H | B R T, H. pylori FH 51 B 2 15 BT
H H R i 60%. Kyoto global 354K 15 5 1, H.
pylori J& 4L & — MR Wi IR A, BRAEA PUAT IR 2R, 75 W) RL
B RBRIAITS.
2 HITMEMTE IR TT A R MERBRARE E

1897 H. pylori B 1 2459 2 242 39K bt
R T2 55 (proton-pump inhibitor, PP1) A 4%
Ao HRTIGR S FIEIT B 221X 3PP R Lh&
T [ L RS AR, O v S B RIS 2 (RIRE, LATIA 2
FRAE RIS BRSO
2.1 I&ERTTE

2000 4, ¥k # Maastricht V/Florence 3£ i1 #) 21142
H 1 H. pylori AR5 75 52 /& £ PP AT 5L 75 bR A o 47 B 3
SRR P 2 R T b A =TT V. SR, A PR s
B R 24 B R 1) H IR AR v = T IR AR BR AT T
. SNk, AERSHLIX & 78T R0 SR, e HARER
PEK) 34N F 24548 5 R & 2016~ 2017 46 3 18] % i (1) I
2 K Toronto F& iRE KM Maastricht V/Florence 3L {HE
FSEE ACG M, 3N ILIRIE H, T i B RN 24
AR T 15% B, HEFEAE ) 8 F1 5 R =BT VR (PPI+ T
PR R+PUAER) E A — A2, 4K A b 5 2= A
P i e SOL TS 245 ENF, 4 3 48 FH 2 A A 7 1 DY TG 92 (i
F+PPI+ P A 4042 K). H 1, Maastricht V/Florence 3t
AR HEE AE b B AR 25 22 >15% (1) 4 X, 5 FH 4k )
DU ST 5k B [R] 7 5 (PPI+ 58 13 25 25 + FP Y I + o] 5 g
MR, TR 10 R), Herb Ot S A FH AR DU BE T

EFRE, BARH. pylori Xt 7 47 25 2 . H A e A AL 4R
IR 25— E X 22 7, (B Ak B BT
&, H 3FhPuAR 2 It 25 235 KT 20%, #2774 —
B HMT ). Bk, RE H TR DU BT AR N
FEMAE IR RER T RS, B DB T VA R
7 H. pylori HE &% .

R T R R IR R ME, B AR R R E T
[ — J 3 w158 2 5 05 ) R Pylera (75 M0 #k B2 i A
140 mg. AP 125 mg. VYA 2 125 mg) 12006 49 H

1 55 B B 2 0 I & B2 R (Food and Drug Adminis-
tration, FDA) #k#E I 17, {4 A i) 75 BC A PPI (4 B8 36
M) 2 B 10 R IR TT 7 5. AHE T BRI DU B 7 28,
Pylera+PPI It HI 58 75 {1, A M AEBE o 2010 45, BRI HY
— T % 5 M I PR B8 IE 52, Pylera+PPI AR i 5 i 1
90%, n] VE AMRER H. pylori i — 2857 i%P, R 7 47
il R T R B 2R T R I 24 T 5 BT AT [, FDA
T 2019 AL HE Talicia e & (& B3 4y MEEE 10 mg i 52
PUHk 250 mg FlAE A 7T 12.5 mg) FH-T-3697 H. pylori, iX
& FDA#EE 1) e — — AN DUR AR AT T 9 254l 1) H. pylori
JTV e N T b G SR 2 B R A, IR Talicia A
R, Talicia (X H T-¥6 97 BT B O AE S 8 FE M1 5
H. pylori 51 & iR 3% o I R B 5T s i 7, Talicia
FIAGATIT i 25 2% %, XF H. pylori B 5 mR FR % .
2.2 I TAEATEER PR A TRIEE IR ML

WE LFTR, H. pylori =25 E7EN B W, HAMER
THT %) PR 2 T A 24 358 v 1) PR 3R 4 il o s R — S8 AL
HETT R = 7 545 H. pylori & 1, & i& H. pylori
S B B v M R A 8, fR 4P H. pylori 5652 B BRAZ .
LRI, K2 Hbuw 44 B N R BRI T
TG PR PR 2 R0

B T REXS BUAR IR 1) pH 2R 5%, H. pylori tH 58 B %) A
WPk B HEA . XY H. pylori iR FEHIE RS 5 H
I 8EE T LARF SR iz By, % & BT 200 um (1 H &
W2 5 #E T B A A0 R T (P pH PR EE),
AU Rk T B RR I, R EE KT B s .
AR L, 72 HH 00 B HE 2 2048 B o 25 W 1R A A I T) i B
FHEHN, BT HAEBESAMERKE. BT H.
pylori & L 7E 3 2 VR &b, MUK R 26 1 BT B 245 4 ) B
A TR B i, (R 25 M DURFE 228, i — DR T
HEER B A H. pylori [ 3

Ak, H. pylori B 44 2 [a] 5 #H .22 #: DNA, S5 T
e 2k R B A R S AR S AR, ANTTIAE H. pylori 7E 7 42
JEYe rp e A 1 B TR (R AT H. pylori 2[R 58 A &
HrA 2y R E B RN . Rk, RE S 2 B
PR G B BB B A OB IT IR A, i 2 B
TR 470 B 24 P R P ) PRI (RIS B T 245 4 T vk 3
FAE B R R . AN, H. pylori B gL — 2 18 B
FRERM, KBS 5 T B AE W 5 . Stark 25 1999
SE T UGUE SE H. pylori B T AW B BE 71, 4
H. pylori J& . 21| 4b L (1 A F B BE IS, 24 N H £ 551
[ 4 58 44 (extracellular polymeric substances, EPS)
WIE 2 A = 4E 45 Ky, RIA Y82 B . Yonezawa
VAR ST R I, H. pylori & & A Y 4 I I 2 18 5 6]
T T 25 R 24 H. pylori T 5 AE Wl s
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Figure 1  Pathophysiological mechanism of stubborn Helicobacter pylori (H. pylori) infections. H. pylori can survive and colonize in

human body for a long time by fighting gastric acid environment, periodic gastric emptying, evolving highly mutated strains, forming

bacterial biofilms, escaping immune and so on, eventually leading to stubborn H. pylori infections

Ja, Shi R R N B/ N IE R (MIC) 7 FH & 16 £

BT 259008 T7 IR ME A AR 58 42 2% K H. pylori, 742
B Do B AT 3 3 S L T P SR . R I LT S
Y PRS2 S PR XS H. pylori B () % IR 5 5
N, BT LAVE B R N D BB AR B . 4R, H. pylori 7]
DAJE Ik o5 2 L A0 S A 1 SR 1B B ML AAR (17 R 31 R O g
S B 1A 3 A AN B AR Ao I A R T L R T 4 A
P25 NS 2 P4, LTI TR () g N, AT 5
BRI M R ol R R s v e . R L, R LA H.
pylori ) 428 [ 25 %of $2  H. pylori MR b g B 8,
3 RS TR EE R FER AL X R

BRI 2 4 W 4% |k DR 5 4 45 5 HOR (1)
R I R T BT AE BB AL T ) S R v A AR
(EHTT A ZRF K P 3ol 3 AR A A AT 328 AN B 2 I AR T 75
RO, BB B, I R H. pylori = 1€ 55 DU BT 1 39 3 It
oA R 8] PR, XA 5 5] & o BRI & %
YL, 2 TR N 2 5 245 40 B 1K A, IX 2
FHUAE A8 K SR A 1 [ B A1 8 07 26 A AR S
9o TR B L 2 5 R AR FE R R, R B AR 2 10 A T A
2 R BE T I s ) R e, T v BE R T 25 PR R R i
H. pylori ¥6 77 T lff ™ & Hk ik o

BT HATE R H. pylori I R IG YT 77 S0 &) FR 14 X
H. pylori B JLks &, M EE BB KRG L 2B i
B 25 AL S S T 1) 1 2%, AR TRk B R
P KT T AR ZR & ARG R w3 [ 4 1) G 7
FAR, — S ER AT SLIAE LY & ROL % K
H. pylori /2% 4% 3 DL R Y6 (1) 995 2R A= BRATL ) (G0 40 b6 24
Ykt E AR E T A K R H. pylori A2 4 B 5 T

PR 25 ok S v AT S R R IR S, R T iR
H. pylori i Br 2 ML 25 1) s s ix /4 (K 2).
31 REHMEBANNIRE

E AR H. pylori {44 1R 2 i i 25 ) UK, (H K2
YU AR IR B T A FRoE, B RN BT H.
pylori tRER [ S BB 15 . H Al IR {5 H PPk /> B
& o3 i LA NP A 29048 B N AR e M. R, K
i F PPI AT g 5 UM 85 IMRE, 389 Iz 28 AL A AN S5 10
AR . B, Bk it B R AR E IS 24 R, T LR A A
VITE B P AR E P T AEE {3 FH PP Y SR I XU

pH BUBAM BHE D RIEZ R G AT iz H R4/
PFHAT R . SUBFEME R T REER-BaRNE&%
Jik, 3X A 2 IRTEAS[F] pH 3858 2 AN [8] 1R T2 25 AT 2
FIZYIRETL . 2 pH 2.5 (B R& T IRTE) i, ZkE
2H 2% T8 IR G oK R 2 T R 2 ) SE B BR O, BT S AR L
SEOREE T T 24 pH 7.0 (H. pylori 4L A7), £ kgl k
Wi 5 AT RS, A B 225 ) A1 g ey 2 7 b ek
JBCo IR T 22 R 498 KR 0T ] B 7 b P R 4 4 R B % i R
JRUASEFXT H. pylori A8 K i 26 L e 59 i) 32 78 Ak s 44
5.1 f% . Thamphiwatana 2501 52 2 B8 15 1 (1 4 90 K
Fi (pKa ~ 610 nm) Bt 5 75 20 2 79 3 2 (0 B & 1 I6 i
A (70 nm) FI4MRTH . 7EBH R T, &40 K0 i
S P H AT A ELUR 51 B R 2 A TE B RS R T A SR
BRI Z YRR . — B EL T pH A8, &9k
A7 2 T FL A 2R AR A5 G 0 2 IR Joi A, 5% % HH 3 24 IR o A4
JE #F @R 5 H. pylori 41 R A& B2 . i £
PG IR 2 AH Bl 6 g0 oK R L 2 19 i 53 A4t H. pylori 7R
H B SR PRI BT T R
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Figure 2 Drug delivery strategies for improving H. pylori clearance rate. Strategies that increase drug concentration in stomach, increase

drug concentration in H. pylori colonization sites, overcome H. pylori resistance and enhance host immune response can improve H. pylori

clearance rate. Some promising novel drug delivery systems also have broad application prospects in H. pylori treatment

FO G A ik T B A e B B R IR ST . Li A0
R IE AR TR I ok R PR RE B A R R
kB F B R, JEEA R IS HAE B N B R
E; TSIk 7 S 1 B R A v] i — Dk AR T
% 11 pH U S & ) Eudragit ®L100-55 ¥4 )2 2 107 Y i
NIRRT, ZAlth, de Avila 250 3 5 1 8 R I R LR -
3 2 3L B [poly(lactic-co-glycolic acid), PLGA]
WEMERIERE (RIM2) KE o T8 LT, A
FH B AZ R FE 0T 1, SEBLAE A8 F 7 574 20 min N
BN pH A 52 & B b e, AT B2 v b R B BB A
5 T /NECE A H. pylori 7% . 5 PP R
FH A b, X Sl ik W N i A T R AR ) 1B R EA
S5 17 ¥ A BELIT 5T - 2= (R Tl Re, b 70 B IR E DR
T4, TR T PP AT RE T ORI B RIE A . Bt
A, 5% SR pH Wi 8T 35 24 28 2845 3 1 e 8 LA G
SRAEZGAH L, X el Tk ] [ S R [ A, 0 #)
firh % A BETBUTT T B 2% AF o DRI, X SR A B
1S TR AN pH Wil 7 5 T8 ) X B Ty R, S B LI S Y
H. pylori {897 & »

BEAR, S Sk v R IR Bl 3 FT EA NHES) /g, iX M
HERE J P HEh Ak A ik, B K TSR A

(173 B . Esteban-Fernandez 55" £ 15 1] —Fp B F =
TF1) 3 S 8 ) P A PR A S o, L 368 i o 5 R B ML R
pH 1 S AR AP (#3245, w84 BH SR (R B o 3 ol
% FMGIATE BRI T BN iR ok HEE ), B
MR B NI, SHREMGEMLL, BN E
BINT 465, HEA SR BEE. B, fSiE
AT LASR = 20 1E B BRI T AR e 1k, IR s H
PRI 80k B2, 34 TT DABR i FUAE B P R B, kD
VIR PE AR o

b7 BRI AL, B A S A B S B D
MR EE 2R 25, (AL B N A RO B2 35 R %, TEiE
5 FE T BB {E . 7E HP55/PLGA-CCF i i 44 >k ki
{HP55 [# 74 H £F 4k R 482k — H R i (hydroxypropyl
methyl cellulose phthalate, HPMCP) ] — Ffi 45 Bk 2 4]
Xt B A At 1, 148 H. pylori 4415 CCF (CTB-UE-
CF) TEMR IS MR B} (&Rl B0, Liu %550
R RENEERIE T (PBCA) B PLGA, & T
[ BN L 2% 0 R AN B 2 1 /K R 4 (1) HP55/PBCA-CCF
gKbi. 45, HP55/PBCA-CCF 44K Fi /8 1 1) 15
W (pH 1.2, BEEE) ¥ E 1 hJ5, {0 13.4% CCF R K
Bl B i, B9l Kokt CCF 2 24 s I AR 1E H , i 2%
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CCF It R s B2 98 /0 1 H. pylori () B N &4
3.2 RS IR E EE ALK E
321 wARBHIEFEE

B % s in i T B 2 i HEAS, 1 H. pylori € 18
TEZHTZ A BT 24 4 58 A B IA R F SR AL, 32— il
SREGMIT R AW B RN B 5 3 SR R L v R 1
B0 5 R I B TR 2P I T 1
3211 SEYIHMBIEHRSG EWFHEEWETE
B SR KR M A T AR, AL KR R A PR
R IR 3555 ) T VB AR [ . T B S A%
BB 1 2 T MR 7 SR S AT AR R R B R
SR P9 M W2 B2 e (polyalkylcyanoacrylate, PECA) K
W, BTAT I, STRE LT AR S i
o7 (RN R A B WA B A P T LA 8 AR PR . A
FERBERTAED I S5 R & T4 A R gkokn, FA7E pH
R P IR T AT T AR R R B AR MY . VS B ISR AR
GAHE TR ik 3 08 1o B /K VR FH RE 5 A ) A ZUAH ELAE F P,
SR T 22 BV B A 9OK RL 25 5 52 pH 5 FE R0 36 56 R 3R 1
EALNIEIRGE 5 N3 A R g

AR ThRE I B i B R R 5 A T DLR B AF 1Y

B B R . Rajput 2P DL TR T I Ik i L R T 3 RO
274 R EASLV FI -1 i 4 934P Jy JERL, i i 15 2 1) %
TR R R 0 XU T RE ALV -2 I R 46 (funicular
cylindrical system, FCS), I [7] s 32 325 fil] B& 751 F1 Bt 11 24
Y. FCSA B bR A, AefR i th 26 B 75 B BE I
BAG s, LREYE B WIS B K E] . E RS %E
W HREEHHERBE T BRI R R N ZEd, K
e H T WP BRI (1 h, 98.8% + 1.2%) i 41| H R
Gy, Z )5 R RS R (8 h, 97.72% + 0.4%)
F 2456, FLRVA YT H. pylori B4 .
3212 FRFEBERBAHRE BHEMZFEHHK
B AR, f2—Fh 2 28 S5 I E D B e 1 e A, TR
J5 28 50~300 um, & BHAS $t B 245903832 2 H. pylori &
TR B R RE . BhAh, B EE R LL 4~6h 1)
JEFAASWT 50T, 5 B0 25 R G 10 92 B 2 B 155 250 0 LT
e, T H, BN EEEKE, R T REWHE
Bte S ok, B SY A R e B BRI S TR =
SR AR N BB R R . T H. pylori E S T AR
N, DR, RS E R BT 2 B B YL AL AT
FEEIERR .

B 2 B SR R B SR TE T a0 o] S AR AR B4R 1
TR AN T B BT . AR S B P S R B AR R
D, 2R T 2 K S AaF B E RO AR /N B ARk B A K
FERZ . Zhang ZEP 3L T 36 757 15 SR, DA A7 HL fr
PR R A, 8T H R A BRI & As A R

Z. % (polyethylene glycol, PEG) [¥J%% 4% £y 150 nm
KR, WALEAH H. pylori JR R EE B W A7 1 . 45
IR, AZGRRL IR S RE B R 2 VBT B S I P 1
B dik . 5 R I A ) 7 5RORE 49 oK R AR L
PEG &1 i) g K kL 55 1 H 5 25 8 B 2 18] i AH BLAR
H, WA R BRI BRI G, i — P4 T X
H. pylori {135 B % . [A) 2, Li 2P0 a7 1 B 10 5 SR H
YKL L 35T T A A E ) R B AR A, A R e T e SR
BES R B R A, BAERMBINPEG G ik — B iss 1
HEFEAMMEAER, BERS T 90KRR R 7
#ERE 1 bt H. pylori FITE R .

B 7 A R T 5 K At A7 HE AR AR B/ R 4 oK R
Ab, S I0TE 3 B RT DR A8 6 245 R G0 A 5 F B R
JZ 10 FIE H. pylori J& G347 . i Yang S5 1 4 (1) 1
PG K UKL SPIO@APTES % % 72 4NN 37 i, ] 2
ZHRAE B RE T IS, S H. pyloriiEFRE. 4
BEIR, AMINEEIZAE R 10 min J&, BT 40K Pk 25 5%
BT RHNWRZ ST, 2 W P 1] % 1) 0 44 0 K RO 1) 85 R
PF 37 R AR R LI I I 3 ok da ] . SR AL, Walker
GBI H. pylori iz 3 28 i B FRUZ, ) 4 2 10 [ e
PR EG B RE TR T R Gt 25 AR, AN fovEi%
RGAE B R E oA S, T 2 10 [ 2 10 R g ) wT
DA 25 4 e URIUREL R 3 14
3.2.2 HR[a)|)4RATE

M4 H. pylori 2 THI 455V B 18 1) H. pylori (115 24
240, DK K E 2P i 1% 22 H. pylori & f8 47,
HET 4 ST R

H. pylori A k56 PR 2Bk 8], 25 74 0 7
PR F B IE A B AR (Urel) S HIE ¥ H. pylori
625 RGHI SO . Luo ZEPMRIE, IR BB 5
FEH# (ureido-conjugated chitosan, UCCs-2) wJ DL#! ] 2=
H. pylori 4 5 235 () Urel . 7F ML FERE - #y 2 10 AMX-
PLGA/UCCs-2 4% K % 7] £ Urel 4~ 5 #E [ H. pylori.
N A S B S5 R R, 5 B 25 AT H. pylori JEFE )
YK KL AL, H. pylori 1) 44 2K R i Bk 4% K H. pylori
FIRE 772 E e . 25U, Cong 26PN 18 1 A Al g
BRIR RS RS S IR FARE, FAESos 771
H. pylori 42 [ £ F1 4% H. pylori 7%

WOAR, O A B U R 3 2 R 4t e R S R R
H. pylori 4H il 5 2 1 52 44, A 2k Jy — ol B 22 11 B8 1) 56
W& o SRTT, R ORTCAAR R R E 1 22 | 2 i 1 v S AR
SO T R R AR . BRI R R T D R A A B
B o F T IR R G5, AR e 24 J1 B ER 325 56
4% (molecular imprinted polymers, MIPs), 24 MIPs F§
UGB BN EEFR (B 73 1) I, 22 R AR € 456, A



-+ 2500 - 2% %4 Acta Pharmaceutica Sinica 2021, 56(9): 2495 —2504

SCHURE YRR . 5 RAREC AR AR B, MIPs B A5 i) £ ]
P MR E AT T IR AR SR AR s . BR AN, MIPs )
B URAAE, B IR B A8 7E =R N AT AR R
Han 25:B1 LK BE Fig 17 R 12 1 1 H. pylori & TH 10 R B
NQA AR 437, I i S AR 2L ¥ 5% 4 i o) 4% 3 1HT 49
T ENZE KL Myr-NQA-MIPs. 45 5 & 7, Myr-NQA-
MIPs 5 H. pylori [ 45 & 28 1514 72.87%, 1M AEERZE 4K
$i 5 H. pylori (454 %40 N 23.73%.  FET 1, Wu 262
LA NQA FII i) S 75 MR A Ay SURBEAR, 1) 4 17 33 ] 25 76 by
[ AL 43 - B 28 4 K ki Dual-MIPs. 45 5 % B, Dual-
MIPs Y EL A #31K H. pylori 45 & 77, i B A % & 1
R H. pylorii&BR & . /N 45T Dual-MIPs J&5, HAE
H. pylori B4/ B B P9 i B A 1) ZE K, 05 759% AL
/NERAR A H. pylori 55 [ (20 58 85 77 A1 PO R 2B E0) -
T 937 5 o] 2 7 PR LA 259% )64 /IN B H. pylori 85 [
3.3 TRRRel VIR RS 251
331 mAREFEZRTHEKAM 2

HATIIE R H. pyloriy7 ik E B R FAERIT L. 8/
PUA K ARAT o 5 B 5, 2ot B B A R AR S R
I, LA R RIE R AT 2530, H. pylori 2 K 5848
i FL 75 5y 10 B e b 7 A T R T AR ) B R, AT 5 SR
AL — (R H P 259 Rk, A& H. pylori 722 A TR 24 11
HEJFE R K 2 S BT ML S T 25 R m bl
SCHR, A B AR H. pylori i 257, 42 il 2

& J@ AR T I 4 S s TR R A A B K
AR SRR RIEDUREIE . T ZRPimE L],
& B Y KR BETE BARIR B N REAL, JF AR 5% 57
AN H RIS & B 9K R R AR 4N KR,
BT B P R OE A A (0 AQTe AR g KR KL AR
708, FLAR R IR R THT RN BT RS R B 3 T i FRL S5
PEAF ARG KRL I P ORI = T AR . SRR 1)
HR YN TR RORAS [, BB 250 R B R AR F 5 /)N T 484
S TR, HLNKORL AP B I T AR B 0 )
H. pylori (IR 2 G LT A5 A i, I8 R IAE B4 T
H. pylori IR HH (R4 3 IR SR 35, 33010 R AE L s e

SR, K22 B g KA 1) TR SR I il A
st e gy hn b4 @ a0 K06 B 40 R B R AT
SrWETE, YRR T 48 4 KRITE H. pylori 697 Hh 1 B
. A2, EEYKR (ZnO NPs) CL# FDA
L UE FF A — A N %2 4 A IE (generally recognized as
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