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el iR BUEL 12 2B W T RSB 2 R E
L, BIEESWEREL OHEBRIT 21T- 4. &
ERWw3 L, B, B, TTIEBEIBAL
VM ER RN TE, I HOEERER
a2 LBIET A 2 LA RETH Y, +Z
fERRRIE BT S ERMOPAEEIIBEL THL W
BRPBONILELHETHB.

HBHLUH*E

MRIZEHAEEE 04, [BEHE IERRERD
RERE0L, EMRTRERE6L, BF25
£ThH3. FdiE, EEATRII8~69F (T
41.85%), +IIBERESIRE 24~ 665k (T
42.35%), BiRBH48~67E (F1956.7%) T
H 3. BHEORNIBARBCIRFESERNE
ERFZEAAFREL 2 FHED 12fEw, AOC-
tetragastrin 4 y/kg of body weight) S5E#1
HiEEFRAWTTY, ERERE (BAC), X5
SivE (BAO), BEESILE MAO) Z8IE L
7=, BRI, T CICIRE U IREERAIRRTE
WEGED HWTHILZ, T4bb, £
V3281 JF-B; 2 Fv, RRGEHEETIC77—
¥ —RIGEOMOMA, 5 7 = 2 — L 2RI/
EEMNIZIEAL, secretin (Eisai, Secrepan 1
U/kg of body weight) # one shot #i£7%20
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S/, 1285 ERRL, #HivT CCK-PZ
(Boots, 1 U/kg of body weight) % one shot
BERI107/, 1 oEIomERML 2. &5
DY INIZOWTHEER, BRIRE, ERBIE
B, BREE (TI7—-¥HLUU/—E)

RRELL ERBEREIEDHEERE
(Copenhagen, Radiometer #:#4 ETS 600 titra-
tion system) AW THHEETHE L. &
HBOELQEREIL Lowry B 12X VHEIEL 7.

BREEIEAL 2 EBAREKIITERRE

0.013~0.016 mg/ml 1= HRL =D LEE L 7.

7 3 5 —¥iEiEld amyloclastic &% (737 — ¥
FAM, 7)) THEL A, V) /3—¥i2 BAL
tributyrate ##&&& LAY S—FF o b, <
WE—THIEL %, BT BEoORETIzIzt
I VF vBEROE— S ERREREERE T
% b b 2R E N T MR E R BIEIRE (in-
itial bicarbonate concentration, init. HCOs
conc), t7 UF vEER07EOSWEE
(total volume/20min), t7 LF v E#ERD K
SRR (peak flow rate/min), ¥7 L
F EER207 OB REHESIEE (total HCO;
op/20min), 7 L F v BEBRESELRT6
AN EREIE >R (peak HCOs™ op/ 6 min),
Y7 VFUBERORGERKEIERE (max.
HCOs conc.), ¥ & U CCK-PZ %105
N7 I5—¥, J)i—¥5iE (amylase op/10

B % =

min, lipase op/10min), CCK-PZ #&E#%& D
amylase, lipase DEEFEEF W E (peak op/
min) #EH L=, BEREZEMREICIE Student D
tREEEZAY, p<0.05%bL->THEL L.

124 |

1) BEII BT 2 BRI IWHEEED B

E# 31888 (controls, CS), + IR
(duodenal ulcer, DU), BiREEE (gastric ulcer,
GU) D 3HDBEBLWEE mESD) &R 1IIR
+Z&< T, BACIFCS18.6x15.2mEq/l,
DU 31.8+13.8mEq/l, GU10.6+4.0mEq/1
THYD, DURGU LI ARDEMEERL -
(p<0.01). DU & CS #&U*CS & GU m#ic
BEEERTD L > -7, BAOIX CS3.189t
1.118 mEq/hr, DU7.707+1.884 mEq/hr, GU
2.27510.988 mEq/hr Th 9, DU 2D 2 8
SVEFEEOEMEEZFRL 2 (p<0.001). CS &
GU OBIZIERZELZRD L2 -7, MAO X
CS 14.717+3.170mEq/hr, DU 22.552+4.222
mEq/hr, GU 12.110+4.770mEq/hr T4 9,
DU D 2 @IV ERDOEHEERL A p<
0.001). CS & GU DRIIFERE2RD LA
27,
2) BEIBIT B WSRO B

EEERE, +_isBEs, SREHCE
1+ 2SN IEEIE R 2 1IORTINS Th 3.

Table1l Gastric acid secretion in duodenal ulcer, gastric
ulcer and normal control

Duodenal ulcer

Gastric ulcer Normal control

Basal acid conc. 31.8+13.8 10.6+4.0 18.6+15.2
(mEq/e) e
Basal acid output 7.707+1.884 2.275%:0.988 3.189+1.118
(mEq/br) akakol————
Maximal acid output 22,552+4,222 12.110%4.770 14.717£3.170
PTT

(mEq/hr)

Values are mean+SD

# 3% 1 P<0.01 3% 3% . P<0.001
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Init. HCOs conc. tX CS 86.7 £5.7mEq/I,
DU 104.9+3.9mEq/l, GU 88.1+4.1mEq/1
TdY, DURMD2HEKIAEDNEMEERL
7= (p<0.001). CS & GUODMICIIERZ %2R
bhhol,

Total volume/20 min {& CS45.5+13.3ml,
DU73.5+7.7ml, GU41.4+6.4ml T 9,
DURMD 2HIVAROEMEE2RLA p<
0.001). CS & GU DRIICIIEBZ4D 4 H»
27,

Peak flow rate/min {3, CS 2.87+0.84ml
/min, DU 4.28+0.34 ml/min, GU 2.4410.29

ml/min %9, DU MO 2LV EREDH
fE%RL 7% (p<0.001). CS & GUDMIZIZE
BERTAD Lo,

Total HCOs op/20min i& CS5.339+0.385
mEq, DU9.792+1.097mEq, GU5.5621+0.778
mEq T4, DURBMO 2B INERTNEES
AL (p<0.001). CS & GUMDRMIZIZERZE
BRO Lol

Peak HCO; op/ 6 min 3 &8 &L b E_~5
=EzEEY, CS2.07710.646 mEq, DU 3.412
10.376 mEq, GU 1.862+0.177mEq T, DU
PO 2BENVEROEM %R (p<0.001).

Table2 Exocrine pancreatic secretion on secretin and
CCK-PZ stimulation in duodenal ulcer, gastric
ulcer and normal control

Duodenal ulcer Gastric ulcer Normal Control

Init. HCO3 conc. 104.9+3.9 88.1+4.1 86.7+5.7
(mEq/2) falalel —

Total volume 73.5%7.7 41.416.4 45.51+13.3
(m2/20min) fkale -

Peak flow rate 4.28+0.34 2.44+0.29 2.87+0.84
(mg/min) fakalel o

Total HCO3 output 9.792+1.097 5.562+0.778 5.339+0.385
(mEq/20min) K o

Peak HCO3 output 3.41210.376 1.862+0.177 2.077+0.646
(mEq/6min) | bk R

Max. HCOs conc. 142.114.0 138.2+7.0 141.3%3.7
(mEq/8)

Total amylase output 25578117641 219697000 2283216646

(U/10min)

Total lipase output 2498.55+2443.96 1447.64+1125.75 2016.66+477.94

(1U/10min)

Peak amylase output 562413963 579542157 682842463

(U/min)

Peak lipase output 610.601536.18  463.25+291.06 658.36+-180.87

(IU/min)

Values are meantSD
3 3% 3% . P<0.001
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CSLGUOHIZIIBEERZ:2ADE o7z,

Max. HCO; conc. i3 CS141.3+3.7mEq/],
DU 142.1+4.0mEq/], GU138.2+7.0mEq/1
ThHY, IHMIARELAD L o/

Total amylase op/10min I£°CS 228326646
U, DU 25578 +17641 U, GU 219697000 U T
HY, IPMIIERZLAD Lok,

Total lipase op/10min & CS2016.66+477.94
IU, DU 2498.55+2443.96IU, GU 1447.64+
1125.751U T%Y, 3HMICERZ:2Ro 2
2 7=,

Peak amylase op/min, pe_ali lipase op/min
12 CS T2 N %1 6828+2463 U, 658.36+180.87
IU, DU T2h£h 5624 +3963 U, 610.60+ 536.18
IU, GU t2h7h 5795+ 2157U, 463.25 % 291.06
IUTHY, 3WMITABEZAD Lo,

3) BESu & S o

BRI & ST i DHERSME I D W TOMRET
HBRIILUTOEEL TH 3.,

A) B & Init. HCOy conc. DFERM:

BAC & Init. HCO; conc. @RIUZIZX 1 123
T & SRR E 0.58] TRAEDOMMEERD A
(p<0.01). BAO & Init. HCO; conc. D1
B2 1ZRT 28 <fERIfR % 0.817 THEDH
B &7z (p<0.001). MAO & Init. HCOs

n=25

Initial HCO; concentration (mEg/8)

r=0.581(P<0.01)
704 ¥=0,381X+86.0
@ Gastric ulcer
© Normal control
Goj @ Duodenal ulcer
T T T g T T
10 20 30 40 50

Basal acid concentration (r;nEq/l)

Fig.1 Correlationship between basal acid con-
centration and initial HCO; concentra-
tion. Each point represents a result
from each subject.

B % =

conc. DRAICHX 3 IR T &  FERSLR%00.733
LEBOHMERD 2 (p<0.001).

B) BEE UL IR DM

BAC, BAO, MAOQ & % Total volume/20 min
DRIz 2 W £ 0 FHB{%%00.697, 0.808, 0.718
LEE (p<0.001) DM £50 7= (N3~6).
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Y¥=2.853X+80.7

Initial HCOs concentration (mEq/g)

® Gastric ulcer
© Normal contral
601 © Duadenal ulcer

T T T

4 6 8 10
Basal acid output (mEq/hour)

N

Fig.2 Correlationship between basal acid out-
put and initial HCOs concentration.
Each point represents a result from
each subject.
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® Gastric ulcer
© Normal control
© Ducdenal uicer

5 10 15 2 3 30
Maximal acid output (mEq/hour)
Fig.3 Correlationship between maximal acid
output and initial HCO; concentration.
Each point represents a result from
each subject.
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#=0,697{P<0.001)
30 ¥=0.814X+37.8

Total pancreatic secretory volume (m@/20min)

201 @ Gastric ulcer
O Normal controi
10 © Duodensl ulcer

10 20 30 40 50
Basal acid concentration (mEq/2)

Fig.4 Correlationship between basal acid con-
centration and total pancreatic secretory
volume. Each point represents a result
from each subject.

100
5
3
S
S
<
2
o
E
2
S &0
>
&
® 501
4
g
g ®
s
-
5 304
H
a
3 bt ® Gastric ulcer n=25
'2 © Normal control  r=0.808(P<0.001)
104 © Duodenal ulcer  Y=5.022X +31.7
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Basal acid output (mEg/hour)

Fig.5 Correlationship between basal acid out-
put and total pancreatic secretory vol-
ume. Each point represents a result
from each subject.

%7, BAO, BAC, MAO LD Peak flow
rate/min ® M IZ & 2 h £ fHBI1% £ 0. 658,
0.773, 0.701 L &HXE (p<0.001) DFHRZEED
7= (M7~9).

C) B#& it & Total HCOs op/20 min O

FHRSME

BAC & Total HCO; op/20min DRI 13X
10127 ¥ Z & < FHRI1R % 0.524 THREDIEM %
éA 7= (p<0.01). BAO & Total HCOs op/20

100+

o
S
I
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o
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i

Total pancreatic secretory volume (m8/20min)

o Gastriculcer  n=25
© Normal control  r==0.718(P<0.001)
© Duodenal ulcer Y=2.127X+19.06

5 10 15 20 13 3
Maximal acid output (mEq/hour)

Fig.6 Correlationship between maximal acid
output and total pancreatic secretory
volume. Each point represents a result
from each subject.
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4.5

Iy
o

Peak flow rate {m@/min)
w
Q

n=25

2.5 o

° r=0,658(P<0.001)
% Y=0.042X+2,393
. o
o L4 ° ® Gastric ulcer
2.0 © Normal control
L © Duodenal ulcer
T Y T T T T
10 20 30 40 50 60

Basal acid concentration (mEq/2)

Fig.7 Correlationship between basal acid con-
centration and peak flow rate. Each
point represents a result from each
subject.

min PRI HBILIRT & < HHBEF$0.849
THENHEM %D 7= (p<0.001). *7=- MAO
& Total HCO3 op/20min D1z 121278
Z L HERSRE0. 725 THEOMHEM AR -
<0.001).
D) B®5ilt L % Peak HCO; op/ 6 min @
FHRS 14
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Peak flow rate (m2/min)
.
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n=25
r=0.773{P<0.001)
o Y =0.265X+2.066

2.51

® Gastric ulcer
2.0 © Normal control
© Duodenal ulcer

2 ] 6 8 10
Basal acid output (mEq/hour)
Fig.8 Correlationship between basal acid out-
put and peak flow rate. Each point
represents a result from each subject.
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2.5 o n=25

o r=0.701(P<0.001)
LX) ° ¥=0.114%+1.357
o o
. ® Gastric vicer
2.0.. © Normai control
T © Duodenat vicer

5 10 15 20 I EE)
Maximal acid output (mEq/hour)
Fig.9 Correlationship between maximal acid
output and peak flow rate. Each point
represents a result from each subject.

BAC, BAO, MAO & & Peak HCO; op/ 6
min O /I2iE Z W Zh HER1%%0.701, 0.818,
0.772 THRE (p<0.001) DFERE %38 7= (K13
~15).

E) BE2ikeEMax. HCO5 conc. MFH B4

Total HCO3 output  (mEq/20min)

L]
51 oo’ =25
o
r=0.524(P<0.01)
4 ¥=0.081X+5.408
® Gastric ulcer

3 © Normal control
- © Duodenal ulcer
T T T T ST T

10 20 30 40 50

Basal acid concentration (mEq/2)

Fig.10 Correlationship between basal acid con-
centration and total HCO; output. Each
point represents a result from each
subject.

51 [ 13 =25
r=0.849(P<0.001)
4 ¥=0.695X +3.659
@ Gastric ulcer

3 © Normat control

® Duodenal ulcer

Total HCOs output (mEq/20min)
3
L ]

2 4 6 8 10 12

Basal acid output (mEq/hour)

Fig11l Correlationship between basal acid out-
put and total HCO; output. Each point
represents a result from each subject.

BAC, BAO, MAO & f#Max. HCO; conc.
DEICIAEROEEERD L h o 7.

F) B85 e BRSO

BAC, BAO, MAQ & peak amylase op/min,
total amylase op/20 min, peak lipase op/min,
total lipase op/20min A IZIEVThEL AR
DHEMEZRO 2 o 7,

PEDZTEL, Bl e ZEIERENER
FIBHERREDRICIX AR OMEM 2D 2. 1,
BB ML BEAWE B & VRERBESWE
DEICIIHETATLREEEZRTHETHT
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n=25
r=0.725(P<0.001)
Y=0.283X +2,306

Total HCOs output (mEq/20min)

> Q@ N

® Gastric ulcer
© Normal control
© Duodenal ulcer

5 10 15 20 25 30
Maximal acid output (mEq/hour)

i
1}

Fig.12 Correlationship between maximal acid
output and total HCOs output. Each
point represents a result from each

subject.
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2.0 =2

=0,701(P<0.001)
% o 0° ° Y=0.039X+1.70
L ]
o] ® Gastric ulcer
1.59 O Normal control
:J[-, © Duodenal uicer
T T T 1 T
10 20 30 40 50

Basal acid concentration (mEq/g)

Fig.13 Correlationship between basal acid con-
centration and peak HCO; output. Each
point represents a result from each
subject.

LYERDHEMERD . LrL, BBk & HEEE

BER I & DRNIIHERE 238D B b o 7z,
% ®

HILERBEOKE & —TTReNCHEETs 2L
XREETHY, fekLD, BE - XTI 4L
DIXMEE F8 (aggressive factors) & ¥4k - b
FEAEHT - MBI - EREEIE L2 & OB5EIE

4.01

w
o

w
o
i

N
heid

n=25

Peak HCO3 output (mEq/6min)

2.0 ° r=0.818(P<0.001}
o Y=0.243X+1.398
® Gastric uicer
1.5 © Normal control
-+ © Ducdenal ulcer
T T
2 4 6 8 10

Basal acid output (mEq/hour)
Fig.14 Correlationship between basal acid out-
put and peak HCO;s output. Each point
represents a result from each subject.
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E
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E 3.0
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S 2.5
3
I n=25
% . r=0.772(P<0.001)
& 2.0 . ¥=0.109X +0.675
% o
L4 @ Gastric ulcer
1.54 O Normal control
il B ® Duodenal ulcer

5 10 15 20 25 30
Maximal acid output (mEgq/hour}

Fig.15 Correlationship between maximal acid
output and peak HCO; output. Each
point represents a result from each
subject.

F8 (defensive factors) & D DHHE DHELE
PHECERBEDEEICEL LT3 LRI
BOSNTVREY, HLEERBOE LT, +
TIRBRELBRETRZORESELYD, 2
DEEIZ LEERFINEL 3%EDOKRE 12D
WTHHRABDMIZERFHBLEZ SN T
3., +IEREREPRBE O R L BB 2REILE
DB L+ ZIeIBEREA O pHETY
Th3 BFRAIBOWRE L TIE, Biflas
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KUH A M) ¥ IRantgE -2 b 3wz 4
A M) YRR A B B0 RS T 6 1 22,
AN vaulaD R TESRE S TY
582 + BRIk SN - BRIIEEE
TR+ ZihRuE - vk - IBH O EREIEIC &
STHHlEN 3, +2EBREAE CILIBE
DB, BHEHEEDTES, + BT
L—FDREES ¢/~ 1o 8 I+ 18Rk
IZHRR S N BB E2BRIL 2720w 2 & HERERN
pHIETO—EHEH#Hlah T3, +ZI5BEREP
ApHETDOWE—2DFEE E LT, @FICHED
h-BRIIT 3+ IEBNERBIEE DR
D B VISR EFEZS N, £7220
FAROERIZIE, ERBIEOE:3MHEBFETH
B SRR RBRI DIBEIRT, H B idEs L
F KT AERMEET, FLREI7LFUD
FEE - BERHE T 2 FOTREEAEZ ShTw
5, 7, BRERBES P+ THH-TLE
REEIE D+ _15BERES N DR 2 R EH2kE0 pH
DET2BLTREMELH 3. 22T, EFiXE
HMRIZENWT, +2HBRERE HIT2ER
DBE D EERT AL LI, REREBES
WDAEXTE) B 5 W ITFHF IR R A+ 5 EkED
ApHETOERTH 2 »Ehr %, EZLSHFH
72 ZBASE U 7 NARSR AR I IR R W T
B LbidThs, REOEICKSE, T2
el lRAE L 240, Bk + 235G - B
HARAL ZVEREZFRITE, EEEREN
BHREIEEREORF LTI THY, Lr¥
SEAL & W ) BN TO R EIREEZH 5
PIZL ) BRIEHD 5, FREEF WS 2l
HEDFHE I FIBATE, 20BRMLEREE
BWIZOVTHRODTRIFTHLZLITTTCILHE
B, BELTEALIATH B,

+ EBRERENBEROATNERET S Z
EIRTTIBESA TS A0, SEEDAR
DBEREF W BT 2R T+ ZIRIBRERHI,
EWg R - fIBRREEIED T hIC
DWTHIEEXERYE, BRENLIVEREDOEE
¥Rl Thabb, +IsBREEIL 2
CEBSWTTERBERTOR LT F RS H
A MY RIBCKL THRMURIGERT I &
BRERL /=,

—%, HMUERIERATIC & 3 BRI DR
& Ti&, init. HCOs conc., total volume/20
min, peak flow rate/min, total HCO; op/20
min, peak HCO; op/ 6 min & & 12+ —#503#&
BEHIIEENREN, BREBEHICSNARD
EfE%A L 2. Max. HCOs conc. i22WTi,
FIRBREHS IHM TR LSV ER ZRL
PO 2BLOMICEREII L, 3L Y
AP BRI B AIEEEEAN (140.8+
6.49mEq/l) & EE -7 D EIZ, BBAW
EZRF & BRERBIE T WERT & OHEBEIZD
W Tk, B init. HCO; conc., peak flow
rate/min, total volume/20 min, peak HCO;
op/ 6 min, total HCO; op/20min & & IZE&
SFDEERETF BAC, BAO, MAO) L DIz
BOMEERL =,

Init. HCO; conc. iZ AL T+ I5R3IREEE A
IEEXREE, SREHLVLAROSMEERL
=2 &, &V Init. HCOs conc. & B &2 ik
ERFOMICERENHEN 2R DLz LS5, +
TIERREREPIRIE I\ TIXZ2ERER E B iRE D
TUEET TG U T 2SRRI B R MR HE R AL & T
L72IRRBIZH Y, ZEfgeFic+Zieig ikt s h
5B L THiEetE SHlan s L F
YRWEIPZORRMEL 7 VF I B
BEREBIEDWAETL TR EIREZI 0,

Total HCO; op/20min AL T%, +24%
BREHIEERYE, BREHLVLAERD
SiEERL, FAERIBERTLOMIIER
DR e . ZOREY 5, +I8BEE
BB HW TSRS 3 BB
EIAIG L THRERBERL 7 LT VRl
L TR R THEGRBIC S ELLN
%. % L T Total volume/20 min #*+ 353k
BHIBWTARORER2LOL, BB WE
HEFEOMIEROHEEERTOLRL, &S
EREBERERSREEHOMIARBNELTE
T, LALBEBIRERTFLEOMICAEROHEY
ERELE-ZEISZOBEHRITTLEL
THEFWBOBMzE->THE5xhTVWAS
tEZLNB, Tiabb, +I5RRSREC
FOTE, 7V F RIS 5 RS SRl
RORISHEDTTHESFEL, ZhriEL LTS
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BOBMEVWIHTERSN S Z L S HBELE.

&2 Peak HCOs op/6min 2B8L T3, *
V7 F Rl ik CIckAE D, +238
IBRBEIIIEEXRE, BRERLIVLEARD
mEzRL, F-EEPMERFLOMIIER
DIEE%BH 7=. ZOBEL 5, +I8BEREE
BB B 2 RERBIE W TCE &\ ) EISHR
RI3EREEANIC, L2+ ic@Bnvohadze
PS5,

EREE SRl TR EBABOMICERE
2AHT, TLBERSUERFLOMIILER
DHEEEZ2RAD L h o7 LEF-T, BEZRM
fat R4 0, BREMIROKGMEIEL Tkt
CIEBRERLIEEMER, SRERLEKT
botk., Thbb, BREOBFBIINL TIEE
ERBEORIWTHEL, ORT 2552
ThW, FIBEROZVWEBERSESEETEZ
L AFER SNz,

+IEBREIC I A5 R 7 L F L Rl
bt 3REBRBIESWMRIGIZDWTIE, X,
EEBELELZSLVIBESIWEIZ LN
ETLTRBEWIHRED FH3—F, E¥E
BHINVARICTGEL T ) BRBAMRIGIZT
AHGLTVRBEVIRE) b H 3. LR
&L, BHIMRRERRE AW, +2
BRECEVTIE, O/EEEs L F LRl
xtd BB E R MR SRS TUEIRRBIZ B 5 2
t, @ BEGBD MW U7 I E R W
&V ) BIGHRB IR RD 5 g WK
BEOBIEIR 2w E, @ ZDBGHEIZERE
BAWCREL-SBNELDTHEZL, %
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Studies on the Pathogenesis of Duodenal Ulcer from the Viewpoint
of the Gastro-Pancreatic Secretory Relationship.
1. Gastric and Pure Pancreatic Juice Secretion in Response
to Exogenous Hormone Stimulation.
Eiji HANAFUSA
Second Department of Internal Medicine, Okayama University Medical School.

(Director : Prof. I. Kimura)

Comparative studies on gastric secretory function and exocrine pancreatic secretory
function were made in 9 normal controls, 6 patients with gastric ulcer and 10 patients with
duodenal ulcer by analysis of gastric juice and pure pancreatic juice (PPJ). Gastric juice
was obtained through a Rehfuss tube at 10-minute intervals for 60 minutes before and
after AOC-tetra-gastrin stimulation (4 ug/kg). PPJ was obtained by endoscopic retrograde
catheterization of the papilla at one-minute intervals for 20 minutes after a bolus intrave-
nous injection of secretin (Eisai, 1 U/kg) and for 10 minutes after an injection of CCK-PZ
(Boots, 1 U/kg).

Patients with duodenal ulcer had significantly high basal acid output (BAO) and maximal
acid output (MAQO), a significantly high bicarbonate concentration in the initial fraction of
PPJ, and significantly high bicarbonate output during the secretin phase. A significant
correlation was noted between the bicarbonate concentration in the initial fraction of the
PPJ and the BAO and MAO, and also between the bicarbonate output and the BAO and
MAO. These results indicate that bicarbonate secretion of the pancreas in response to
secretin is proportionally raised in patients with duodenal ulcer to neutralize the raised
gastric acid secretion. These findings were discussed in relation to the pathogenesis of
duodenal ulcer.



