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Crohn disease Ulcorative. colifis

D InfYammatory_bewel disense
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2) acute right Lower-quadiant pein and Fever (20)

%) Bloadydiarrheq_ond. abdominalpain_(colonic_disese)

y) Agympromatic. intervals Cueeks +o menthe)

Triggers: physical et emotional - Stress, Specific dietary,items., NSAID use;
and Cigaretie $moking-

o Complications:

) colonics Ion- oleiciency anemic,

Q)%El\l bowelg Hypoprotelnemia & hypaalouminemiy, malabgorption
nudrieats uit 812 ond bile Salks.

3) Fiskulas, Poritoneal abscesses | Shrichures

D Risk of colonic_ond emall intestinal adenocarcinoma.

—Alterad hogt interaction with
intestinal microbioky
— Inlestinal epithelia) dysfunction

— Qberant mucosal immune response
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fissure

Crohn Disease Ulcerative Colitis

Macroscopic

Crohn disease of the colon i‘ ‘ “' _Bowel region affected  lleum * colon Colon only =
. showing a deep fissure Rectal involvement Sometimes Always

~ extending into the muscle Distribution Skip lesions Diffuse
wall, a second, shallow ulcer Stricture Yes Rare
(upper right), and relative Bowel wall Thick Thin

. preservation of the appearance

i imervenin? ymuoosa : hn, d,l SQQSQ u-‘u“r.;d;l ‘:vol'n.u:ou and

- aggregates arepresent, - N ' Ps Marked
%3 evident as dense blue Ulcers Deep, knifelike Superficial, broad-based
& & . patchesof cells at the Lymphoid reaction Marked Moderate
i_, ;nﬂer;zcb?" me:n mucosa . Fibrosis Marked Mild to none
2 Jmlom&opgﬁmaﬂame_pugmms— Serosiis Marked
Granulomas Yos (~35%)

Fistulas/sinuses Yos

— %RisK_depends ofn. .
ﬁ
*\Jmh@ai&wm&uoﬁwww s

Fat/vitamin Yes .
malabsorption
\Fxl'pnf n’£ involuement: mere mk}h panoohhg Malignant potential  With colonic Yes
involvement
Common No
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=+ Mutafion in APC gene

ﬁﬂﬂmsi'ﬂlplgpsmmmlgﬁudhgmﬁs & clossic FAP

~ Only_few adenomabous  precursors (typicaly sessle seraed aenoms)

—rInheritd garm line. mutction in DNA mismakh repoir ques

(these genes are important i detection , resection and
repuir of erars in ONA replicaion)

— Accumulaton o matdlons in micosalelife ONA (Short repeding
Seqpunces)

- Resulting in micosafelile inabilly.

- Nayerity of cases imvolve either NSHQ or MLHL

coml potyps in HNPCC

not to the

Jue TAP
asseeiafed polyps
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"ﬂJ

aonormalities.
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Colenic_adenocarcinomg
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—yDoveloped oaunkries \ifestyles and dief
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® Aspirin er dther NSAIDs hove aputechve effect cur cox-2
promotes ephelial proliferation:

—*Prevenfon“ dietary modification, Phamecolagic chemoprerention

pnlhmapnms 2

Two pathulays
y Sk \akon \
Ul L] ‘

(d\ror%sgrml inshabilty)

mE whiple. mutaions Nictoaglelile, inslabil
defedts in DNA mlsnn-?& repmr%

—» ONAl mismatch rep jenc,

increased WNT Signaling

(loss et mnismak

2

> 80/ of Sporadlc oo\eﬂ tumors - rh{‘urahous acumulate in Microsaellie - repals
nss oF A - QC ahon_of B-aaenin e cle =3 Mic

— Silent it microsatelifes |ocahd in mncndl regions

fromote. profifertione— ,MVC &Cﬂf ""Die) —» Uncontolled_call e
s or promoter regiors ot ques involued in cell grouth

m"ﬁ‘“m”i"n’rﬁ,"s"’ o s SHADZand a4 and

e ~> BRAF maldkors comnon. Houeler P58/

= KRAS are dbsent:

TP53 is mutated in 70%

Morpholoau
Y,

(acro m|‘&o

S OX ot cobor cane s P53 inactivation Expression of telomerase
(LATE EVENT IN mutation (tumor g alsoincreasesas the
INVASIVE) suppressor gene) tumor advances.

(right)

TPs3 Prouimd colen tumers g |, Dusplastc glorek with

SMAD2 &SMADY Pol'gs;;gld;exophghc masses Strong desmoplastc respone
telomese N pm‘lxlma colons yarely couge s Necotic_debris (dirk

obshuckion are typial ¢ Y o)

- APC is aKey negative requlator of B-Calenin, a component of

nllfﬂl colongonnar fesiens Ly Qome tumars gjue bt

the WNT signaling pathuay.

Lvoptin ring) consirictons and g‘rg“igug foms Signet

— Both copies of ARC shoud ke inaclioled for adenoma to develep
(ist and 2nd hiks)

= Chromesomalinstabity by delelions (hall mark)

Clinical Features

NORMAL COLON MUCOSA AT RISK ADENOMAS CARCINOMA

Germiine (inherited)

-Endoscopic screening >> cancer preven'non

-Cecal and right side cancers: Fatigue and weakness (iron deficiency anemia)

-Iron-deficiency anemia in an older male or postmenopausal female is
gastrointestinal cancer until proven otherwise.

-Left sided carcinomas: occult bleeding, changes in bowel habits, cramping
left lower-quadrant discomfort.

or somatic (acquired)  abnormalities mutations
mutations of cancer  Inactivation of
T " Ceconahty
’ APC at 5q21 ‘ { e K-RAS at 12912 géui:«;%; Taomacess: }
*foor d l%mhammmucmmbﬁluqﬂim progesis
* Most importantprognostic fachos are:
Qj yoh rde. el (v R chom)
‘lj tumors wy mcm&:leﬂlle insabily ommoe checkpom innbibr thecpy
.le]m' gided tumos are highly associated with microsatelite instability-
Target Predominant
Etiology Molecular Defect  Gene(s) Transmission Site(s) Histology
Familial adenomatous APC/WNT pathway APC Autosomal dominant None Tubular, villous; typical
polyposis (70% of FAP) adenocarcinoma
Hereditary nonpolyposis DNA mismatch repair  MSH2, MLHI  Autosomal dominant  Right side Sessile serrated adenoma;
colorectal cancer mucinous adenocarcinoma
Sporadic colon cancer (80%)  APC/WNT pathway APC None Left side Tubular, villous; typical
adenocarcinoma
Sporadic colon cancer DNA mismatch repair  MSH2, MLHI  None Right side Sessile serrated ads

(10%—15%)

mucinous adenocarcinoma

J
Bophytic adenocarcinom
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—Tamors of the Appendix

—
Acule oppendicitis

(most cemmen in adolescents and. youg adulls &may ocure in oy oge)

— Diffiit to confim precperahil , Suyicd emergncy.

Dx_of acule_appendiciis:

= Mosentariclymphadeniis
— flatle: Solpingitis

- Ecl'opic pregnarncy

— Mittelschmerz (pain associaled with ovulafion)
=> Ouarian_cysks torsion

—Rupture meckel diverhiculitis
= Crohn_disense.

¥ increased (uminal pressue
¥

impoiredvenous_droinage.
¥

Ischemic injury & Stasis assoated  bacterial proliferation
1%

Inflommatoryresponse.rich i neutrophis 8 eclemy

+ obshructon by featith in 50-801 of cases (Small mass-like. stone of Stool)
less commonly - gaflsione, tumor, worms..
% Diagnosis reqpires newtrophitic. inflbralion ot the  musalars propig

o Aute Suppuraliveappendicitis by more severe foca) absorss formefion
ofale gongrenous eppendicilis ¥ nectosis and, wlceraliery uplue
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humbilgl?Pf;?inlu :
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4
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dbgent, Creating dificulty in (NcBurngy’s oin)
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Tamors of the appendi

""The mOSi' Common 'tumbfg Cdrdnom Carcinoid tumor
(newrvendocring. tumo)

*lncidentqllg found dwing $ugery er on BTG,
oxaminafion of  resected apperdix m N @ i
-+ (distal tip-of-digappendic) 5;:%&\3\:,. : 3:‘,./

Gross

Microscopic

—» Nodal mefusteses & distont Sprend ore rore.



