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PEPTIC ULCER DISEASE

= [N USA,/NSAID{IS BECOMING THE MOST_COMMON CAUSE OF GASTRIC ULCERS: AS
H. PYLORI INFECTION IS FALLING AND INCREASED USE OF LOW-DOSE ASPIRIN IN
AGED POPULATION.

= ANY PORTION OF THE GIT EXPOSED TO ACIDIC GASTRIC JUICES
" MOST COMMON IN GASTRIC ANTRUMJ[FIRST PART OF DUODENUM
(14
(ESOPHAGUS JN (GERD) OR(ECTOPIC GASTRIC MUCOSA MECKEL'S DIVERTICULUM)
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PATHOGENESIS

Y chwonic > acule 9'6“'5\'55

MORETHAN 70% OF PUD CASES ARE ASSOCIATED WITH H. PYLORI INFECTION
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ONLY 5 -10% OF H. PYLORI-INFECTED INDIVIDUALS DEVELOP ULCERS.

/GASTRIC ACID IS_EUNDAMENTAL IN PATHOGENESIS.

COFACTORS: SMOKING, CHRONIC NSAIDS, HIGH-DOSE CORTICOSTEROIDS, ALCOHOLIC CIRRHOSIS, COPD, CRF,
HYPERPARATHYROIDISM.
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ZOLL]NGER-ELLISON SYNDROME
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ZOLLINGER-ELLISON SYNDROME

. @EPTIC ULCERATIONS

= STOMACH , DUODENUM, EVEN JEJUNUM

= CAUSED BY UNCONTROLLED RELEASE OF GASTRIN BY A TUMOR q@smn\lo@\lo THE
_ RESULTING MASSIVE ACID PRODUCTION. — 4
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MORPHOLOGY

4:1{ PROXIMAL DUODENUM}: STOMACH.
ANTERIOR DUODENAL WALL

>80% SOLITARY. ,  Could loe multiple

ROUND TO OVAL, SHARPLY PUNCHED-OUT DEFECT
ASE OF ULCERS IS SMOOTH AND CLEAN
T = E.
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DUODENAL ULCER




CLINICAL FEATURES
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" Epigastricburning or aching pain, nausea, vomiting
" Pain 1 to 3 hours after meals at daytime
= Worse at night, relieved by alkali or food

B |ron deficiency anemia, frank hemorrhage, or perforation.
- Current therapies are aimed at H.pylori eradication.
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urgery reserved for complications.
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P GASTRIC POLYPS AND TUMORS )
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& Gastric Polyps: Iaﬂxs
Inflammatory and Hyperplastic Polyps

Gastric Adenoma
dysplasia
oasem. ) Ly
» \ wasion bo lascmed o, (| acd
= Gastric Adenocarcinoma  rwmbrene C1s s
o ovr m 16
- Intestinal and diffuse types by _n pylon
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\/ i GASTRIC POLYPS
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O Polyps: masses\prOJectlng\@bove the level of adjacent mucosa

U Epithelial or stromal cel[\hyperplam]:’rlammatl@ (ectoplgi or

[ neopla&al th . m-mj Avodiomed
9as\rn<. AANO nen

nwrncosa W fnwe shonaach

O Infl . S (Wevrovol ropia)

Q 75% of all polyps A
O Arise in a background of(chronic” gastrltlls Abrophic
] Regress after( H. ponXradlcatlon

O Risk of dysplasia if size ¥ 5cm.
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GASTRIC ADENOMA &
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L 10% of all polyps.

Elflncrease with age. hypaplestic T i youmg age
OM:F=3:1

O Background of chronic gastritis, atrophy and intestinal metaplasia.

inll Dyspla5|a in all cases, low- or high-grade.
Rlsk of adenocarcmoma related to th-( greatest if >2cm). M sie — M visk ;

I RISK of carcmoma hlgher than colonlc adenoma.

30% have concurrent CAL, o=




GASTRIC ADENOMA -/
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it GASTRIC ADENOCARCINOMA
esopn V3 LI

m | M C. M-C. — ScC

O Early symptoms mimic gastritis >>> late diagnosis.

] Rates vary markedly with geography (Japan, Costa Rica, Chile).

L Screening >> early detection.

4 Background of mucosal(atrophy)and[intestinal metaplasi&

Pepric ﬂw e.x(.cg‘- clhronir.
| PUD | except after surgery
A Two main types:|intestinal hpd{diﬁ‘use.!
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3 PATHOGENESIS W,
o M-C- Factor
[ Genetic alterations due t(f H.pylori(associated chronic gastritis , lesser extent EBV
(10%). o

0 Most cases arg sporadic.]

O Familial tases: mutations ir{—yE-cadherin) >> diffuse type.

R O/ Sporadic Ca(imutation in 50%.

gene mutation, intestinal type cancer. Mukipte ov \wndreds of adenomes

ype Ca: B catenin mutation

Familial Adenomatous Polyposis




3 MORPHOLOGY
o
= Lauren classification: separates gastric cancers into intestinal and diffuse types.
O Intestinal type:
= Bulky.

= Exophytic mass or ulcer.
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(Discohesive cells){signet ringcells}y *

linitis plastic)



INTESTINAL TYPE




INTESTINAL TYPE mwf”:mjiﬁ";f @)
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LINITIS PLASTICA
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Signet ring cells: Nacge

< large mucin vacuoles that expand the cytoplasm and(push the nucleus to the perlpheryJ\-/
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' ~ DIFFUSE TYPE, SIGNET RING CELLS
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CLINICAL FEATURES

O Intestinal-type gastric cancer

= High-risk areas : Japan, Costa rica

= Develops from precursor (adenoma, dysplasia)
= Mean age 55 yrs. e,ldod:j

= |MYF 2:1

iffuse type gastric cancer:
U across countries.
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+ Ni: Mo regional lymph node metastasis {cancer has nol spread 1o nearhy
lym ph nodes).
+ M1: Cancer has spread o one to three nearby lymph nodes,
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p ad to fou nearby lymph nedes or lymph nodes
in mul pl egin

(’\

: Cancer has spread to ten or more nearky lymph nodes or to lymiph
nodes distant from the primary tumaor,

0 THE DROP IN GASTRIC CANCER INCIDENCE APPLIES ONLY TO THE INTESTINAL TYPE.
O INCIDENCES OF INTESTINALAND DIFFUSE TYPES ARE NOW SIMILAR INMSOME REGIONS.

o
O MOST POWERFULPROGNOSTIC FACTORS: DEPTH OF INVASION & EXTENT OF NODAL
AND DISTAlﬂ;ME]ASIA%E_AI THE TIME OF DIAGNOSIS Ly, ~wcosa — T,

M.C- Yo e ler Snb mucosa — T
S = | MOST CASES DIAGNOSED AT ADVANCED STAGE. 3,4 rascnlas i

osea — Ty

JRVIVAL 90% TO 20% FOR EARLY AND ADVANCED TUMORS, RESPECTIVELY.
SURGERY, CHEMOTHERAPY, TARGETED TREATMENT (ANTLHER2))
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LYMPHOMA Mmc ste - LN

M. (. extravwodel — in sYomach
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O STOMACH IS THE MOST COMMON SITE OF EXTRANODAL LYMPHOMA.
O 5% OF ALL GASTRIC MALIGNANCIES.

Jow 9mal¢.

e MOST COMMON TYPE : INDOLENT[EXTRANODAL MARGINAL ZONE B- CELL |
PHOMAS (MALTOMAN —
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” NEUROENDOCRINE (CARCINOID) TUMOR
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M in ankvoen

O Tumors arising from neuroendocrine-differentiated gastrointestinal epithelia (e.g., G cells). or i Oorky
" CasSe

O > 40% occur in the small intestine. ob ovbral iabion

O Associated with endocrine cell hyperplasia, chronic atrophic gastritis, and Zollinger- Ellison
syndrome

- O Slower growing than carcinomas.

d prognosis auPl- % brarstormd b cnrcinorma
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TINTRAMURAL OR SUBMUCOSAI MASSES (SMALL POLYPOID

& L nucosa is 'jW*“““ LESIONS)
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CARCINOID SYNDROME &)

o
QJ Covciveid tumor
n
Emﬁ(vIP) ﬂemroWoi':ne 'hﬁ"‘"‘f
U Due to vasoactivesru stances

O Seen in 10% of cases.

Q Strongly associated with metastatic disease.

O Cutaneous flushing, sweating, bronchospasm, colicky abdominal pain, diarrhea, and rlght- ,
sided cardlac valvular fibrosis &
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