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sl AFA4 # ks HFdm, 1972 6] Szabes)
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1. gH2tHof Bt 4E

1) S&Z(10=}=]) @ o5& MA = 7hel=] e 7

2) o = 2 (207t =]) | mepirizole(200 mg/kg of
body weight)2h-& §-of 41 &

3) & @ 201207} 2]) : mepirizole (200 mg/kg of
body weight} = 245 g A Feof

dz2F oW ATl o] &3 e S Fofsl|
A o 1847 F =& AT 2E AERFEFE FA4
Zrh HE2Fe A4 mepirizole(1-(4-methoxy-6
-methyl-2-pyrimidinyl)-3-methyl-5-methoxy pyra-
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Foftlo] AT kgt 200mge] 5 =8 5500 81435
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Fig. 1. Structure of mepirizole.

hydroxide (AI{OH),}E, anticholinergic agent® 4=
atropine sulfate, =2/ 3 histamine H-2 receptor
antagonist?] cimetidined o] &3¢ ow o] LEEF&
%o 2b8 o} 2 # F}e] mepirizole (200 mg/kg) Fof A
14z} 2 mepirizole Fof ¥ 34|13k 74|3kel| AT2 F
o] st (Table 1) «4] =73} vlx7}2] 2 mepir-
izoleSo] Foilv QPGS AT A o £E 244
7k Eab F5hEla ether ol sl T4l ] 2 ‘ﬂﬂl
AA-g HEHdct AT A o AlelAAR
formalin&<feil =F 10417F A4zl F $duks “]‘EJr
9 o Alo]x|AE Arhsle] Hob g AWt
oluf 2Harsl g o 4ol e w)gke ) AldE HF4H
vl (x10)3tell M = HAE Al FEte] ulcer index
(mm®) ¥ ersion index (mm?) 2 shglch &qbF 4
F, =8 o4 10% F4 2% formaliniofel| sl-+F
ol 34§l paraffin £o|E *3# hematoxylin-
eosin (H-E), periodic acid-Schiff (PAS) & 4 =
Masson's trichrome &4 (MTS) & 4] #3le] F3Ho]
74 3lell A o 2|22 &) o SHE A g,

2. o|FMFFG et 2 E

ol A el EL ether ohafhell AMHsla 7t =
7} m| A7 E 25 Aok 9 E AHEslden,
HHF AHrde zassor Aqldtdch mepir-
izole 2 o)Al 7 Al & 15:Uo] 18417k o4 G4 A7
i 200mg/kgd Foidldn 94 Fof F 2447} 24
%2 & mepirizole®] EFE Hob w 2o o
sk,
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Table 1. Summary of amount of antiulcer drugs

_ —

Drug Dosage (mgfkg)

Antacid

Aluminum hydroxide 1000, 300, 100

Hydrotalcite 1000, 500, 100
Anticholinergic agent

Atropine sulfate 100, 30, 10
Histamine H-2 receptor anatgonist

Cimetidine a0, 20, 5

3. 42 A B Y &H

Az o) ol Su|eke) F3 4] 1843k o4 44
71 il aje] 4 Wl o = mepirizoled Fo El5le
2ol 1417} Foll Mol HE =2FA7 2 H FEFE
A3 £ st

B3 Fof 7 WAL AFIE AR 44
o, ofEEo] & 34|17k 64]7F 2e]x 94|37kl pH{pH
meter, Orion Research Micro-Processor lon anal-

vzer/901, US.A) o #<f2] k& S35

4 # 4 5

1. mepirizoleR = 4lolx|=HY W #oldl cH
# s e #o(Table 2, 3, 4)

1) =2

gobs 27 (Fig 2) & 206) =5 Aozl ge]
st $2 4 FEEsh bt Fel W kol A
o o yleer index + 21.5+5.8(mean+t SE)mm*E,
o] & 3ol ATE ¥ola glglev A &l
gleh, =& HAtel A Faidh W2 A=A $u
o} |3 Eofl4 ojek(erosion] W FHAe] =wHuE
Ho|3 2lgev, erosion indext 3.8+1.6(mean+
SEymm?e] ¢l o & §#ete] wWeie] ofs 5354
of F3kEs] UAl= wurh

=85 4 (Fig 3) @ stasl =3 L3108 F
ol wed Ak (grade O), ﬂﬂ#ﬂ]}.&ﬂdrl 3 A}
gal 22 odFare] A& (grade 1), HE A2
b “:‘-]%"’d*lllﬂ“—] af, =8 9 2% (grade I1),
satzel Faje) Hatelae 55, AFAL A5 Y F
& (grade ), ©% % kel 4 (grade IV), 272
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Table 2. Effects of various antiulcer drugs on mepirizole-induced duodenal uler

Inhibition** Incidence Perforation

Treatment Dosage (mg/kg) MNo. of rats Ulcer index* (mm?) rate (%) rate (%) rate (%)
Control*#* 20 215+ 5.8 100 15
Aluminum 1000 10 1.2 2 0.6 04 .4 30 1]
hydroxide 300 10 35+21.4 - B3 40 0
100 10 28+1.0 E7.0 40 10
Hydrotalcite 1000 10 0 100 0 L]
500 10 1.2 0.5 94 .4 30 1]
100 10 7124 67.0 50 0
Atropine 100 10 0 100 0 0
sulfate 30 10 0 100 0 0
10 10 2.0+ 1.1 90,7 20 0
Cimetidine 40 10 0.7 96.7 10 0
20 10 46+ 22 78.6 10 1]
5 10 6.3+26 70,7 20 0
*  mean t S5E
**  LUlcer index of control-Ulcer index of antiulcer drug treated group % 10
100

Ulcer index of control group
w#*® Mepirizole-induced duodenal ulcer following administration of 200mg/kg of mepirizole only

Table 3. Effects of various antiulcer drugs on mepirizole-induced gastric erosion

L inhibition** Incidence  Perforation

Treatment Dosage (mg/kg) Mo. of rats Erosion index® (mm?) N ralt;{%:l rate (%) rate (%)
Control**® 20 18+1.6 80 a
Aluminum 1000 10 0 100 0 0
hydroxide 300 10 1.2 £ 0.6 68.4 50 0
100 10 1.1+ 0.7 71.1 20 0
Hydrotalcite 1000 10 1.0 + 0.7 73.7 30 0
500 10 0.5+0.2 86.8 20 0
100 10 0.4+ 0.2 §9.5 20 0
Atropine ' 100 10 0 100 0 0
suifate 30 10 0 100 0 0
10 10 Q 100 0 0
Cimetidine 40 10 0 100 0 0
20 10 0.7+0.3 g1.6 0 0
10 10 1.0+ 0.5 73.7 20 0

*  mean t+ S5E

** Erosion index.of control—Erosion index of antiulcer drug treated group X 100

Erosion index of control group
**¥ Mepirizole-induced gastric erosion following administration of 200mg/kg of mepirizole only.

Aol Mo Falg] HF(grade V)o 2 fofd o, gyl fl=ae] wiwWe BE¥e] grade I o 112
o ok, o F 4lolx|abel w2 grade 11, 11, IVY AHe|el 3 grade Mo 48] 22 72 2bab=]=] okt
AFe| i teleln =24+ grade Ve A5 g9l e},
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Table 4. Histological findings* of the duodenum and stomach after administration of various antiulcer drugs with
mepirizole-induced gastroduodenal lesions in rats
Treatment Duodenum Stomach
Control*® - Grade |-V Grade | — 1]
Aluminum hydroxide Grade 0 — 1V Grade 0 — 11
Hydrotalcite Grade 0 — W Grade 0 = I
Atropine sulfate Grade 0 — IV Grade 0 — |
Cimetidine Grade 0 — 11

Garade 00— IV

* Grade 0 ; Mormal
Grade | ; Surface mucosal necrosis
Grade 11

: Lesion involving the whole thickness of the mucosa

Grade 111 ; Penetration of the muscularis mucosa with submucosal edema, congestion, and inflammatory cefl

infiltration
Grade 1Y ; Mecrosis involving to the seromuscular laver
Grade V' ; Necrosis of entire wall with perforation

*¥ Mepirizole-induced gastroduodenal lesions following administration of 200mg/kg of mepirizole only,

2) JE&

W®obE M L Ao AN ok § ekl g Aok
o] b opallol web ekite] del flen HHH
oz ek 9l vjge waE BHH AR Yot
(Table 2, 3],

1} Aluminum hydroxides 3|4k 24 mepirizole
off 23} Aelzlal kel A4S 1000 mg/kg Fof Zoi
A 94.4%, 300mg/kg Fof Foll4 = B3.7%, el
100 mg/ kg Fof Foll 4+ 86.9% 9] w2 +4&2 19

ow, #2] vlgte @36 A EE E - alale,

Fig. 2. Gross findings of duo-
denum and stomach of mepirizole
(200mg/kg) administered rat. Re-
latively deep and large duodenal
ulcer near the pylorus and erosive
gastric mucosa,

2) Hydrotalcitex 4] #4124 1000 mg/kgF
of ol A 100%2] 2t § 232 500mg/keg
ed - % 100 mg/kg Fof Foll e =2} 95.3%, 67.4%
o] o A-&& vhelo] o] Frpel| mhah 4l o] A4 gk
o] YAEE 4 4 sl =4 HAn|RE o] Yol 2
dled A7) o whAgo] oal=glo ofgkats] fAH =
Q3] gggkel,

1) % cholinergic # A%l atropine sulfate2] 4le|=]
Al ekel cfg ol B AggaF 2 A 100
mg/kg 3 30mg/kg FoTolAd SAHAE 2 T
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Fig. 3. The microscopic finding
of duodenum of rat after me-
pirizole (200mg/kg) administra-
tion shows ulceration of the
whole thickness of the duoden-
al mugosa with necrouc de-
bris and inflammatory reaction.
H & E stain, x 100,

Table 5. Gross and hitological findings of the duodenum and stomach of the rats treated with mepirizole after truncal

Vagotormy
Ulcer ar eroslon Inhibition Incidence Ferfn.ratiun Histological .
Mo, of rats index (mm?] rate (%) rate (%) rate (%) grading*

Control** 20 -

Duodenum 21.5+ 5.8 0 100 15 | - W

Stomach 3.8+ 1.6 0 B0 0 1 — I
Vagotomy 10

Duodenum 2.7+1.2 87.4 30 0 0 — Il

Stomach 0 100 0 0 0—1

— —_

* Histological grading is same as Table 4,
** Mepirizole-induced gastroduodenal lesions follwing administration of 200mg/kg of mepirizole only.

Table 6. Changes of pH, amount of gastric fluid, and amount of H¥after administration of distilled water and me-

pirizale
o Control (no treatment) - Mepirizole [Eﬂ-qingfk,g]l N
pH Valume Amaount of H* pH Volume Amount of H#*
3 Hr 1.50 3.7mil 117.0xEqfL 1.60 3.6ml 90.4uEq/L
6 Hr 1.67 10.4ml 222.4pEq/L 1.52 3.8ml 114.8EqfL
9 Hr 1.97 11.2ml 120.0pEq/L 1.45 4.7mi 166.7uEq/L

* Caleulated by pH and volume.

i, 10meg/kgs Fod @ FoAAE 90.7%2) #1852 & obE obalol 49} ghe| 7 eks] qba)g o) 7o n T
Rewl, Helghel did Aol A AYgols Fa ko) Folel whe} Al oke] AR} FobalE 7 dke|g
100% 2] o A& 2.9}, A Felet 4] J0mg/kgs Fol @S A Fol #lae] 4

4) Cimetidine-> histamine H receptor &l # 24 & 22| ol ol w 70% o] Abe] of 445 te
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Fqich,

FEHE 4 L] gl o] dHG
45 ¥ed3gl ol aluminum hydroxides 100 mg/
kg 5ol FolHd T2 2T 1 EF Agfslze
grade V74 8] £ o] 4lo|x| 3ol Fax|glen §
slzke] #H9al grade IT7h=2] £74e] off-geldic
{Table 4},

Fhy fobzez e £7E gkl Afels 23
#Heo gy shul§ AR IAbe} sty HAE
oledch, ol2igh e L5 of & 4 ¥ 517 H
A) % Masson's trichrome %3 4l A& 45352 |
Aba7i e BT o glolo mapzae] As 25 F
Euoz das]e] fAH A4z EY 4 3ld,

3, PAS o 44k 24 foll e §) FotaEaid 43
e Al Abml Al Z ] A2l Hal okdulEE L
o, § 55 Ate] Abnef e Hollo] nfH e
A8 A] ZeA ekddlbe-g vy AelA e Ay
ol goblet 4] EeofAjn} okatubd-g woict, =73t 4
Y3 Fo] A2e Az gt &4 FHelM 2 d
AL g AL Aedze H W Aol Aol M
Alzf Al Ee] X2 Fa F abe]ob glal=t

2, 0|FAFF Y mepirizole T 40| x|E
#H2nte| A (Table 5)

ol el £ 15FYel mepirizole 200mg/kgs
ol gl g vl 30%2] ool Al el =] A ko] jHE
on, yleer indext 2.7+1.2{mean+SE)mm* 2.4 ©f
2ol ulEe] 2 27| PPUlEr} WA FLe
i, HellMe ke g4 v R oojghge £
Ho|=] gpobch, AwbE LA« HE H4LEE Hol
vt grade =04 M2 A7) cfydeolgdz, 2e4
tdce £4 9 S9 agmn YohdLe] o4 gl g
ke A A o 2,

3. 4E W HYRu|Y FH (Table 6)

EFabd Soigh Alare AF 5o & 343k
pH 1.50+0.81, 6417kl 1.67+0.52, 93k 1971
022 =rlelks 7oyl 2 mepirizoled F{4 A+
34 7kell 1.60+0.45 64]7kell 1524056, 947kl 1.
45+0.372 2kzhe] 2He 8 2ol 23t el oY
o}, g el gu| gkl gleld ST 347l 3713

ml, 64]7kell 10.4+4.1ml, 9417kl 11.2+3.9ml= 4|7}
o] kel afzl Frhelg o), mepirizole FoiFe 7
4 347kl 3.6+16ml, 647ke] 38+2.0ml 22|z 9
A2kl 4.7+18ml2A $lefe] Hu|r} A2 =] g
iS5 ek 2y el HE P AEFE
B o] 2| ok Al4be] B, F4Te] A5 3
Al zkel| 117.0 wEq/L, 64]17kel 2224 uEq/L, 94|73k
120 uEq/L& & 459.4 pEq/L% 29, mepirizole 5
T2 7-fo 34]7kel 90.4 wEq/L, 6417}l 166.7 uEq/
L 1|1 94]7kel] 1148.8 pEq/L2 # 3719 uEq/LEH
mepirizole Fof 7ol 4 fE=Fof ¥ o} Bu[FH Faie|
2] oke] zha sl AL 4 glec
I ¢t

A okr A543 o= sl g
& 4 gleh Ale| x| ol AY G ool Holld P4
dled o] B9 WllEn vimd g Ao B(FAL
6~14%, o1z} 2~6%), S3dlcke] G| H ==
2 geof gl o o) ke s o glopn, =Gl
aha 2l wlef] of 3l 4 - Aol AL fab = "ol
o sHe| 42 Rl wlale] el 23kl 3fo]
7 2lg 8, F AelaAA ke #ebdl acid-pepsine]
Alo| 24 Holg algdle], ag|a HAeks 45 A
Zutel| acid-pepsine| 2H-E-&to] whAll g o= A o] ot

A ghAl W okef] Tk AEE A7 19704 ol Hete
S 4 okof]l gk 2o iR oz 4)o] x| A ool o §E B
e FHopw ] ofgich@ 197081 Robert5*el 25l
Hxz maty 44l =3 ke 442 histamine,
carbacol, pentagastrins #14He] &2 4 2 484 7} o
£ I Flaelel] 24 Helgdwdl, v M RS
% a bl okab g chokaled f-a-§F wble| 7] dhvt AbA 7}
g ool ale] g efokdty vholR g abdlelch, E§
Selyes}t Szabo®'sl & g3l cysteamine F= ok
£ ciE)e] A ol v AFRo 2 ulm 7haEA FE
A o) &) 43 ke HAEE 4T 4 ot el gy A
Fo| guls]y AHEEL] Aabge] & gk o] gl
28] 2 OkabeS4e Z2AbE 23 §] - 4lelA 3] 3
dhof] £ E&led 254 FokE FmalzEdl o H4]
ake] WA g5 w3 PALHE ol Fo2 AT ¢ 2
o] 4 F7]& sht ol A8 w72 s )7t e
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Fleke] Halg o FEh7)ell = 2P el A E &
wh,

B Ao A-8% mepirizole ©] steroidd] &%
A2] YZ2] Tanaka'?, OkabeS'%e] 2]3}ed 4]o] =] 3}
of AelH oz H kg P47 4 o] 2y vl Il
t}, o] 5o 2]5}w mepirizoled sHE 2] A7 2l B AT
Fedol 2ghed gha] hflof §4 Aol A dE 24
A 4 glent HE3E o AR wria Feled, o
= fwe] Ayl M E Faid 6l il ¥ A4S
o] 2132 mepirizolesl] 2]%F 4]o| =] abd oka] A ]
o] Fed sl Lanal 4 7 © 2 mepirizole 200 mg/ kg
& oh] AFRofdl A 100%9] H ok HAEE ¢E
4 glgi ey, ojejrbx| & oA S A4k (aluminum
hydroxide, hydrotaleite), ¥ cholinergic ##|
(atropine sulfate) histamine H. receptor 4%
(cimetidine) F §]4kol ol 3 ghaal] S $fEu]2] o
AAE Fof shogs Axe] Aol glert mepir-
izoleel| o] 4l 7l oke| ubgg- #Ha8 ozl 4 UYIF
ol = gleich, =7 4] olste] AS= mepirizolegtE
Fof -2 75l 80%2] =|shdd &S wald s o] E
ek 2] Fod 2 ql3ped u|ghs] 27| gl dballge| A
araslelz]l £ AE o i

o] 4L AHAIE Okabes'se] s} F4% Aoz
mepirizolesl| 2% 4l o] =] 3+ F2] AL Haked 71”1
# e w Azt 5 glon §o|ake] s E o] o
£ §l4kel oA s 2doia Rets Fel 2 ohizia
AaE

Hatiu|e] Fedile A Ee T2 5 ¥ 5o S 3=
W £ 2] o] AlEe fl4bte|e] A M Zetn Fe,
of 7] ol & Hw|ghate] glojq A T4 8 AHEEle] Hab
Hul S 2Aal of ) 7ha] Alof4] qlabgoll o3 HAE
Wle odekd o|dckn gopy oelbd Hog Hakd
]2t wl M| 28] Frle] F|glE e, o s
pentagastrini} -2 Fu] a4 Fof s Paelade
2 glztabd HuE A7 A, gastringt FE
hormonee]wt o)A 7a] HEE A=, el Adelzala
of A1 2] #]4bed] i} 5|2 e]?] oA=L (feedback inhi-
bition) 2] zlef 2 <ldbed efslr| e o}, =3 #[E} 4
o] 2] abd| ok & o o] glaAl2 A& He] S Ee| @
2 el gto 2w S-4 Eo 2|4 $14ke] 8h32hE-0| 5 A
27 AolAl ez W2} 4 F4He D T34

Hgya 2o o, F 34bg] Feopu} A elof] o4 S8
o] AYP=dE dlE F 7 UL

Ty B4 R zp5o] HekE = ARREE T4
2o} AlAMLARA} Qo FRAHAAL dHAME
TacheZ®e| peptides TF417% ol S48l T3414
o] A7]H 2AFTE 7HeR M 2 g A9
H§ epdE FuHesAM, A7A7AEES Wang
Fe] AL HelAo g HAsiea AlAdASE
Ao EA-HE FYHeEA glAH U Gastrin 5
plgAl A flAbteE FAA e FAT =EE
A o]58 AA+ 7lx(basall £+ 254 (stimulat-
ed) $4Hie]F HAE sl Aoz dex sloh
o]l 52 AlF 4=y gastrind FE H4-E6F
Az § FEEl EAEE G Eol| 2f#f4 Au]=]
o GAEE =414 2, = L3 o Fe
2l#] 4 gastring Fe]E, frEel AHdHel 28
o 3ol E A gicdn P, =4 £ AgelME 7
r| Al A kg AJ#HE Yol mepirizoledd 2%
Foke] H4He] HAE oA =S5 BAsEed ol
o] FAl A el 2§ 52 ZeZ gastrin 4] 7F o 5
of o] 2 Qg gj4biule) aufEos PR 47} 9l
of, o] § st FFe £ FME v|FAHE
gk & glefe] pHE A 3o & 23 pH7} Alzke] 23
of whel #23 S7hEE HAsld e ol T4 A
che] 54l Hu| & FA4]d s sl gle o 7|HE
o] 34z dcle 2 gk Ha3e] AQFHegl AlAAA
7o Zche] 4k Helelr =HES, 2
Nomiyvama @& 2} v|F4l7d8e F 3 o5 =
= gl 2 elafe] = 222 gastrin Hu] A E2F Fohs
A @AW gastrind] =4 4ksscla dled e, gas
trin 2u] | 2 F #AHEu] o o gl A2 2bE =l
FA A Ak F flabibe| 7 dA ez A 5 leoe]
2} 2o,

g AW 7} o|A At F 4 e EL] F
S g Ayl 8 T2 He e H Ay
= o #efel 8 FEEY GAZEY HAF FoHE A
Ftgov o]2{g dkgo] Fo4d-E JE 7] 3T
o] 4be] g flcha stget, £ 4¥e A5 mepir-
izole Fof 2} w|EAl Ao 7|zhke] £ 15900] 7]
w-Eofl § FEEe] 2dE FAEE ofddn B 43|
2 #v)7E $3dE FelMs ole @ wEs e 5

— 389 —



—off g 2] &3] A) ¢ Al2ed Al 4 & 1988 —

Rlgich, ghw fee] 4lE o) Yulgke) 4 A3 25
- A el g e zre) Al A)3ke] =)ol wbe} pH
€ EehAla el Ee WA S5 wedel e
~t mepirizoled Fod g 25l 1 F2AE gAY £
t flevt e Fu]ake Azle] AVE ofF ARk
F7hHE Rl Fgle, o]y da2Fe Adfels S4E
o] FTEFHLE wolgle} SH4btv]e] 25L& Has o
el E AE Pl ez pHe 3718 22l ez 4
7t5| v, mepirizole 5o 2] 7Fo oliu]e] 7ha
2 giv|stel St AR Ao =e] Aag] ez S5
ol Aok, 22|y} 94|35t EuH F4Lo] 2o gko] o
Z+el ¥|E}e mepirizole FoiellH 2d]# o5
NE 2 Foi=] 2] A7 sjels Adubgl 2710 % of 2 g
#lojut, o] Okabe§'™2] A#o|Hx o]0 ghal u}
glonf, i 7o) 7|2l s 280 of odx]o]
Hop g szl Gabeic

web e]ghite] Al Aol 224 mepir-
izolef% 4l o] | A %ke] Wolg =27 of - o] $
v, olw] &) Fq uls} Fro] alsbH)E u]$E g4 ok v
o]l M ekl o) Bhe] 4 aklafo] ofaE]l W), )4l
-5 59 & 5+ ¢lod, =4 mepirizole Fof Tol|
A Fepde]ake] Zha s How o] Fo] 4= 2iohg 5
ihef A 2w ohe o E 4], 3, mepirizoles] 23
Helzl kel A3 4 alFe|elea], £ 40| A]Aaiute
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An Experimental Study of Pathogenesis of
Duodenal Uleeration Produced by Mepirizole

Myung-Jae Kang, M.D., Jae Ryong Jung, M.D.
Hye Soo Lee, M.D. and Sang Ho Kim, M.D.

Department of Pathology,
Chunbuk National University Medical School

To investigate the pathogenesis of the duodenal ulcer-
ation produced by mepirizole (1-(4-methoxy-6-methyl
-2-pyrimidinyl)-3-methyl-5-methoxypyrazole) in rat,
the effects of various concentration and sorts of antiul-
cer drugs and truncal vagotomy on the mepirizole (200
mg/kg of body weight) induced duodenal ulcers were
observed morphologically, and after mepirizole admin-
istration (200 mg/kg), amount and acidity of gastric
jucie were measured sequently.

The results were as follows:

1} In the control group of fasting for 24 hours after

mepirizole administration only, duodenal ulcers were
developed in all animals with 21.5+58 mm?* of ulcer
index, perforation rate was 15%, and mortality rate was
0% . But lesions of the stomach were hemorrhagic and
erosive with erosion index of 3.8+ 16 mm?®

2) The antiulcer drugs were significantly inhibited
duodenal ulceration and gasrric erosion produced by
mepirizole although the inhibition effects were different.

31 After truncal vagotomy, duodenal uleer and gastric
erosion induced by mepirizole were also significantly
inhibited.

4) On the gastric analysis, decrease of amount,
increase of acidity, and decrease of concentration of
gastric juice were observed after administration of
mepirizole compared with nontreated normal group.

Above findings suggest that the pathogenesis of the
duodenal ulceration by mepirizole is the action of gas-
tric acid on the duodenal mucosa with breakdown of
defense mechanisms of the duodenum.

Key Words: Experimental study, Fathogenesis,
Duodenal ulceration, Mepirizole




