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BB AR TH o H ARG Y - SBokHzY  B124h o % 7T 30 4] 4w 14 A4 & 9105 38 B
Feo TEFHBE  FRERWHEEREDEAALE - LR ZHLEEERTIL T o4
Bl xR - o EE A B H NS BR > kNGB E L EWRAT AT
Bz £ R R & BARA min ik B B AR T T H R 6943 0 R4 A Histamine2
R B FH R B (PPI) AR &t B ey Ay o b B BRAR B kR L MAHE R A
Z @S BB EHGEREE X > BHXBR BB T T F RAEIFIRIE H 57 IR
BROBARATR EFEFFTREFAEME AT R REILKRR K SIS
T RADEABELEATS TR RS o IR IERBH TR — Y TH HeH
B A BIEGRGHEE R M BLind Fe B R B I iy PIAE B ik 3
AT P NSAID a4 & ie 38 > BA 9 EIHALE b X B RFERAFAGMEE - RLFEF W
FABEBR AR L MBI BREMONG AR FREEBERENICES L 2 5 Rl
Bk WERH RN EHRBT G LR T A SRR RERE -

RAsEEA ¢ BEHAR (Parietal cells)
JH1E14EE (Peptic ulcer)
E B8R E (Gastroesophageal reflux disease, GERD)
FEEE{RIME W 7AE (Nonerosive reflux disease, NERD)
BFEH I (Proton pump inhibitors, PPI)

& 4 % (hydrochloric acid, HCI) » & & 7] 3 160
mMol (PH 0.8) & > &5 73 & AL i (KCI) AT & AL 5

IR Y 20 6 02 5 ME B ) 0 e A v AL bRy (NaCl) o BiEEr o F Lt AR Ses B AT el ] B S 2
BB A Pl i | B B AR PRER R H 3R 15 SLHF SR BN - {H 19 RO B AR B B BRI K
ST E a1 - FRRAVDITHER r#HEAER BRSNS - EE 20 A
B BRI UGCES ~ 8 AEMan B12k - A HD IR+ 5 B g FLAE RS S R i 3 1+ A
LA R A = B TE R I B RS - R B S SHERTE AL 10% F iR A I LR EE -

il

Al

WhesA AR IE A @AUL 0 33305 HLE T R EH AL 53K Ao KRB B
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{HH R VAT Fe e i AL TR B B i 8 R SR Bl E
SRAEE SR TR - AT RESR N2 AR R B X
= BUMPTR R AR R R BRI AR g - B
PRBARBRIGHRIIERD) - DU S S B 24
Y mIEr - 2RI E RiE e (GERD) H 1970
TP ER G R OIEEE - N LR
BRAE R R SR SR - Wl 0w RE B i FIAR
BRARER 22 5 W3 i St e LR R ~ TEERIR AR
b o ARSI RIBUC HHARBIITSE - DU
W% - B WP R AR TR o DUR iR 3

PIGHER - BLR2TR B ERANR B 50k < 3t
L ST ©

B Mk IR R [ ER

B A 5 E 5y Ry F K (fundus) - F 8
(body) - Eil & (antrum) - ThAE 70 Ky —HANR e
& B EEIRELE (Oxyntic gland mucosa)- 3= 22 2
BEHTINE (parietal cell) » 45 80% {7 i~ B EEL S
4 '] Jot 5 B (pyloric gland mucosa)- = 22 52 Gl
M > A5 20% A2 B o A S AR TR A B R
Jitd » REFY B EERRAY R 2/3 » 32 40y I B A [K]
+-(intrinsic factor) ; =i ffig (chief cell) {1 i~ & B&
BREGIESHES - T2 225390 B 2 g (pepsinogen) Bl
3 (leptin) 3 HLABHS P9 43I 32 R e
A e % B B 177 B 52 B 55 53 Y (paracrine) ZHHE -
& DA - 1558 8% £ A e (enterochromaffin-
like (ECL) cells) » X/AKE#H i (X/A-like cells, B,
Ghrelin cells 733 g/LERAL ghrelin) - EilJi5E £X A
(enterochromaffin cells) -

B ARE B2 B9 B 92 52 4n R 1823 4E W. Prout
UL E N R o) R AR - DL S 1822 - W,
Beaumont #{ 5% — 7 KM B3P ik B B 2 B 40
IHHE - k4 B 2252 lvan Pavlov 7F 1897 4 » &%
% T %4 Fs (The Work of the Digestive Glands) —
& R bR M BRSSO N T EENE
HERAERELRE A A DEER AT TR
g (sham-feeding) B A4 - ZEBH T i R ¥ EAL
SRAHY R PEDIRE - £2 H RS i (nervism)
& MY 1904 SRR H R AR BB BLAE o 55—
7 111906 4 J.S. Edkins %% IR H ik & (gastrin) Hz,
e P RS I A L B A Y - (HAR R A

FHiR. Gregory Bd H. Tracy 73t B 558 B IR ERK
(17 Pz s e B 34 g FE %) 5 19104 K. Schwartz 44
& * “No acid, no ulcer” f2{t'H YIBRMIGH H e
W 2 HFBE & PR Em FR R - 1916 4 L. Popielski
BRI (histamine) J2 B P B F i8R B
BE A YE - 19724 JW. Black [X] 3 3% H H2
%3218 (H2-receptors) » DU & il H A5 TU A JE
# HEAE - A RS i R R RRA R
% ° 19804F G. Sachs 2 & 7-E 7/ (proton pump,
H*/K*-ATPase) #& H1 cyclic AMP Eid § 5t - 14 1 i
AL IEAEUNVE BRI TEER R B R 5 ik
KRR ILEGRTR o K1 1990 E 2 i 38 (HEF 28
BN (PPY) - SISO B IEEE -
i % 1983 4F J I A 8 BE 22 52 R.J. Warren B B.J.
Marshall B&[ili - K] B iy I B E B R BIE L
B At 2005 M Hgst - BRE
BRAY T TR IE AR ER - (oI EE - SEREEL
BB 222
B ER bz SREN

e b ER I ] 43 Ky 3 IS B » BESY (cephalic
phase) - & Hf (gastric phase) » 5 HH (intestinal
phase) - 'H 2/ W E TR TFE DI REE =88 - S
PRAR - EEELEE 0 DURE PR - HrpaE
AN S A B Bt - A sz R s - A&
A& BRI A 52 2 R o P S Y A
Huy CO2 #& Rkl T i (carbonic anhydrase) 7K fi# K
H+E1HCO3- » &5 T FI87 8l 1% H+K+-ATPase
pump A2 #4% Bl G BE T —[RIFT HIAH S o RofERE
e ) BB i B A Y~y -+ MY JEG A1 5 5 C- B
HCO3- 1552 » NA+K+ ATPase T B ; B
i TEES A K+ Bl C1- 2 & 5 3 22 M A A1 DAAE FF U
TEA e HCL 433063 (e —) -

T RE A A R S WY IR R
itk iz (histamine) » 5 36 3 (gastrin) » Z i IfE i
(Acetylcholine) - i b 15 152 it A ST 58 8% %
MRS - 2 H BRI E 55 S IR -
] 15 11 EE A I P9 adenylate cyclase 35 14 - Hd i
CAMP iEALE 1B » H2 2 iR th 2 e gL
ERL MU - SCbR sl EF IR S H2 #5501 ml REsd
B RAE -
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B H TR (W H 1L ) W T B e 3 WAy
FEERIEEE - E AL GBS T
Bay) - FHEEERU)EI H WA 17 E B 3475
TEYIE - 2 B WS R A AR TR s
R '€ AT 15 W8 8% A i o5 J3e Nt R AR Ak
B ARG B FEHE =R (cholecystokinin
CCK)AHM » RTAE i BEAH A B 18 S A A o
CCK-23z#% » {1t phospholipase C i iHIIIEM
PIHET - BUNRENERIRE S ERUE - Ryl
e s T GG B A B A B A 5 HA R t R
B R IR S HE - R0 fE S 2R (carcinoid)
DUB B ~ RIS ~ e ~ BT - 2R1M
R 5= {60 P B 3 A P e s JA Y v 5 A R
IfiLiE (hypergastrinemia) M RS A0 _E sy 284
R o Gt mT e 52 Hh R e Bl JE 2 e A el - '/
PEa o PH BT R B BRI B TR R R 57
W s PHU/INR 3 » Bk B s SRR TR 5 90 38 3 0l
b 3 HH R B i AR 1Y 54 i 4111 2% (Somatostatin)
530 » DASE 530 E I HRI S AR 30

A KA (G AE AR ) o T 1 RS TR JI
1 TR i P AR T LR S R O U - 4 BB
JH = S E <2 i (Muscarinic (M3) receptors) il

e mrimn

@ uwsm

My Na' K°, ATPase

Q@ HLK ATPase

.. i

B—: EMMRAs T EmamEE - Zi58 3 (Ca™)
EACAMP Z BB {IEE (L » IR/ NERBZHK' -
ATPase G B EEHRE : EE R RN K
BFHETR HK-ATPase G & 8t 5 (H)IT A E I
RIS RIPEEF ARA o #P5E 88 (KCNE2/
KCNQL) & if st T BBERB LRI - BB
S8t - CAMPERPIP2;E{L - B REEF BB
(CIC-2) i # cAMP EREE AEREF /SR KRBT
FRIMEE o

B ER W 5 R AT AR HIE (b D #f B g M2 B2 M4 52
HE AR I HE ISR 439 » PRI S B o ubh » 2R
1T Z B Mg g 5 DU R I B B S o
v+ IR PRI FERITER -

{01 (Somatostatin) H D #f it 73 » /&
TUEME MR B 0 FEA 2R ¢ el
RUATERAE - BBl - i 5 B4 28
FEFR/NE - BEHIZEERENGREM I E R 4b -
T B3 I S AR B G AR RRE H R AR
ELE AR o BRHIZRRY 43 UK E R B wA 3R i b
g+ R R T S0 T I AE TS PRI AK (vasoactive
intestinal peptide) FTIGGEEL T - PRI ASHIZRAH L
Py octreotide fFEAH |t m] LIRS MBS AL

4 P #E B (Helicobacter pylori) € Jiki%s 2 2
e B - EURR YL ER AT - DLRRE 3 3R 2 FE IR 2R
I (cagA Bl vacA) #1172 B IR 3 yib i 26 B )
BES R AN AR o S ERREE — R
K EEEZ B (hypochlorhydria) - &8 4 Jgk 4 i 58 &
i B O] 3 1% S IR S i B - {HL80% [ P AR R
J& B H DU GO IR B E AR B 18 1 B R R B -
10-15% L1 5 5 Fo I ELRKGLERAL 5 » HH R E H ]
G 3 0 B WA 32+ NI B T R B Ak A e R
U RH A DU R B R s I B . 55—
T A Bty 01 DAt it sy e 3R - PRI
BRI - E R cagA ~ dupABLIRIRIZ H
B+ eSS A BERIR Y - 2-5% DU B
R s E B R ALRF -+ DRI B e ek A B A A
BrEBXETTZEN WD EWz 3w H
AR 25 R B 3 R IR 3 — RV R E
i b Rz i (B FE DA ) - SEREMETE S
RELEFEE; ;BRI Bl D fl Rk Aty e A=
= B RINE » %5 [FIRF A IR K R i & e i
BRERAERE - G2 e RREFRIWEN
Bz —° () - f5A Bl R S R R
A A AE R R = -

PRI BB B RBUA

R N 1E 19 AT HTE DI L
55~ DUROFEE M B ER LR - S -
SR 194 S ORI L T T Bk
RIS YIRR Ry E TR ST - FIRILIgEY) -
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N

18 M P IR B R
1015% g ~80% =i 25%
EERET
@t n 3%
1 Gastrin l ! Gastrin _
| Samatostati | PepsinogenT §:
R S
EIEREFET R
|
+ 5B HEE L {LE E-303 53
CagA, VacA H.pylori strain i - R
+ iGN 0 e L By

CISMHMPIRE AR ER B MRIRIPML - ENE
BoBBS(UBBEREER) ABEI B
BE(UBRIAREBRX) - IBZHSHLM T
BREE  REBVEHIBX  BSERHEEER
I}EQE o

B=

Parietal

a+ otein
kinase H+K+
ATPase
& s
L2

B= : EifiR L eRNZEE - S EBERHIMIEAD
INHRAR - REMIEAWPIIREHBHR DI ZH
£ « SSTR2: somatostatin receptor2; CCK2-R:
cholecystokinin 2 receptor; M3-R: Muscarinic 3
receptor; H2-R: Histamine 2 receptor o

FIHER ~ (RAEREIE ~ PILMRIEN - DURH ISR
FEYLA > HiTFTR SR (prostaglandins) 5 5t £ 4 e
PRI S e - (B b PR AR MERR BEAR -
FIF FRAR LS8 (ARG ~ kPR SN ~ €54
e ~ dsabEe) ERRF R - 280N LI LRI
R EEY) A IR IE S TEE © (HARE B B 1F AR
Rt WAADE - BUIER - 08 BEbEKEE
FRIPER o H % 19724 Black iff % 25— H2R
B 19754 cimetidine [7fitk » A OB LI5S
MITEIR R R — PIRHEA  H RS 2 A (R R B

AHAE 39 B i i i 4% R (B H2RE T
PRI 5 A 4 W) g 2 At BEY TR AR R4 -
H A R A& R - BRI FHER R
S 52 PE (tolerance) [fij < 50 » 8 [ATf% BE Al I A9
CAMP [RIFEABZRSR L7t ;5 (5 2ER RS 1B i S
B H2R L ifERET (up regulation) 5 2 5 B S
B AR -

B IR R L RS - E B (HHK+-
ATPase) » Z—1{lE I 2EY)/2 Omeprazole 19794
AR ARG EE - 19884 ETife » HIZLH2R
FEYUBIE I SE R - W g B8 - S B A 5
Yy o BEZE & AE b i 9B - B3 0 A (proton
pump inhibitor, PP1) - %1 Lansoprazole (1991) ~
Pantoprazole (1994) - Rabeprazole (1999) »
Esomeprazole (2001) % » PPl T 1608 B BEFHE
TR IR DR 2 — RS -

PPIs 7 A 385 12 benzimidazole » J& 5 55 kil
TEZEY) (pPKa 3.9-5.0) » & 54 B BHH 2 - Fir
A2 DA 2% 0. 52 22 5 R 5 i 1 o/ NG IR L
W2 LT % AS ITTL A 22 M £ it 2 . A BE R IR 1Y -
[KIPPIs 5 J& /2 7 2 2£9) (prodrug) » FERE M BR 5
T (PH<2) Bl & Bt 1~ &5 & B¢ Sulphonamide A4 3
FoiE TEZEY) » wIAE 3/ NVE TH BV E 1 B Z o
K BN eIk (Cysteine) DUEERT I3 - A
ALY A TS MR E R o BRI AR
BRI A gIKE S BRI W - PPISTEREA
PR 30 7388 2 2/NF » 24 cytochrome P
2C19 » SAATE I e A3 B AN T Bl W) i HR A -
15 48 PPIs 1 1) Bl SE 5508 1 5245 By il PR (1) g
FHELIEFE » HLEEYI IR IR 2 R 30 =
60738 » KB —EERBE FRIHERKRS
SEYIN S R o PR A BE A i 43
NETARMERE R - RS IR
TEFIARRY - OB AR A O RIfg X
PERER) T5% B 8 - BURAKHIFERE IR 3
E5K - HigHEZFE W PHER AT 10 £ 1471\
I (R R P AN E AR 8

B REVRIEZZAIER
B & SH ¥ i 5E (Gastroesophageal reflux
disease, GERD) - 5@ 78 Ry il 7 AR B HI9H -
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T A SR AE R A W o o 5 ) 38 A SRR R BT
BB RF BB 2 [ 22 S K - H 2006 4 52 B
I 5% € (Montreal consensus)f%° » GERD A5 T #&
TR EFREME - DIE AV S iR e
iR (LR BAER R TUNE ) S P FEEFR T » i
O 3t i LA i 85 22 [ o JBE ) 1 22 3 2K (erosive
esophagitis) 2% 17 38 H <1% £ 20.8% (£ 8 K A
10%) » 2 94 &8 % & (Los Angeles grade A and B)
FHKI 0% » 7 i AR e BEUR 572 f S 5
2% B E AR (2 R M0 T B2 B 22415 12% (71% grade
A; 29% grade B) - faBi K T2 54 B BMIY o
PPITE & LLIR T+ B M pHAE >4 DL IR [ Ry H
B o T DAREAR By 32 408 K ~ BE S FRoE
B R 5 0 BRATEREY6-10% - 2014 4 — ¥
J7~ 55 I 5 18] B8] 2 450 i GERD 5 £ f F PP1Z [
LA (GAPS) B » K HA 70% 5 RE i 7= 2 PPI
EHR BRI - 3043 A F B T EAR 2
FE M - (H{5H 45% B R FEE IR OO N R
49% 5 {1 H Al Bh SE Yy sk kR e IR - HmE
76% PR Ry R AR B (T H 529452 GERD .2 7 2 -
b e A 3 T VA B EE 5K (unmet treatment need) >
TS (ke il PR 8 il Bi 2 ) SRS R A B S8 SO
75 GERD M2 BB 2 Wi i - HiRRE
AR PRI R SRR o RElNLSR (hiatal hernia)
TRIEREFINL(LES) A - RuiE gk es U B
Bt SR RE M E R S A A R R -

I JBE 1B 14 395 37 i (nonerosive reflux disease,
NERD) 7125 i i #9141 50-70% » A B2
& VI FE 24 /)N\FF £238 7B FH 4% (impedance) B & i B
i 1% (pH monitor) & 53 By 4 %858 L BRI TR %
o WY (RERUR) # - JERRYIRE -
THREME L2, (functional heartburn)®® o E3TrRfF
FeR S E TR RH 28+ A H P S
BB 30 5 %5 158 [H & (mucosal impedance, M) -
Al # 77 GERD Eil JE GERD & » B~ m] AU AR
R B i 78 ER AN S e s A

NERD ¥f/i* PPI Sz JRERSERA 1 R 28 72 (4 8]
BRI 20-30%) » BEAH H AR s B IR
71 AEER DARCEPPUR & ] » s Ak i 4k
AR TG KL PPIIGHE » B EHEHI B e - k2
I Bk A R S L 1 B - bR LES ThRERY

GABA-B agonist ({i£ %% 7 )-Baclofen a] Eil PP1 &
FITR 55 (R ERUR) & - AR 43% 5%
TEEVE - hd'EHEZE - {H[X] Baclofen w3 w1l A
e i 1 [ R A RS R R Y - PR V2 5 1
55— [ HT 4 lesogaberan i R 568 5505 4 HLEIF

FHED - BEEARRREABER B - AR
—HRBI g -

EFRE R B R iiE (refractory GERD)
I F PPIASEHE Bl B A5 ] S ) Sk PR IR -
AR T TE 0 BE ] B R AR R IRy PPI(AN
Tenatoprazole 4.8-7.7 7]\ )6 » &l 4iE B ] & R ik
Y Dexlansoprazole (25% f£ pH5.5 B/ » 2/~
IRFIAY 5 75% 4 pHB.75 % 4 /]NRF e 55 R iK) -
A B PPIVAIR 2 BB - 20154E3 H H
7 LR 4 g o 228 1) S RfE - 30 7 1k IR FHL
7] (P-CAB) Vonoprazan fumarate (Takecab) &2 |
18 EUEHEAR ~ RS ~ FEA B IR
H 5 RN CYP2C19 {34t » 7] Hf Takecab ¥ H
T-EHAHIEE MR RO - B EE D SR
FEAEN T R+ AE B KRG SE IR {5 RE 2 A= i ARy
e HL A SURE v R A8 24 /N - S R OGS
AR AR PR TE R AR R R

WIRSR/aE T S REVRIEN AR

K| EE YGRS - BEEY) (41 PPI)
I F ) Epg RIS 22 » A RIIREEE - H
AT ZEREE MR IR - AR s B Iy S
fii (laparoscopic fundoplication) - 5 &l (<1 i $5 15
PR L BT 28 H 2 » 073 3t 25 B FDARZUHE TR ER
PRIEFI Y o 4745 ok FH S5 AE & (radiofrequency
energy) HY Stretta System (2000) » AR $5 P A iE
& fli (Bard EndoCinth Suturing System (2001) -
NDO Surgical Endoscopic Plication System (2007),
EsophyX™ System (2009)) » % & 41 43 50A A
F fifir (Enteryx™(2003) » Gatekeeper » Durasphere) »
TG #5 F AL 58 25 (LINX Reflux Management
System, 2012) -

BB LB LM EER AL E &
LESEAHEA PPI - B ERPEHIAEAR § AR F I
Pl LR ER R - B R AR E
SET N sk (Enteryx™2005 H[E] i -
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KA RS ik o 2 B e 1 e 2 5 W5t B BT IR
BSELC) o [NH Rl e < Bk G 2 EA
o HIERE ]S RE MRS R 5 E 5 B
N RIERKINITIRERY Tl SRR R A - H]
GRS B ERR M s < B - BEFAR
A P 5 R T B PR B R R AR R
HREME o H A2 B B 22y (AGA,
ASGE, ACG) - )5~ HE 78 J&& 72 JfE F Pl 52 il 7
GERD A » BUE[FRIE M IR RS - BRI
Z NS L - HERE HH = i E B BE R T T
gefeat - BLRIBHES R — R EIGHMN Rr
JE GERD JEHE » 3 il B i s ARV S - K
A PPURFEE L R - IR E R L2 4
AEJEISIAME GERD B ik I

PR R BB Ra R T

A FIARER 1983 - B LIK » B 1 Bl 1&gk
B WL AR RSN - 1990 - th il
B A I FE A (|ARC) 31 58 — B B0 Y) -
HRAE 13 LA R 2 e B S G IS AH B R Ak
9 (MALT lymphoma) # 4= & 2E jF [K] - 2012
% R B4R B i 1 53 3L 3% (Maastricht 1V
consensus) 3 i WY PR B G iR B A AR 2
BHER[AIRE o {F IL A B B (L IS - A
WEZ R EREAT :

1. fEEFIR R = RT3 (= 20%) Wik - %
REEZE A REMEEELR T &6 |
TR ( test-and-treat strategy) ; ##rLLPR ZBE-5R,
e (UBT) BZE S B ARG (SAT) S -

2. BYFIAR R W] K8 A3 2 0 A 1wl e
BEBZ 8RB E R O I i i
B FREME - EESCE R o (HIRI TR
FEHA PR B BT - NI'E Rl e B R A
e H &R

3. HAF AR R M R RV PP A EL
HEEl Ry ER A - TS K ¢ RER
MU TR B B TG (T RS M R ([E RS
BN B AR -

4. {0 FIARE BRI A F PP 2 A2 2 A DL
b ARBREY IR R 2 o PR A B R IR IR RS R
‘R A Hg@ IR UBT B SAT

R MIEMIERRE -

5. =& PPl (75 H 28]) "l HE i 3 & LR iL
TG 8-12% ; ¥ 1A Clarithromycin £ #1214 #i]
BRI - B AR EE DL A Bismuth 2 45 LRI
B 8-S levofloxacin 2 3& 197% « 58 4%
B PR AR T R SE P R BB R E TR

6. MEGFEIE < T RGBS E MR RS
Btk - PEEBIEE PPLZIGH s HADFES T
TGRS B R - MR R A PPI -
BRSSPI AR BRVG R - 2Rt
PRt R -

B i 2 og M 3% o o 3 A Clarithromycin /5
PUEENE (= 20%) i1l » (i = & A IRERER
R K 2 80% - i levofloxacin {5 F A 58 — fi 4&
Yy A 35 28 BT EE I » B ol i 06 B il PR
TR RS TR R S B o (Rt H RTET 2 R K
W e pT £ Y 28 — R B AURR s - TG —
% 7% (quadruple therapy) » JIE F7 #% 7% (sequential
therapy) - & %72 (concomitant therapy) - EidjE
F0 & 3% (hybrid therapy=sequential and concom-
itant)?® - JIig S 9% 3 JE A i 5 K PPI+ amoxicillin
1g BID » Ed$% 5K PPI+ clarythromycin (500mg)+
metronidazole (500mg) BID - £ & = f A 4
& %) PPI+ clarythromycin (500mg)+ amoxicillin
(1g)+ metronidazole (500mg) BID 5-10 Kk - JIE ¢
JE 25 5t 1 ] amoxicillin J2 i &% & i 5o i 3 B
Z FH e BE - SBE 44 clarithromycin 7t H 3 38 (efflux
channel) Z JE Y » BEAHER 2 B8 10 BE 1A R/AVER
A b Y
B A 5 18R SR8 3% (Liou, 2013) 255 —#R9%
HEARBR R EER Y ¢ 14 K IE Fy #9490.7% » 10K
JIE 7 575 87.0% » 14K = & ¥ 1£82.3% ; H b
i P HUAR R TEEM B A A R e R BR R R
ZLRIFR o 14 REF 583258 % clarithrymycin §1
i 4: <40% » metronidazole ¥ 2% 4: >40% Hh & ;
metronidazole H1 % 4: <40% & - Bl v] %55 B 10
KNEFFHEE -

JHIEMEES M2 AR
AE 82000 47 £ 5 22 7 I IR b % -
{3t I R S 3 %0 - 2000 4 SHAH R L

5% -
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A T R S AR R R

v oA BRE R I RE B HRERER (%)ITT
{Eclarithromycinfri €414 (<20%)

Megraud/2004 PPl+Amo(1g)+Cla(500mg)- 7-10 1975 77.3-100
bid

Gatta/2013 PPl+Amo(1g)-bid, then 545 5666 843
PPI+Cla(500mg)+Met(500m
g)-bid

& clarithromycinf | &5 1% ( = 20%)

Berning/2011 PPI+Amo(1g)+Lev(250mg)- 7-10 900 72-96
bid

Ramano/2010 PPI+Amo(1g) bid, then 545 250 96
PPl+Lev(250mg)+Tin(500mg
)-bid

Federico/2012  PPl+Amo(lg)+Lev(500)+Tin( 5 20 92.2
500mg)-bid

Kim/2013 PPI+Amo(1g)+Cla(500meg)+ 5 135 91.4
Met(500mg)-bid

Liou/2013 PPI+Amo(1g)-bid, then 747 300 90.7
PPI+Cla(500mg)+Met(500m 545 300 87.0
g)- bid

Malfertheiner/  PPI bid+Met(500mg) 10 218 92

2011 bid+Bis(120mg)qid+
Tet(500mg)qid

Moalina- PPl+Amo(1g)-bid, then 7+7 171 90

Infante/2013 PPl+Amo(1g)+Cla(500mg)+

Met(500mg)-bid

B0 : WPSIEEE —HREEEE (88 Federico A. et al.,World J Gastroenterol 2014; 20(3): 665-672)
PPI: proton pump inhibitors; Amo: Amoxicillin; Cla: Clarithromycin; Lev: Levofloxacin; Met: Metronidazole; Tet: Tetracy-

clin; Tin: Tinidazole; ITT: intention to treat o

TR TAE/ N 23528 - DU 2012 4F £ 15
8 e e 5 M B B 2 B AR TR 5127 - 20144F
GEH 3247 B BB B S R (G E
%) W FERERAAEBERE RGN T - HEHIRF
L SR T (I Nau NS Rl I NE) 3 sd
TR 2 A R B EE Y R 2 72 52 DA 1
BE e AR BRIE R L 35 S B AR R B i (B RAS o B
ik DA PRBFFC B R E kR (15 4 [al g o3 fr i
Z2) B » 3% 17 iE Ak - FISERTEISNG
HEH B Bl Fe A T A T

1 B R B B IR B IRE B3 - 25
IM %% Lt (hematocrit) 2= 4> >30% F B 2§ o A7l #5%
fij &z Rockall score AT ##38; = fi b 18 DABE 296
B o PRI MRS PP AT nad b i s
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The New Development on Management of
Acid-related Gastrointestinal Diseases
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Gastric acid played an important role on human protein digestion, absorption of some minerals and vitamin
B12, as well as bactericidal effect. However excess acid might cause serious implication on health, such as peptic
ulcer and perforation, which were used to resort to surgical intervention since industrial revolution. Following the
elucidation of neurophysiology and endocrinology, gastric acid secretion was known to be mainly controlled by vagal
nerve and gastrin. Through the research of acid manufactory- parietal cells, histamine2 blockers and proton pump
inhibitors were introduced and marketed as main regulators of gastric acid, resulting in successful medical treatment
on almost whole acid-related diseases. Then the discovery of Helicobacter pylori in stomach and its pathogenesis on
gastritis and peptic ulcer made the eradication of bacteria and peptic ulcer disease possible. However the evolution
of gastroesophageal reflux disease (GERD) takeover worldwide as main acid-related disease, affecting the quality
of life on millions of people nowadays. Despite of the refinement of new PPIs, there is still unmet clinical need on
treatment. GERD will be highlighted as increased trends as Barrett's esophagus and esophageal adenocarcinoma
after eradication of H. pylori. Following the emerging resistant strain from widespread antibiotic administration and
increased usage of NSAID on elderly, peptic ulcer and gastrointestinal bleeding seemed to resurge again. This
article will cover the histological perspective, concerning acid research and introduce some contributory studies from
Taiwan, as well as update on management consensus of acid-related diseases. This brief text was expected to give
us some important clinical insights into these issues for better future practice. (J Intern Med Taiwan 2015; 26: 123-132)



