ol

A% 9289 ¥g3s

g Adxedd fsslus
!

JAE JRAFL EFAY 2AE9 453§
2 dojdt, FAF7IHY 7)1sZol(dysfuction of
antireflux mechanism)el JsiA HHELE F acid,
pepsin, F= bile, pancreatic enzyme &9 <&
EAE0] A%2 IF(reflux) H3, F7FE 20|
BA4E 324 E(inadequate clearanace mechanism)
o2 Axud AF(sufficient duration of contact)s)
o] A=yut &4-& ZefstA Hrk

N L )

wpgxe A TZoRZ(lower  esophageal
sphincter, LES) 2, A4 o2 F3A] 9Ee tones
sA8 Qi gAY pinch Zg o] ool
a3 29 98 2 e, A sgedy 7]
53, & e s dorzetd dige s
Agok  o|¢(transient relaxation of LES,
TLESR)2 dF4 A=Y 249 7 713z
agdrh

Z2A2HE 22 S2E AW, 239, £ A9
e 5o o] theophylline, octreotide, anti-
cholinergics 59 A7} LES ¢48& 5= FE&
is=

TLESRE S4olu 714z gt 439 &l
3 A weoE JARYgFAHY 1 £
 IF J1Hez AYs 9o JF WY &
63-74%% AAPLl 53] BF BE F559 9
A GA] TLESR# d@4dol ¥om 5359 9

Hu Hu

HAEF e go s sdeagts dgge By
o @tk TLESRY fdle e8] FRsA: ¢
gtot ¢ WP B A% 7AH AF S A
ooz wAHAY, YU 7HAE WEATE A
229 EY whalg rdez ddstn Yo 9 &
Fo2 gus)e TLESRS ZHANZENI 484
AGAY nitric oxide 2FA] 93 dARTT &
o}?

g AxgE dUoKhiatal hernia)s A-gols
& J25e) A2 ARAEBage] Ag g 47
o] F=(pinch) 7% A2 Y 47 JEFol
2 sugda ! 4xRde 359 oY
ANMAE ST AR TAL AL AU B
Fol 442 9479 3571 kka 9FsE A
7T AN 4EFE ozt GERDY €90
B FET At Hvole] 719} 9% 4%
= adBgol glths B} e 55 gt A%
Aol oF o]4o] Utk

ot 2 9 HiES

9 dAzE 9 833 45Ed 34 IAE)
s, o] % 9 $3L 9 wiEs, 714 AN B
5 AolAE-9 9% 2 9 B39 FxFo 9
2RAYAL! 19913 Hirschowitz’s A=Q 7 vkal
A% 84% o= dud AT A% T
A4 wETe gz B8 Aolrt glQtT na
sfgdoy, GERD &4 3 954 A5%] 9= &
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9 714 2 i k& (peak acid output)o] A%
dol gl ol HE A Eolthes Rak 3
o

AZAZAY 97154, GERD&R <F 5%l
A gilE Ast FREACT g & A S
nE 983 Z7k= TLESR® #EQtE FA:
et

N

A: Y2 9 WEEC] dRHY 4k AF ¥
zAZd o3 JiozRe AE LS HISH
Ao}t A AAi(acid clearance) = 59, A% A%<
AEEE 4 Bl A3 A5 o] FojFTh iHY
v FHZE doju=d, A, Jriz 9Fd
Ao iFEE 1 82 239 dF 5 98 FL

L B, 9514 39 Hok Sl = et

goh 99 299 S ZohEc! 434 A &

oA A= A% 45 FhE & 4 9ok
xof X3

A: AT 97 a2 745, 4
H(pre-epithelial) WA= F4E3} EW bicabonate
o]l FEE @sh=d] GERDEAWIA A& Has]
%9 HYANAY mucin 71A Eulgo] txLol
Hls] AstEiths Bast QIukg A9 gol:s AE
g3 QX FREET AX 24, 95 2 A9y
AgZ2 AE J502  olFoAt AuF
(post-epithelial) ol EF 2 2IAY 247 4
g 522 FAE 2, ol A& A A3
£48 ol E JRAF) W g Q919
g Aojrh?

Ly 67

Z4ol F3% GERD A8 dideg 24At B
34 A= pHAARE st oF 2/30M %’ﬂ 0
77 AdEy enzE 59 IAAAE
SlE BE FRPIA 474 AEH0] XIWEP‘] %
9. £ fEAeFY 7459 AR 9F

4 ARES BAEY, FEAYNA FFoly 4%
HE Ao FAsH Huigs dode Al
Hof, 2AglA kg Hilojel & 4fo] x| Zel o]
G771 Az & 99L& 4 gk Ay
4 E4E 2Yske HoXNEY JRoEE 2L
trypsin, lysolecithin E©] 9o, 9EL H+9 A
% RS FTRIAA ) 97 &4 298 g
Az @

Helicobacter pylori 2+

AolAE ALGEANA H. pylorig AT & Al
g3 34 WAE AA 4 958 AEHo 2Af
the & Bigo] 9lo] ghewl, 19979 Labenz §°
o) Byd oJ5pd, H. pylori A&A IFA A&
o] Q1= AHolAF AY BAA H pylor At A
2 3l 974 A=Y 38 W=t H8%E,
A 2AF 129% B8] 2 Zole FsHTh
A gtk Al 4T F 9FY AEHo wAd 34
gA A8A AR A9Y B=e HEEL, AF F

15 7P e, 2 97 Bsith & H

pylori Ald & F 974 =9 249 949 8
JEZE HA7L AR A499 3
7tekat A 715k

H. pylori7t GERD '#Ae] wo] &35}t Qlvhe
7Fed 7ZIAEEE AAE, HAX 9528 s 9

AFAA Y] AHH] ZAaE E F ok H pylori 7
Ho= A&, AR FFol A7A HA o] ¥4
o Qe YAFY &8 zHst] A BHlE 74
A GERD& %‘110}74‘4 TEEE A2NE 7
et 286, H. pylorig A#sH S9, HAZES
A EVleE S8 Ha, & A8t 2 B A
Bsol BYFHLE Hol Y4% 979 Y] 7}
S Fo= Rojth EAZE, v oldlA &
HE= 2228 (urease) ool g8 AR grYo}
2 Qe EEE F99 4 Fslolth H. pylorie
ureasel] 93 @2 9 AdrRUoLE AYsk=H, &
TUoks ¢ pH7l w89, 28 SELE g
AT 9 W A& pH slMe obFd &3t
gty &, dEUoks pH/t 2 A% Uz 97"

of

2

TTE YL AF
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dag FgaA e, A2 oA 99 o 75
o) AAEYHE Aotk AAzE AZ Fo A=
259 WEE 54 o1t o g gk

AEA o 4R qRAGS oA AFT A
2 Py Ageg ofg At EiEoE #o
sto] 2 Zgo] T UMY o] F715)
o 3AEHY BHAA 2 F7F €99 8% g
Al A7 BastE 49t

A28
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