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DIARRHEA

----- Active space -----

Definition :
* ool water content 300 mL/a4 hours. o908
* Aecording +o Bristol stool chart : Q0g® el Semtelurtionys SEVERE CONSTIPATION
- Type 1§ & * Constipation. @B 2 umpandsivageite MILD CONSTIPATION
- Type b § 7: Diarrhea. @R T3 Asusmgeshape with qadsinthe swfae  NORMAL
Physiology of absorption : SRR, Typed  Liveasmooth, soft sausage or snake NORMAL
I Luminal. S 1,5 sortowswitdearatedgs LACKING FIBRE
a.mueosal :
“ Hpe6  Mushy consistencywithraggededges  MILD DIARRHEA
- Small intestine (m%or‘r@.
— maximum absorption. ’ Tipe7  Liquid onsistency withnosolidpieces  SEVERE DIARRHEA
2, Post mucosol. | gristol stool chart
Macronutrients $or absorption :
* Fak:
— most colorie dense nutrient.
- most ific nutrient afSected in malabsorption.
i il.
= Oh}j - akéhsa'mrfanOBQZ@gmal com
* Proteins.
Frequency Classification 00:03:00
Acute Persistent Chronic
Durodi oo 74 weeks 24 weeks
ion
(Nuisance symptom)
ETIOLOGY
Acuke diarrheo.:
Infectious : Viral infection (M/C).
* m/cin odutts : Norovirus.
* m/c in children : Rotavirus.
T2 Self-limiting,
)
©
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2 - Gastroenterology

----- Actlve space ----- Chronic diarrheo. :
o/d _ etiolony
Osmotic mMalobsorption
® Tumor
Secre’corg
® Toxin
Inflammodory \nﬂ\anma’cor\tj bowel diseose
Note :

mMalossimilation :
. moJc:l\Sesﬁon + moJabsorp’don.
* Diminished intestinal d‘\sesﬁon/ alosorption 0% one or more nudrients.

Pathological Classification 00:10:13

l. OSMOTIC DIARRHEA
most consistent clinical s5mp’com ot malabsorp&ion.

Steotorrhea : 648c85cfee3b03a74e182fab
Hal\maurk of molabsorption.

Definition : Passing of pale, bulky, fatty, malodorous, greasy stools.
Clinical presentodion : Diarrhea (ost consistent clinical finding).

Pothology, :
- | %ot absorption in small intestine

In colon
Unabsorbed Macronurients f stool osmolality (osmoticall y active)

Stool draws water from large intestinal epithelial cells

Osmotic diarrhea.
\nVeskgaﬁons :
I. 78 hour $ecal Fot test : gold standard. a. Qualitative stool fot :
Procedure : Fat input =100 g/day - Sudan .
- Sudan V. .
¥ - Qilred O. )
Abss:p:gion \» '
v \
Normal: <7o/doy  * »7g/day for 3 days (03, D4, DS }S,(e r—
* Stool fot excretion 27 %
Medicine * v1.0 * Marrow 8.0 + 2024 Page 2/5
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3. SECRETORY DIARRHEA

E&iolosg :

o. ToXins {

b. Tumowrs : VIPoma. —» u)o@certj Diaxrhoea

ETEC, V. cholera (heat labile toxin)

enteropathogenic virus (rotavirus)

LIDHA
55ndrome

H\xjpoKoJemia Acidosis

Note : No structural dmage seen.

|

o : - Osmotic diarrhoea

Stool osmotic 9P Increased (2100 mOsm/| Kg)

Normal/decreased (¢ SO mOsm/ Kep.

T stool Na* + K™ By toxing).

Response to fasting ~ Improvement No change
¢s55 (Fermentadion 0% unabsorbed
Stool pH ‘ 2.0
carbohydrates — Acids)

Note : Stool osmotic gap

* measured osmolality (csmometer) - caleulated osmolality

\aqo - & (stool No™ + h*)/

* Normal : S0-100 mOsm/Kg,
3. FACTITIOUS DIARRHEA
Clinical presenkéééion g

* Adolescent female.

* Chronic diarrhea.

* Fofigue.
" Weight loss.
O |
(U |
)
g
o
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Gastroenterology

Findings :
Stool collection Stool osmolality
unsupervised (Mixed with water) | Very low ( o mosm/kg)
Supervised Normal (* 879

khanirfan0392@gmail.u

Anatomical Classification 00:32:48
|
SMALL INTESTINAL V/S LARGE INTESTINAL DIARRHEA
| small intestinal diarrhea. | Large intestinal diarrhea.
* Osmotic. * Infections : Invasive
* Secretory: organisms (sh‘\se\\a).
8&0\035 ; )
- €TeC. * Inflammadion :
- Vibrio cholera. ulecerative colitis.
Clinical presentation ' Large
Small
volume ({ nutrient absorptior)
Consistency Watery Watery
Frequency/ | 1
wrgency
Diarrhoeao.
Pus/blood/
Absent Present
mnucus
Tenesmus Absent Present
Duschezio Absent Present
Abdominal pain Absent Present
Fever Absent Present
Abdominal cramps Present Present
Blooting Present 'Present
weight loss Present (¥ persistent) Rare
vomiting Maube present Rare
Steotorrhoea Present Absent

Medicine * v1.0 * Marrow 8.0 - 2024
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APPROACH TO DIARRHEA ----- Active space -----
Duration
I
§ v
<3 weeks s “’Te""s
Infection " Y
| Small intestine Large intestine
e : v | Y l
Small intestine L.arge intestine 1493 . o ——— y:
Carge volume) : (Fever, pain abdomen, Osmotic ? Secretory : . .
M . ulceradive colitis.
* Viral : m/c. blood, mucus) : t stool osmotic gap.  viPoma.
. £TEC. Invasive organisms : * Improves on %‘—as’dng.
* Cholera. . Shige\\a.
| * Non tuphoid salmonella.
Self limiting . Cani,)lobac{'er.
% 648c85cfee3b03a74e182fab
3
o
@
®
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Gastroenterology
----- Active space ----- PHYSIOLO GY OF GIT ABSORPTION AND
SELECTIVE MALABSORPTION
khanirfan0392@gmail.c§r?8ics of Absorption 00:01:30
STA&GES OF ABSORPTION

. Luminal : enzymes medioted,
a. Small intestinal mucosal ¢ ‘én’cemcﬂ‘re.
Villi = Brush borders contains enzymes.
3. Post mucosal * Mucosal epitheliol cell — Into blood.

ANATOMY

Smal\ intestine :

Proximal (3/9) : Maximum absorption (Jejunum > dusdenum. i

Distal (3/5) : Absorption of Bile acid, Vit 8, Mo? Glewrr. ey e

;H'lS{OlOSB 5 : | b i S IS Enterocyte
VA = e = e s ¥ s "..E‘ "" ‘ mw‘

. mucosa : . tmmumecul

o. 8n’cer6c5"ce :

* Villi (specific feature) : e
- Surrounded by crypts of ./

@l olalololalolol, s

Label retaining cell

Lieberkuhn. = S Lo

= Cordaing. brush-horder. Smoll intesting miugosa. uikh il and cg;:‘s

° crﬂptsg

- Paneth cells (of base) : Produce immunological substances (alpha. defensins,
lysozymes, phospholipase AD.

- enteroendocrine cells.

- goblet cg,l\s.

. * Confinuous renewal : every 48-7ahrs.
©"" b.Lamina. propria.: &lands, blood vessels.
¢ Museularis mueosa : Tight attachment.

Note :

Plica. cireularis : Visible mucosal folds on luminal surface of small intestine.
Interstitial cells of Cajal : Pacemaker cells of small intestine ——
Basal electrical Qh}j’chm.

Medicine * v1.0 * Marrow 8.0 + 2024 Page 1/8
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Physiology of GIT Absorption & Selective Malabsorption - 7
a. Submucosa. :

* Brunner’s glands (n duodenum) —» Secretes bicarbonote (Alkaline).
* Peyer’s patches (n llew.
- Mageroscopic Bmphoid oggrego&es.
- In fyphoid : H5per*hmph3.
3. muscularis Proprio.
4. Seroso.

Pe}jer’s paches on i\eocolonoscopB

Fat Absorption 00:09:45

LUMINAL PHASE OF ABSORPTION

mechanism : ‘
Pancreatic lipase Bile ocids l. Chronic pancreadtitis
l@ | l@ : ‘ 3. Bile acid defect
TeA » Fotty acids , > micelle
Lipolysis + &lycerol ; _
+ Phospholipid l B

; " Passive difSusion
mmdsﬂ@mlegg : : o '\n{ro én’cerocg’ces
* Formadion § excretion : SO0g. ‘

* Body pool : 43 (maintained by en‘cerohepoeac c\rculoec\on)

8n’cerohepahc c-,\rcwahon
: *skjn’chess =
; 4 I” bile acids
T0-hydroxylose - MR * Cholic acid Conjugodion
Rote limiting i * Chenodeoxy T > gile salts
chol'\‘o‘ow,id alycine/Tourine : |
D3 Duodenum lleumn { Colon
Reabsorbed e e ar)
. Bacterial |
Portal circulodion \ R |
' ‘ deconjugodtion
Liver . 1
X v ‘ ¥
O \
Bicelle Formation o, . A ek
o a bile acids ‘
o * Deoxycholic acid
il
n * Lithocholic acid
Medicine * v1.0 - Marrow 8.0 + 2024 Page 2/8

me . =Q. <




[ Feedback

8 Gastroenterology

Defects in luminal absorption :

. Chronic pancreaditis —- pHects pancreodic \ifase — L‘\_Ipol sis affected.
‘ 648c85cfee3b03a74e182fab
a.6ile ocid defect :
\ ‘Defect in ‘
{ ¥ } v
$5n’ches'\s early deconjugadion in Reabsorption Secretion
l small intestine l
cirrhosis l ‘ Te/crohn’s Primnayr Y biliar Y
small intestinal bacterial  (lleal dysfunction) cholangitis § primary
obstruction (2180 sclerosing cholangtis
(Destruction of bile ducts)

MUCOSAL PHASE OF ABSORPTION | | |
Pathology : Defect in small intestinal mucosal integr ity |
z’do\o\% : -

* Celioe disease. '

* Whipple disease. |
e Tropical sprue.

-~ POST-MUCOSAL PHASE OF ABSORPTION
‘ ] ! ‘ G\lﬁcerol
Long chain %éctg ocids (LCFR) : i > C,hijlom'\crons
esterificokion T
I, ]nbetalipopro’ce‘mem'\a TmnS.por’c via

a. Intestinal |3mphangiectasia7—4

TYPES OF FATTY ACIDS

intestinal \BMP\'\OCHQS

| vongehain, | | medim chain Short chain
Carbon chain length ’la 8-13a <8
N : SR %
. Large quantity in Small quantity in MacatiaL g paies
Origin ) i 4 ) ) of unabsorbed
diet as triglycerides |  diet (Coconut oid ]
carboh}jdra’ces in colon.
Primary absorption site Small intestine Small intestine Colon
Require pancreotic lip'olqs‘\s Yes No No
Require micelle formadion Yes No No
Present in stool mMinimal No Substantiol
Medicine * v1.0 + Marrow 8.0 - 2024 Page 3/8
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Physiology of GIT Absorption & Selective Malabsorption - 9

Carbohydrate Absorption 00:28:15  _____ Ative spass

MECHANISM OF CARBOHYDRATE RBSORPTION
Small intestinal brush

; border epithelium
Disaccharidases e o
]Disacgharides | =| monosaccharides |
¢ ’ oy R’
Loctase maltase sucrose . Treholase

[educose o e‘alac’cose| ISuérosel“——>|e\lucose + Fructose

In the gut ‘ i fogiss In the liver :
AA SLCA-S ~
/Phosphmo
a° active e e
4 anspor 55 chtoso;;-‘;mpmls‘
| g
\ 0
| Glucokinase E
i +ATP & oADPhosphme
‘, ' 648c85cfeedbbpa74e182fab
Focilitated
b difSusion
Note :

SeLT-1 defect — Familial Slucose—galan’cose' malabsoirp’c'\on sgndrome.

DEFECTS IN CARBOHYDRATE ABSORPTION

i@ (‘,ongeni’cal ¢ futosomal recessive.

* Aequired :

Loctose de%ciencﬂ Selective. “

- Pr'\mourg.
9§ | » - Seconddrg.

.

O

' Bmoall intestinal mucosal
defect

* Celioe disease.
wh'\pple’s disease. &lobal.
* Tropical sprue.

eed

R
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Proteins ‘ 00:34:00

mechanism of absorption :
endopeptidase : enterokinase (Produced by enterocyte brush border).

Trgpsinogen — TY}jps'\n

Activote chgmotfgpsin, elostose.

exopep’ddase : mrboxgpep’ddase and aminogep’ddase (pckivoted bﬂ &r5psin).

Transport in small intestinal mucosa : Sodiumn—amino acidlco—-’cransporkers.

Defects in protein absorption : :
Global malabsorption : Celiae disease, Whipple d\sease, T ropical sprue.

sélect‘\\/e moalabsorption :
* enterokinase de%’c‘\encg.
* Neutrol amino acid transport defect :
- Hartnup’s disease.
= Presen’ts oS pel\agra Dtourrhoea, dermaditis, demenha.
* Dibasic amino ac\d ’cmnspor’c defect — Cystinuria. —
Excrehon of COLA (%s’cme, omrth\ne, lysine, arginine). -

Carbohydfate Malabsorption 00:39:45

LACTOSE INTOLERANCE (LACTASE DEFICIENCY)

Ph}jsiologg : ‘
 Lactose (ietary : milk, cheese)
Lac’mselemsh border i |
~ glucose + Galactose '
8h0‘085

Congenitol : Autosomol recessive (ﬂbsen’c enzgme $rom birth.

Accquired : | enzyme activity,
* Primary (/o) : @enetic defect (allele persistence).
. Secondarg :
- Infections.
- Irritable Bowel syndrome (8.

Medicine * v1.0 + Marrow 8.0 - 2024  Page 5/8
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Physiology of GIT Absorption & Selective Malabsorption - 1
Pathogenesis :

undisested carbohgdm’ce

l

1 Unabsorbed carbohydrates in colon

15
-

Fermented by colonic bocterio : |
* Bacteroides frogjlis
* 3if\do bacteria
* Lactobacillus

\/
T Acid and gases (1, Methane, COY

Clinical presentation : | : ,
* 90 min post prandial : Abdominal d'\stens'\on, blooding, cramps.
* Diaper dermatitis :
- \:i:ildren d/t acidic ‘pH. ‘
- Severe watery diarrhea.
- Failure to thrive.
- \rr‘rtabil'rtlj.

\nvas’dsaﬁons :
1. Stool pH * Acidic.
a. Lactose hydrogen breath test :

g Fermented

* Principle : excgss lactose. in colon by boctera » Methane + =3 Absorbed — Tested on breoth.
® Positive test: H, > 30 ppm.

Diaper dermaditis

Note :
.3, Loctose—-glucose blood test : Obsolete. Protein malalbsorption ¢
2 oy * Hartnups disease : Similar to pel\agm.

* Cystinurio. : exeretion of COLA (Cystine, |

* Dietary management.
J omithine, lysine, arginine).

B~ supplementodion.

Fat Malabsorption S 00:44:23

Post mucosod absorp’don disorders :
I, ﬂbe’cal'\popro’ce'mem‘\a,
Intestinal lgmphang‘\ec’casia.

a.
S
&)
©
Q0
T
O
L
L

.

Medicine + v1.0 - Marrow 8.0 + 2024 Page 6/8
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12 - Gastroenterology

ABETALIPOPROTIENEMIA
AA Meuroacan’chocg’cos'\s.

----- Active space -----

gtiopathogenesis :
* Autosomal recessive. _
* Defect in MTTP (Microsomal Triglyceride Transport Protein) — Defect in
OpoB4A8 —> Defective esterification — No chg\orn‘\cron formodion.

Clinical presentod:ion :
. Hﬂpo\‘\pidemia. o o -
* Triod of: Neurologjcal : Atoxio. (Vit & de c\e@
&l : Steatorrhea Rekinopaﬂwﬂ .
Retinitis pigmentosa. (Nighk blindness)
\nves’cisod:'\ons:

I. Peripheral Smear dcan&hocu:j{es.
a. Post prandial endoscopic b'\op55 :
* 100% diagnostic.
* Vacuolation in enterocytes. :
Note : 648c85cfee3b03a74e182fal|otion
&l disorders which are 100% diagnostic on biopsy :
* Whipple’s disease.
* RAbetalipoproteinemio.
. ﬂganmaglobul'\nemia,

Vit & deficiency in Abetalipoproteinemia.:

Clinical feotures : Ataxio. (Pronounced). Duodenod biopsy ot
‘ et Abetalipoproteinemio
Podhogenesis :
|
= i \
Fod malabsorption { VLOL formadion | chylomicron formation

' | Vit & absorption “ - | Secretion of vit € by liver | Secretion of Vit € by
®ot soluble)

intestine into blood

[ Feedback
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Physiology of GIT Absorption & Selective Malabsorption - 13

INTESTINAL LYMPHANGIECTASIA

Phgs'\ologg :

ch}jlomicrons

gtiopathogenesis :

Secondarg ¢ L,Bmph node obstruction —» | L}jmphahc pressure — exudadion.
. L}jmphoma.
* crohn's disease.

Primary : Abnormally dilated lymphatic channel

Across intestinal lgmpha’dcs

» Blood.

Tpressure |

exudation into intestinal lumen

Clinical presentadtion :
I. Protein losing enteropod:h5 .
* most important : Primary intestinal \Smphans\ec‘cas\s
. ngoalbwmnem\a with h5poglobulmem\a.
* edema.
* Ascites.
o/d: ‘ : :
* Nephrotic syndrome : Loss of albumin in urine.
* Liver disease *| albumin production.

a. Diorrheo. :

j ‘\n\/eshgo@ﬂon
.* Fecal a-i ontitrypsin : elevated (spec\%c test).
* CT scan : Woll ’ch\CKemng of small intestine.
* Video copsule endoscopﬂ.

mamgemn& :
medium chain ’crig\ggeride diet.

Diffuse white lesions

r

Lgmphansiec’casia on endoscop5

Dilated lgmpho&ics

[ Feedback
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14 - Gastroenterology ! K

..... Active space - CLINICAL FEATURES AND TESTS FORV
MALABSORPTION

Steps For evaluating malabsorption :
*ep \'\8 ‘ P& khanirfan0392@gmail.com
clinical\}j

. Confirm the diagnosis —[ |
»65 \nVeshsodions

a. Confirm global Vs selective “modabsorpﬁon.
3. Confirm the etiology,

Clinical features ’ | 00:00:55

, Scenarios ‘ Fea&wes

, , Site : Small intestine.
| , Duradion : 74 weeks.

‘Osmotic diarrhoea. Stool osmotic gap ¢ 1
y ; Improves on fasting.
ke , » - most consistent symptom.
Soastrointestinal | - Fat malabsorption Steotorrhea
Carbonydrate malabsorption Abdominal bloading and dgsPephc
c symptoms
Protein malobsorption Foul smelling stools, ascites, edema.

il
\

unexplained weight loss -

Fod malabsorption (0/t impaired vitamin D

musculoskeletal Te’éang, fracture, bone pain

and Co* absorption)
| T ‘ vitamin & , Niagin de“ciencfj 'Hyperpigmentadtion
: Lollict u hai
Vitamin C deficiency Perifolliculor he.morrhfxse, curly hair,
Cutoneous spiral hair
manifestotions Vitamin K deficiency - eruisability, ecchymoses
i 2n § Essential forty acid deficiency Acrodermaditis
A Vvitamin A deficiency Follicular hyperkeratosis
Coelioc disease ‘ &rowth retardation
Anaemia. (0/t intestinal malabsorptior) :
Distal pothology —- Vitamin &, deficiency, _
; . fl e Proximal pathology —s Folate/iron
Aé : deficiency.
X Vitamin ela/e deficiency, Peripheral neuropathy, ataxio.
o Vitamin i3 deficiency. Glossitis, cheliosis, stomoditis.
i vitamin A deficiency Night blindness, xerophthalmio.
D Medicine ¢ v1.0 » Marrow 8.0 » 2024 Page 1/4
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Clinical Features & Tests For Malabsorption - 15

System |  scenarios . Fea&ures ----- Active space -----
» malabsorption :
Normal physiology : Fokty acid + Co® —» Free
miscellaneous Kidney stones Oxolote + Ca®" —» oxalate in gut —» Oxaloke
excreted obsorbed in colon —» Oxalurio.
—» Ca oxalote stones

Note :
* Symptoms not seen in malabsorption : Abdominal pain, constipation, fever.
* DifSerentials of malabsorption (Gimilar symptoms) ¢
- T8 : Weight loss, long standing diarrhoea, edema/ascites.
- Nephrotic 55ndrome : Protein loss.

Investigations : 00:10:05

FAT MALABSORPTION s Sk 01
* Qualitative test : Sudan lll. : et
* Quantitadive test (aold skandmrcD Fecod S;oec excre’c ' n,m 3/da5

Note : Fecal fot excretion ’cesk is the Sold s\ran i ':‘&{ion SFor
malabsorption. : s

CGR&OH‘IDQF\T& H\RLRQSOQPT'ION

> D—Xﬁlose Jces’c’ 2

- gestand. mos’c spec\%c Jces’c
- Cpmposmon of D—x5\ose Pentose monosacchar\de
* Used 4o assess intact small intestinal mucosa. (O-xylose absorbed here).

* Procedure

khanirfan0392@gmail.com
358 o&’- D—-xglose Swen orally after fasting (w@ mom\ng)

b

Collect urine somp\e (entire volume passecD o&ker 4l howrs R check D-xylose levels

|
v - v

%S g ' <4s g (Positive)
\‘n‘cerpre’ca’don : Normal \n’cerpre‘co&‘\on : Small

intestinal mucosal poechologg

[ Feedback

Medicine « v1.0 - Marrow 8.0 + 2024 Page 2/4

- ® e




=
O
©
L2
o
(o0}
()
[T
1

16 - Gastroenterology

* False positives seen in (aio\osa is not in small intestine) :

Clinical scenario

Reason for False positive

Renal failure

Defective excretion

Ropid intestinal transit (Hyperthyroidism,

. Reduced time for absorption in small intestine
vomiting)
P, Hi . eed l
2180 (Small Intestinal Bacterial Overg’rowth) JAniSms IS xg.lo sai
absorption
— Sequestration of D-xylose into ’the third space
—> Reduced absorption

a. Lactose tolerance test : Obsolete.

3. Lactose H, breath

I

test:

* Done for lactase de%c'\encg. !

. De%c\encfj of lactase —» Accumulation of lactose in large intestine —
Bacterial action on lactose — H_ production.

* Diagnosis : 1 in breath H_>30 ppm.

4. Loctulose H_breath test:
- * Metabolised in large intestine to produce H_.

.8 prodmed=

- Within 90 minutes (Barly peaking) : SIBO.
- 290 minutes : Normal ph5$iol635.

OBSOLETE TESTS FOR MALABSORPTION

Note :

Aeid steatocerit ’cesk‘ .
Fot malabsorprhon
C~14 Triolein breath test ‘
13 ite breath test ~cresol | o i
C-13 gog white reaﬂwuf‘ie )(Phenol and p-eresol in ‘ Protein malabsorption

* Stool elastase, chgmohrgps’m  Pancreadic ‘\nsuﬂic'\encﬁ..

* Fecal a-l cm‘d’trﬂpsin : Pr‘\mr5 intestinal |5mphan3iectas‘\a.

* NIRA (Near infrared reflectance analysis) : Newer test for malabsorption.
* Diseases diagnosed on bi0935 :

6480850fee3b03z_|74e1 82fab

. Whipple’s disease.

a. ngmmaglobinem'\a.

3, F\be’calipopro‘ce‘mem'\a.

Medicine « v1.0 - Marrow 8.0 - 2024
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Clinical Features & Tests For Malabsorption
Schil\ins test:
Steps : '
Phase | : 1000 Hg of unlabelled Vitamin &, 1M to soturote stores
&ive | Mg of oral radiolobelled vitamin &

Check Vitamin 16"”‘ level in urine

¥ ¥ '
<1% '!—iO%
Positive test ‘ Morlr:nod
(malolbsorption e’dolosg)
Phase I\ : Qd:ﬁir'\‘\st'ér i |
{ e E . S
\n’cr'mski foctor Antibiotics ~ Pancreadic enzymes
¥ 210% urine &, \¥mm5; L3 - & 20%
Perinicious anemia. (F) i GAGRAr Chronic pancreaditis -

t nQS‘«ker phose 1§ 3, # urine B, <1 = \le‘ai disease.

[ Feedback
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Gastroenterology

e e | GLOBAL MALABSORPTION

'+ Defective absorption of :
o (‘,arbohijdro&e.
b. Fot : most sensitive § specific, most energy dense nutrient.
¢, Protein.

* Small intestinal mucosal dgs%nc‘don.

®* Causes:
o. Celioc disease.
b. whipple’s disease.
¢ Tropical sprue

Celiac disease ‘ , ; 00:01:01

Features :

* KA cehac sprue/ 3lu’cen sensmve en’ceropo@chg/ non tropical sprue.
. \cebers phenc)menor\ b v

a.Only So% uo,rtrh_‘clas&cal ¥eoecgre5. missed } SiaE. A6

- b0/ phys areness. diagnosis

* HLA DQR/DAE ortant predisposition.

* Proximal smod\ ol disease (uodenum, ileury.
T‘IPES ik ‘ _
Classical celioe disease : -
SO% coses presents with R 2 , 3
sgmp’coms"o?—‘-‘malabsorpﬁon. - i Bl A e

© 1GAEMA | ntestinal Atypical celiac disease
or tTG mucosa! Y
n’cgp‘cod celioc disease: - ;rg:mv abnormality] ****
Presents With symptoms other | e
than malabsorp’cton. \J Latentceliac disease
; »7'3 | :
Genetic |
- rfan0392 @gm%“e“" celiac disease : oty
: . r-\sgmp’comodt\c. L : or-DQ8 Healthy individual

» Serologg posi’c'\\/e.
Lotent celiac disease : 1

- AS& I'TXP{'OIT'\ okic. ' ] EMA endomyslal antlbody Ig, lmmunoglobulin tTG llssue h'ansglutamlnase |

* Antibodies negoive. | C,ehac iceberg and spec’cmm o&‘— celiac disease

®* Presence of HLA Suscep’dbi\i‘qj,
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PATHOPHYSIOLOGY
HLA DQA or HLA DQ8 Suscephbih’rg

Consumption of gluten con’codning foods

(whead; barley, rye, oats)
khanirfan0392@gmail.com

] Proteins
v | i
Prolamine ([\’\os{' toxic) G\\ukcjmine
v |
&liadin + Polgmer\c \Sn

(Chiet anhgfm ot Sludrer\) (Produced JX’rom MALT)

'

Forms dimer

l Tissue ’cmnsslu’(ammase
Deam\doec\on in the m’ceshnod eprthehum

 Deamidoked glutamine dipeptide -

Activokes T cells

I

Celioc disease

Note :
* monomeric lsn i produced in bone marrow. ‘
s ;' Vit &, MY, bile ocid are reodosorbed $rom distal smod\ intestine — Features not

seen in celioe

disease
DISEASE PROGRESSION ‘
C—.duken—%llree diet
S5 90% g 0%
Reverts to normaley in ¢ No improvement
* Clinically : 3 weeks,
‘ 5 e ‘ Qes}ro.ctora celiac
< HiStO\OS‘\(‘A]\B ¢ b months. )
disease
) X \ Rx : Steroid
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£
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)
)
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