
* Note:naturally esophagus is always Co

llapsed s opens only when we swallow food

Cretraperitoneal) * normal esso
. pH: 6-7 Calkaline

function= swallowing .

D Lupper esophageal sphincter)- it's a true sphincter cuz it's formed
by a muscle . (Skeletal).

⑫

B (it's always contracted =Tonic contraction) .

Spressure formed from contraction.

Q

②

O
(involuntary) .

#

D
⑤

⑬ ⑪ D

D ②
⑯

-

6 ③

s
'Bum'

D ②
Q

E
· cuz Barium can leak to other

I if can't use Barium .

anatomies of the body.
⑫

-
?

③
=> (physiology).

ma

* All parts are vagal & Dysphagia
nerve supplied (para-
sympathetic .

-> cricopharyngeous muscle (VES).
mechanical/obstructive : dysmotility/dysfunctional :

anatomical malfunction. Physiological malfunction
↓

The only one with
In solids only (initially In solidsfliquids.Skeletal muscle.

voluntaryagroid.
but later progresses to

liquids.
ex : spasm .

eX : Cancer,
-

smooth muscle

(involuntary). * Stricture =fibrosis in lower 3rd due to reflux eosophigitis.thoracic aortat
bronchial arteries.

*
webs *

#
* e sophigitis can

distrupt Tissues
smooth muscle cause rings & webs .

left gastric+ ↓ phrenic.
diverticula .

esophageal rings .



copposite of dysphagia) . gastroesophageal reflux disease. #basically when stomach acid reaches
D B

(causes)
.

essophagous . (it's normal to have Gerds

toacertainlevehoweverwhensym,
corganizeda
to imp). disease).

1 l ways toneds relaxes intermitten(norma ly A ly)
lif over-relaxedsinsuffeciency). D to ne6 mmHg.2 length L2cm

(phrenic muscle).

* intra-abdominal partsters.intrathoraca
Phase

then risk of Gerds
intra-abdominal pressure.

membranes

* in some cases-nauseas
D

substernal water brash B
-

⑨ ⑤ vomitting .

Creflux reaches larynx .

D dry & ③ D D ⑫ ⑬

D &

--
* patient can come to you with

pharyngitis/laryngitis due to

refluxShehisi
Physical exam

we use them when history has something atypicall
dry cough.

aredflagthatcansuggestCancerbleeding/wei.los. . .
D

↳don't calways used asEst test in easophageal disease)
.

② (premalignant).

EorGerd'scomplications-

B
-

Gofeoso
.diag

nos

(not diagnost-
⑨ igerds,,

lit can diagnose motility disorders)
.

& diagnoknausea/vomitting
.

⑥ diagno

*Barium swallowdoesntindicateGerdees

Desophageal hiatus is the area with zultr pl moni . is that ithatahershusescerodermwhere esophagus leaves thorax (sometimes reflux is alk-
alinethroughdiaphramehagurencan
all PHS].

it's support from that area
, it will #gastric emptying- you eat a little meal

cause = hiatal hernia.·

I-

·Foggemmetoms
· foods that relieve it :

- salt crackers



(salmon coloured mucosa)= Adenocarcinoma
.

#Barrettes: (premalignant) metaplas-
in of cells liningt esophagus.
scaused by chronic acid exposure) .

D ② (freezing)
/endoscopic mucosal resection.

D D ⑫ ③ Q ⑤

⑳

②
(prophylaxis not treatment)

severe mild.

D
D , B

B D ②

↳
frommakingIso a

⑬

->pplwithnorma
⑨

⑤ & peoplewithabnormaaent)
⑥

treatment #noSurgery for ppl witis

-ismedimeds failed.stylea
surgery surgery

with severe cases - complications :

onlycurtheyaa

jedbercenture S -
* aim : to tighten LES

. Imk Hill repaircomplication of surgery e

dysphagia).
* we do partial surgery for (fundoplication) .

ps with↓ peristalsis. attach stor-
NoSurgeryforpwither we wrap the fundus of the stomach

ach Seo so

around the eosophagus LEs , to support it). to medial

& 4 arcuatel is

complete partial (if↓ peristal(Nissen) (368)
Efundus wraped 3600 I -
·

(fully) around esso. toupet Dor
(2780) (180%



* happens due to laxity of phrenoesophageal membrane.

D lit increases risk of Gerds).

②
↳next

. ↳ less common than
1
.-

③ (mixed

⑪ typescomplex)tiex.
type type 2

Type 2 :

↑ risk of complications
Q cuz coso is squeezed). Lex. dysphagia Bobstruc

tion+ ischemia + ulcertis

chemia (m/c) of coso. Cuz

② it's squeezed by stomach).
↳ in mucosa. gastric vulvulus to stomach.

③ (squeezed).
D &

Q
B

↳nasogastric tube.

Bor
chardt

D lair fluid level) . (it indicates presence of fluid
triad

Because area
-

in chest = due to coso. perforation,Pneumothora an Pof hernia is
swelled.

②

B

⑨

# mostly no treatment.
gastric incarceration

spart of intestine is trapp-
ed in sac of hernia).

D *

· (patient gets to choose).

B Lif type 1/Gerds).

*whendiagnosingitwedontdependmuchon symptomsis
-> Type 1 : symptoms of Gerds.
-Tz : dysphagia s esso . bleeding .

- others: shortness of breath/chest pain.



other organs have serosal = mesotheliumlast outer layer
D

(found in vesceral organs

R B

smalignancy .

265

(severe vomitting mainly due to alcoholism).erhave is a complication of mallory
mall. is a tear

,
doer is a perforation in tear

& D cur mid is closer to right side)-Jitgez.

(presentation) . D ② ⑬ D

↳4HRBdBP ↳ air under skin in neck I crushing sound with

cair escaped from ess)
.

heart beat due to ↳whenusa
+fever tpains dysphagiatomitting.

felt with palpation. Pneumomediastinumemedia It breath sounds& dullness
on percussion).

D
↳postanterio. ↳supine GSitting)

⑫ D R
(to confirm diagnosis).

↳ similar to Barium Swallow but H2O.

Q ② ⑬
D

cit'll resolve alone)
. Ifood Kasogas hbroadeantibiotics.

②
D ⑫ B D ⑤

*If leakage.
D ⑫

↳laparoscopic
-

Notetheperforationwasinthecervica
neck is a small compressed area)

,

however if

it wasinthethoracicareaitsfatabecauseanitis
- death.

#in any Jody part perforationasudden MHR
. SABP

due to body's response to either bleeding/spread of
infection) (can lead to Sepsis & death).

#Endoscopy is contraindicated in diagnosis,but
allowed in treatment.

PACXR .



(it's a tear not a perforation).
cause D ②

D ② ③ ⑨ ⑤ gastroslupper ai bleedinga

,
Bulemia SAnorexia .

↳
causes vomittinguse ↳weakness of wall ↳causes ↑ prese

vomitting.

(A
.
BC S) airway ,Breathing s circulation

.

D ⑫ B ⑭ ⑤ evasogastric
tube empties

Xfood Stomach con-
packed tent .

(in many p's bleeding stops spontaneously) .

signs that locate

After initial stabalization ↑ bleeding vessel .

-

D

, sclerotherapy. (If failed (
Crassopressing

B if failed to stop bleeding
&

⑬3

(big). Within 24hrs.
Junit PRBCS = 330m/

& 200ml RBCs
.

② 3 oml plasma.
③ lomL additive.

&
usually in lower

eoso . & a little bit

extending to stomach.

· presentation: Dhematemesis

&/melena 3wout ↓BP if sudden .

⑨Anemia (if happened slowely).

same as any ↑ Gi bleedings symptoms).



ca motility disorder

(infection with

Cless common). trypanosoma cruzi

(motility nurons ineoso are dysfunctional) .

parasite) .

Q

②

D ② B

Cliquids+ solids)
.

Cdysphagia is gradual) .

* severe ford retention in eoso,
can

FireLesopen suddenlythen closeegar

gitation.

D

D -same presentation of achalasia
but cause is cancer.

B
Gif tone was very high
>20mmHg = Nutcracker

D
&toexpanded B

essophagus .

+ risk

↳neededeverymonthsthismayEndoscopya of rupture
↳ cuz wall is stiff .

②

6. (fundoplication) .myotomyscutpartsoa

motility disorders
Achalasia scleroderma diffuse E spasm. * scleroderma has

aperistalsis aperestalsis synchronous contractions systemic symptoms

tion of LES. I
non-peristaltic Gerd's symptoms +

like raynauds/other
failure of relaxa- ↓ LES tone normal LES. organ involvement.

* Achalasia may
have

chest pain similar symptoms to Gerds

Dysphagianame
Ican't swallow watert has to

, but dysphagia is very severe

smooth muscle rela
tilt his head upwards &

myotomy of LES I Antireflux drugs , no nts
. (Catchannel Blo.

backwards to assist swallow-

other treatment.
-

(removal) . (fundoplication Can't be done) !I Nitrate........If sever ing)+ tweightloss.
long myotomy.



Other motility disorders :

D ⑫

B Ecalciumis

(if not relieved by meds)
.

blockers

↳phosphodieor

ctype of achalasia).

*Note : scleroderma = systemic sclerosis

it's an autoimmune disorder in which tissue

is replaced with thick dense connective tissue.

= pharyngeoossphal diverticulum. (affects visceral organ st skin vessels) : it's most

visible feature is hard skin.

I

#posodiverticulaisuste -Killiam
tomotilityproblem. . .

upper 2080 .

labove cricopharyngeous muscle)

D ② ③ Q ⑤

↑ ·↳UI Ecuzfood
is

is

* physical exam insignifi-

(in LES).
Cant. Gutiftolargea main

* imp exam P !
D & 03 &

· 5825d ↳ to avoid recurrence.

·

. jas-

Diverticula

itswhenabuge
forms in a wal. . .

& Diverticula
-

S false -
True

Bulge caused by a force

bulge is caused by an

inside lumen pushing only [d &
external force , forcing mucosa s submucosa out

all layers of wall out
(pulsion) .

(Traction) ↳ #



ebenign .

-> malignant.

(smooth muscle
- appear as smooth filling defect c causingamechanical

dysphagia.

↳· D ② ③

·
-

③

lif tumor is in thoracic part) .

~more

eso neoplasia
-

↓

Benign- malignant.
J ~epithilial nonepitheliateles SCC Adenocarcin

· in mucosal layer. ma .

- in glands = Barrette
· m/c worldwide (African men)

-* dysphagias pain .

Smoking, Nitrosamines,, se · America (white

men) .

s

· ↓ Y3.
Diagnosis:

· Gerds+ Obesity.

-BariumSwallowSmoothmucfillingpresentation - pain, dysphagia,cost

defect (regular).

*diagnosis.Bariumirregularfilling defetis

-

#only resect if symptomatic/) 5cm .

*treatment :

①Barrettes- endoscopic mucosal resection/

stages abration .

Temucosatsub.Neoadjuvent
hemorala

emuscularsa
-mets(resectable). G esophagectomy - no if met/eoso--fistula.34a

46emetst non .res. ⑤ palliative: stents scryotherapy .



7 
 

*malignancysmen)women

* adenocarcinomae cancer

in glandular tissue lining
an organ eximucosa.

* mucosal layer in eso. is made
of squamous cells.

Q ② * so both adenos scc are in
-

mucosa
, but one is in theglands

↳Barrette
.

sone in squamous cells.

~

types squamous cell carcinoma

↳ D
D ② B D ⑤ ⑳

(inm2/3).

↳o

(in asian food).

(ind Y3)

D ②
cusually locally advanced in lymph nodes/regional invasion

(progressive) .

SCC Adenocarcinoma

D Er in mucosal layer mucosal layer

squamous cells mucosal glands.
B viy

Africanmaea b white males

mc america
.

③ Cendoscopic ultrasound).
upper 2/3 of eso. lower Y of ess

⑭ (metastasis)
.

Alcohol, smoking , achalasia Gerds,Obesity
HIV, EBV S nitrosamines

.

B (tve emission tomography) .

↳unknown origina

D

②
↳ No point in opening his

= bodysremovingorganifana

B
↳tod size of tumor nof lymph

so it becomes easily nodes affected.
resectable.

Q - after surgery.

B
↳ if we can't do

excession surgery
we do pallitive
(things that help with

symptoms).



The stomach
angle of His

DAnatomy : it's in the left upper quadrant . (intraperitonealtum).

called that
·

cur it's closeArterial supply to diaphram
->

↓
↑

-heart.

V

lesser cur

vature greater fundus pylorus others
curvature

W

L. BR. gastric L .SP
. shortgas-gastodou--Posts

(Body

arteries. Gastroepipparties. artery-Linf-

phrenicd
↳ it communicates with portal

(dilated eoso . Veins). Besophageal veins.

portaa

* Note : arterial supply of stomach comes from around the curvatures.

#Leftvagus nervegesanteanteriorvaga sa
celiac

gal trunk.

#Ant.Nerveofataerumpyrussensorya
cut ; food will stay instomach cobstructions.*Criminaneveofgrassesuppliesbodyofthestomachmoa of latarget.

- Criminal is usually left in vagotomy causing ulcer recurrence

hepaticPerve
.
↳+ post respo

nsible for gastric&function : grassi . posistricene
muscle motility.

* to secrete acids. (by parietal cells in body+ fundus).

·

e
# parietal cells are stimulated by vagus nerve (it's responsible for 50%

of acidity.[Vagus itparietal).

Aparietal cells also secrete intrinis factor for B12 absorption .

* Cheif cells -in body make pepsinogene with acidityspepsin - protien digestion. CCK Zinhibitors

* mucus cells- in distal stomachHosmucus for protection .

rat
↓ Secretin

⑧
parietal cells ⑧ soma

& ↓ 50% ·
stimulated by inhibited by cinhitor

-

VagustMarietalco

tosta

D Vagus nerve (50%). ① somatostatin . [pilizocterotide]

② Histamin on He receptor.

&Prostaglandin
·

⑳
prostagla

③CK . Gastrin ndins
③Gastrin. (from G-cells)

. Dsecretin (G cells) .

2
#receptor. [inhibitors]
-

[piliemisopros-
50% tole] .

Histamine.

* Note: NSAIDS ↓ prostaglanding-Pacidity.



Peptic ulcer disease
=> Ulcer : a mucosal defect that reaches submucosa

. (if it was only in mucosa ecrosion) it can be in

doudenumorstomachwall of upper part of doudenum.membergastodoudenaarst ·mcCausePU,
- peak age : 55-65. partofdoud Sodoudenaueras

~

& pathophysiology :

①Paciditydue to : Tuagal stimuli/↑gastrin/prostaglandin.

② protection against acidityedmucous production /direct damage to mucosaischemia

e causes

MC
↓

thectorssmokingTD80% Hpylori
& 12% NSAIDS .

⑦stress ulcers (multiple, superficial
infundus from ischemia).

#if acidity ↑ it'll usually cause do
udenal ulcer Iprotectionsgastric

(of gastric ulcerse- Culcers above antrum closs of protection ,
below e acidity).

#gastrickersmsiteisincisoraangularisinthe lesser curvature betweenois

cantrumusuallyhasprotectiona
& why ulcers in it form due to ↑ acidity.

Cany ulcer in any part of stomach if it was caused by NSAIDs)

H pylori
· It.pylorie G-ve Spiral Jacteria

, it produces enzyme = Urease which transforms area to ammonia Calkal

ine) It usually lives in antrum causing an infecton called antral gastritis- lowers stomach's protections
ulcers + Ammonia stimulates gastrinePacidity

* H . pylori is ↑in ↓ socioeconomic class (cuz ofa food hygiene-

* Trisk with age(peak? 55-65 yrs). *dyspepsia :
#

presentation : Beckinglystays
Dpeptic ulcer

. Odyspepsia Onausea I vomitting. Oearly statiety .

* Note : H - pylori can cause gastrit
iss inflammation distrupt stomachBabdominalpanepigastric eitherradiatethelettorbac pain if gasticshe liningdistrusnervesresponsea

# food 4 gastric ulcer pain mechanically cuz it I acid production,
but as

food reaches doudenum it will have buffered the acid-> decreases doudenal ulcer
pain . Calso food increases Ad secretion by parietal cells in the stomachs Alkaline
secretion in doudenum from pancrease).



Diagnosing H.pylori :

①physical exam : insignificant .

⑫ Tests

V 2

UreaBreath test Endoscopy fecal antigen serology
(invasive) test .

- lookfor Hpyrantte
-Done for ppI with

- setback: test can still
risk of cancer ex :

bethe in treated ps.
old ps.

-take biopsy from ant-

rum to :

Dsee bacteria from Gem-

Sia or culture.

②locate uker if present.

③rule out other diseases.

③ H. pylori treatment:

*Triple therapy for 2 weeks.

re
cap'

2 Gold standard : Quadriple therapy :
Note:andicespecificfras

- Triple+ Bismoth Cantibacteriall .

-used when triple doesn't work.

* Repeat EGD after 6-8 weeks to check Hopylori ,
if still present-give triple again for 2 weeks

then at 6-8 weeks EGD
,
if still there 2 weeks of triple again ,

then 6-8wEGd if still surgery.
Antisecretory therapy:given inditiontopyloritreatment

o is

Q (many side effects).

⑫

③ (most effective) .

④ (protects stomach wall).

⑤
↳MOA-

06

· other causes of ulcers- their treatment : I pylori complications-

PNSAIDS : Stop them.
Dacute gastritis.
②chronic antral gastritis (cau.

②Alcohol/smoking acessation.
ses peptic ulcer).

③stress ulcers - usually appear in fundus due to shock/ischemia. ③chronic atrophic gastritis-iner-
⑨ Tickecalled cushing ulcer clue to vagus stimulationsacidulcers eases risk of gastric cancers

⑤Burne called curling ulcer
. C reduced blood flow to stomach) . gastric lymphoma.



(for peptic ulcers
①Truncal vagotomy : cut

D all branches of vagus inc
D luding hepatic s celiac .

②
②Selective: X cut heat an

③highlyselective: onlya
parietal cells.

· pyloroplasty: cutting pylo-
ric sphincter to hide effect

-

truncal).
of cutting nof latarget.

Q D ② D dumpingSyndromaing
⑫ G(less risk of complication).

↳ if we had to remove

joudenum.
*Avaiunderdiaphrase
↳happensonly if gastrico ant a

lfulcers). mentum : pata

D TXR
(m/c in gastric ulcers)

.

&

D

⑫

D ②

miantibiotics.

② HSV+Anter Truny

Npo+ Nasogastric tube-lavage .

D R

B
- (gastric outlet obstruction).

*upper gi series

D ② D ② ⑪ same idea of easo

phagogram (Barium),

8
-

Clarages.
but for eosostomach① - + upper small intestines.

①

*symptoms ofgastric obstruction:

-> vomitting
- ↓ Bowel motion.

(diagnosisrequiresimaginga
(Treatment-Npo, NC, luf (wait till

it resolves) if noteEndoscopy (open it

Ifnotsurgerycause obstruction through
- inflammation-edema
- inflammation scarring- strictures

,

- inflammationmusde spasms .



Gastric neoplasia
Cancers (Gastric carcinomal

~ othersAdenocarcinoma (95%) ↓ &
d · Lymphoma(5%)

intestinal (60%)) . Diffuse(30%)
- due to Environmental-heriditary. eventually causes thick

· gastrinoma .

- m/c with age +men-diffuse. walled stomach by
· Gist (gastrointestina

,

a
- antrums pylorus. - youngwomen (m/c).

fibrosis we call the act, nerves,
vessels,

-either looks like - worst wa!: ducts.
an ulcer culcerative - poorly differentiated signet
types/masse exophytic. ring cells. "linitis plastica".

* Note : gastric cancers are 40%

-maledintestinacutspred * loss of E-cadherin in
antral .

①transmural
(through stom- stomach wall is linked to
ach wall). adenocarcinoma.

- Hematogenous spread. ②lymphatic. irish nodes↳ Environmental risk

factors :
D ② sismarys

⑬ ① ⑳ ⑦ B
virchows.

⑨ Do D D

HNote : ↑inflammation-> Atrophic gastritis e intestinalmetapl leser trelat

sma :intestinal gastric adenocarcin ·is
Krukengberg

D ② B

(postprandial pain) .

acanthosis .

D ②
poorly differenti-well-differenti
ated (4 grade) - ated .(Agrade

B ⑭ ⑤
+mets to uterus act diff from norm-actsimilataal cells.

D ⑫ spreads+ more grow slowly.

more aggressive. less aggressive

respondsbetter todoesn'tresponse
-

* mc organ for stomach cancer

TtumorsizeSexteta to spread in:

* staging laparascopy : Oliver 444@peritonium↑↑

-it increases stage that's why it's imp ③lungsJones 4.

- (you can estimate the stage of cancer forex. 2

from other techniques,
but when you

do staging lapro-
it might discover new metastasis I staffe increase

stageto 3)(this happens in 25 % of cases)
.

D ②

L
remove all surrounding tissues & lymph nodes

D ② -

-if we can't remove them,we do palliative ExR)
.

·Note:incolon Canceriftherewas
liver mets,

,
isstas



other neoplasia

Gastriclymphomabenigsoma-caused by Hpylori

*If we havea grade lymphoma we can treat it with H. pylori triple therapy .

*If high grade- chemoradio

Note : it's a non-Hodgkin lymphoma.

②GIST:

gastrointestinal stromal lymphoma . Coriginated from intestital cell of cajal

* CKITSCD3+ are markers of GisT (they're cell surface protiens that are overexpressed
in GIST) .

* imatinid (CKIt inhibitor) can be used for therapy.

③Gastrinsma: (benign/malignant) .

=> 50% malignant ,
50% multiple. classified as neuroendocrinetumors cur theyre

similar in characteristics to pancreatic cancerous cells .

tumor of the G-cell that produces very 4 levels of gastrin parietal cell hypertrophy
-> ↑ gastric acidity- atypical peptic ulcers ↑ Secretory diarrhea.

· Atypical peptic ulcer : Dunusual loci : esophagous, jejunum

multiplerefractory to theryin

#Zollinger Ellison Syndrom.
(ZES) : when p. has Gastrinomax Atypical peptic ulcer

.

*Gastrinsma can be familial : MEN1 syndrome - 3ps : pituitary tumor
, hyperpar

athyroidism (4ca), Pancreatic neuroendocrine tumor (Gastrinomal
.

(so if a p.
has gastrinoma I check cat levels to see if it's Men 1 syndrome).

#gastrinoma is mainly a pancreatic tumor
,
but it can happen in any part of gast-

rinoma triangle (includes: doudenum
, pancrease S pylorussantrums me doudeham

.

· Diagnosis of Gastrinoma :

D Gastrin >1000 (normal 0-180 adults 8125 children)
.

~

②If secretin stimulates stomach acidity (it normally↓ it).

③Acidity test . PHC2 . (normal empty stomach PH 1 .5-3, here it has to be2 +other symptoms,
it's not diagnostic alone

.

⑨Imaging to locate tumor.

*Treatment is surgery,but if we can't we give meds to ↓ acidity like somatostatin/ppis .

·Note : Somatostatin & Diarrhea s acidity.



(weightless science).

18 .5-24 .9 normal)
. (super obesityL 50).

-

Cidiopathic intracranial HTN) .

obstructive see

Osteoarthritis .

(non-surgical) .

D ② ⑬ D

orliat
surgeries

↓ ↓
restrictive malabsorptive.

↓ size of stomach. Nabsorption of food.

D D ↓ food intake.
smore effective).

when do we

D

do it ?

&stomach useda

*it ↑ risk of Gerds
↳of excess weight. due to ↑ pressure in

LES .

D ② ③ ⑭

Escar Stomach. L device connected
8 outside to adjust band side.

D 50ij Hundus sbody + also laparoscopican

188% of stomach is removed) * It's good because grelin receptors on

Stomachareremovedwiththerese
is

*we do a gastric sleeve,

but we also remove loud-
enum (where bile for digest

⑬3 cold malabsorptive procedure).Reux en +sleeve ion is secreted)s we jo in

Stomachum
+ restrictive. amount only) .

* Note: protien is

D D furtherdigesteis

Livercirrhosis cuz bile goea a

⑤ (BeststocSee

D ⑳ B

O ⑳ ⑰ ↳cuz we made perforations 62 parts of intestine

Spulmonaryarm
initwhen we cut smalin a

thatjointnarrowinaa



D fluids
↑

↓↓
from blood

rosmol- to small
intest.D (75 %) .

-arity
chyme

-N
· symptoms :

Edigested food
after eating in afew mins

in stomach.

3 hfluid in Blood =↓BP .

-> 4HR
, YRR

,
diarrhea

ing ge Ausuallyafteringeinone

D * ↑HR TRRBloodSugarTht
* remebere insulin helps cells

D ② (insulin sugar in Glood)
.

absorb glucose from blood.

(dizziness, blurring of vision). * hypoglycemia - sympathetic
Stimulationepinephrinesor a
thisKeepsugarin bloodsoiis it
alsosymp. ↑gluconeogenisisis

D ②

cliquids- emptyinis
Locterotide) .

*Note: normal blood sugar levelbeforemealio oless than 100.

aftermasbecausesugarincarbsis asain



②

D

·
err

↑ Startsgoingbalente

② pancreas .

smallintestenterowth.

(Both chronic s acute).

*In chronic-obstruction is slow so it doesn't go back to organs,but it causes stasis &

bacterial overgrowth CSIBO) LN/ Bacteria causes : Deconjugation of file salts (fat malabsorption steatoheal

②Eat VBI2 edifficiency+ megaloblastic anemia.

3 Isame as dumping
but the opposite way

* Bile & pancreatic secretions
secrete in doudenum

,
due to

removal of pylorus.

D green/yellow

mitseparatestee e

B vagus : Xmmc+↑ bile when peats .

mmC

D ②

(m/c in Bariatrics).

D -> megaloblastic anemia.

D liron dificiency anemia) . Ciron absorptiondoudenum)
.

⑤ clipid soluble Vitamins).they'reabsorbedindoudenumasa

testine
·

Cex. ↓pancreatic lipase, Bile emulsification...)
.

*migrating motor complexes(mmc) :
G

wave of peristalsis that happens along Gi tract during fasting

whenwgunhimdigestionsarrhea)
*obstruction of bile flow-jaundice ,

because tile has bilirubin Ca result of RBC death)
,

in obstruction bilirubin (yellow) stays in blood.
* Bile is made in liver I storedsecreted from gallbladder to doudenum .

* Bile components: 98% water+ Bile salts& phospholipids (for fat emulsification)Bilirubin +

Electrolytes(to maintain it's alkaline pH).



(midgut) . Conly upper Y2 of doudenumeforeguteceliac artery).

(intraperitoneal but part
ofdode is retra)

.

D -> ②

↳doesn't drain
.
SI

D ⑫

③

-

mucosaesubmucosa-muscularis
eserosa .

* Note : doudenum has the widest lamen .

plicae circularis :

Mum
vagusthormones. D

D
②

->

mmc (prevents bacterial overgrowth+cleans int .)
.

D Q ②
②

D D

②
· ex. trypsin.

B Saliva D ②

D D

② B Q

D

coudenum) .

↳itfindsin stomach thenests
Enteroendocrine&

cells:gastrie Panethel
motilin...

Gerse ↑ surface area s

~ imp-distal doud.

·: * in jeujenum sterminal ilium indoudenumenzymesleaige
fordigestion absorptionnot there are special folds of

Mapp
seconta

* Note : Gile does emulsificationrensharereleaseaspart of laminal mucosa called plica circularis

&III)missenar plexus missner nervoussystems of fat (dissolve fat).

submucosaTree (fibroelastic ct for * Note : in surgery
it's ok

*atsaboreness dingPancreatengactivate
strength,

imp foas see to suture small intest. Enteropeptidaseinvillion
->

thick inner circular ineanastomosispart! Spancrease.

& layer.

///////////Auerbachdesa
<thinlongetuda

visceral peritonium Serosa


