Types of patients:

1. acutely ill patients require a rapid, targeted evaluation (‘airway, breathing, circulation, disability,
exposure [ABCDE] assessment’) for life-threatening disorders.

2. patients who are stable, including those initially assessed by the ABCDE approach, should have a
full history and clinical examination, alongside basic tests relevant to the specific presentation.

ABCDE Assessment (Primary Survey):

prompt identification of life-threatening pathology with immediate management of any abnormalities detected

used for patients who appear unwell or are unresponsive, or exhibit evidence of acute physiological
derangement on basic observations (HR, RR, BP, arterial oxygen saturation [SpOz2], temperature)

Figure 10.1 C-ABCDE approach
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Behaviour Response Score

BN

Eye opening Spontaneous
To speech
To pain
No response

Best response: verbal  Fully oriented
Confused speech
Inappropriate words
Incomprehensible sounds
No response

Best response: motor  Obeys commands
Localises to painful stimulus
Withdraws from painful stimulus
Flexes to pain (decorticate)
Extends to pain (decerebrate)
No response

Severity of TBI Minor brain injury 13-15
Moderate brain injury 9-12
Severe brain injury 3-8
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& Clinical tool
The ABCDE assessment

What to look for
A Al way

A1l Ask ‘How are you feeling?'
If patient can speak nomally, airway is patant — move
siraight to B.

A2 Assess for airway obstruction

= | ack of airflow at the mouth (complete obstruction)

= Throat or fongue swelling

# (Gurgling, snoring, choking, stridor

= Pargdoxical breathing (indrawing of chest with
expansion of abdomen on inspiration; vice-versa
on expiration)

Only move to B once airway patent

B. Breathing
B1 G ve high concentration O, initially if hypoxaemic

B2 Assess rate, depth and symmetry of breathing
noting:
= Poor respiratory effort: LLRR, faeble, shallow
Breaths
= High respiratory effort: RR =20/min, use of
Accessory muscles, visibly tifng
= Asymmetrical chest expansion

B3 Check for tracheal deviation

B4 Percuss and ausculiate chest, noting:

* [Duliness — sugoesting pleural effusion, collapse,
consolidation

= lbreath sounds — suggesting collapse
pneumothorax, pleural effusion

* Wheazo — suggesting bronchospasm
Crackles — sugpasting pulmonary oedema, fibrosis
consolidation

= Bronchial breathing sugoesting consolidation

B5 Record Sp0,

How to respond

If signs of obstruction:

* Gat halp!

* Try simple airway manoauvres: head tiltchin Iift; jaw
thrust (Fig. 2.1)

* Romove foreign bodies/secrations from pharynx under
direct vision

* |nsert Guedel or nasopharyngeal ainvay

If obstruction persists:

* Get expert assistance immediately

= Consider laryngeal mask airway or tracheal intubation

= |n the context of anaphylaxis (see below), if throat or
tongue swelling, give IM adrenaling (0.5 ma)

If respiratory effort inadequate:

s 5ot helpl

* Manually ventilate via bag-valve-mask

= Consider a trial of naloxone, if any suspicion of opiate
toxicity

If severe respiratory distress and signs of tension
pneumothorax (p. 264), perform immediate needle
aspiration.

If widespread wheeze, check for signs of anaphylaxs (see
below) If prasent, manage as dascribed; otherwisg,
give nebulized bronchodilator.

If chronic type 2 respiratory failure or severe chronic
obstructive pulmonary disease (COPD), fitrate fraction
of inspired owygen (F0s) to patient's baseline Sp0. (If
known) or 90—92%. In all other critically il patients,
continue high FiO,.
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The AB
What to look for
C. Ci culation

C1 Check colour & temperature of hands

= Cold, clamimy, blua, motSad?
= Pink and warm?

2 Measure capillary refill time (GRAT)
Prass famly ower fingertip for 5 sec. releasa prassure
fhen record Gme taken for skin o ratum fo normal
coilour
= <2 =aC is normal
* =2 sar suggasts Lperipharal perfusion

C3 Palpate radial and carotid pulsa:
= Tachycardia: =100 bpm
* Bradycardia: <60 bpm (or inappropriately show for
comtext)

* Thraady, weak — suggasting dcandiac output, &g,

- M—swhmhmﬂpnmnrmm
2., early sepsis

4 Measure blood pressure
(5 Assess height of JVP at 45

Co Auscultate the haart for:
* Murmurs

» 3 haart soundigaliop rhythm

7 Attach ECGG monitor and rewiew rivythm:

= Regular broad complax tachycardiz — kel
van ricular tachycardia (VT) (p. 234)

= Regular narmow comgles fachycandia, a.0. sinus
tachycardia, supraventricular tachycardia SVT), a
trial flutter {p. 233

» fmequiar tachycardia — likely ainial forillation
(p. 232)

* Bradycardia =40 bpm, e.g. 2nd or 3rd degrea
atriovenitricular (AV) block {p. 234}

C3 Perform a 12-lead ECG if chest pain
or arrhythmia

D. Disability

01 Check capillary blood glucose (CBE)

[z Record Glasgow Coma Scala (p. 73)

How to respond

In patient= with evidence of shock, e.g. TCRT, cold
panipharies, thready pulse, THA, LBP:

Saoure IV access {large bore if possible)

F ventricular tachycardia (VT), afternpt defibrillztion with
a synchronized OC shock {ask anaasthatizt to sedate if

¥ bradycardia:

= [Ghe aopine 0.5-3 mQ

= i o responss or HR <40/min, get expert help and
consiter IV adrenaling or franscutanecus pacing

F tonguevthroat sweling, savara respiratory distrass,
witdaspread whoeze and/or a new rash, assume
anaphylaxis:

* Stop any potanal rigger

= (Give 0.5 mg IM adranaline {anterolateral aspect of
middla 1/3 of fhe thigh)

= (Give fast IV fuids

= Gat immediaie anaesthetic help

Ofherwisa, give fluid challanga unless avidenca of
pulmorary oedema.

¥ CBG <3 mmoliL:

= Send blood fior fiormal lab glucose maasuremant

= [Giwe immeadiaka IV dexdrose

FlGCs

= Perionm an ABG if any suspicion of hyparcapnia, e g
chironic lung disaase, dapressed ventilation

* [Give 0.8—2 mg N naloone if -Lpupil size or no obvious

Cause
= fzcpos responsa after 1 min and consider further
doses § partial responsa
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: Clinical tool—cont’d
The ABCDE assessment

What to look for

How to respond

03 Taka a ‘3D" history
Description of symptomes
Drugs and allergies
Disordar=/Disabiity prior o fis illness
04 Examine pupils with a pen forch:
* Hilataral pinpoint — suggeasts opicid infmacation or
panine kasion
+ Hilafaral dilsted — sugnests cocaina/amphetaming
or fricyciic antidep assant intoxicaion or siroping
* Unilsteral fivod, ditsted suggests Tintracranial
pressung o 3nd nenva palsy

E. Exposure
E1 Record body temparaturs

E2 Ehmhwﬁprm dignity), looking

» Bleading o mjuries
* [ashes

» Jaundics

» Mediic alert bracalet

E3 Examine the abdomen for distension,
tendernass, guarding, rigidity

If temperature <34=C, confirm cone temparature with
4 low-reading thammomater and start rewanming
mEsasures.

Repaat the ABCDE assessment if  significant abnormality
was noted &t any staga.

Refar to the ralevant chapder for furthar assessment of
specific presentations, a.0. dyspnoaa, shock, chest
pain, 1-GCS, abdominal pain, headache.

Prepared by: Dr. Islam Ismail, TA of internal medicine at AUG




History taking & Physical Exam of Abdomen

GIT SYMPTOMS:

1.

painful mouth: the most common cause is recurrent aphthous stomatitis (painful,
shallow)

mostly idiopathic but can be associated with underlying systemic diseases:

celiac disease

IBD

Behcet disease: multisystemic disease. 100% of patients will have recurrent oral ulcers
(the m.c. feature of Behcet dz. Recurrent: means 3 times or more per year)

SLE

acute HIV infection

neutropenia

micronutrients deficiencies (Fe, folate B9, B12, Vit. C)

drugs eg. Methotrexate

Heart Burn / acid reflux: the most likely dx is GERD

Differentiate heartburn from cardiac chest pain by its burning quality, upward radiation, association with
acid reflux and its occurrence on lying flat or bending forward.

Dysphagia & Odynophagia:

Dysphagia always needs investigation to exclude malignancy!

Key questions to ask?

e Isthe Dysphagia for both solid & liquid from the start (motility) or solid then liquid
(structural)?

e Difficulty to initiate the swallowing movement / cough on swallowing? (bulbar)

e Painful swallowing (odynophagia)? Think of sore throat, esophagitis, or
esophageal spasm

e Is the dysphagia intermittent (spasm) or constant & getting worse (malignant
stricture)?

e Neck Bulging or gurgle on drinking? (Pharyngeal pouch)

Prepared by: Dr. Islam Ismail, TA of internal medicine at AUG



Dysphagia

Oropharyngeal Esophageal dysphagia
dysphagia
DDx: Structural Motility disorders

Bulbar palsy: Lower motor
neuron palsies of cranial
nerves IX-XIl result in
weakness of the tongue and
muscles of chewing
/swallowing. The tongue is
flaccid with fasciculation,

Pseudobulbar palsy:
Bilateral upper motor neuron
lesions of cranial nerves IX XII
produce a small, contracted,
slowly moving tongue &
pharyngeal muscles

with a brisk jaw jerk

Myasthenia gravis:
Fatigability of oropharyngeal
muscles causes increasing
swallowing difficulty after the

first few mouthfuls.

Pharyngeal pouch posterior
herniation of the pharyngeal
mucosa between the
thyropharyngeus

and cricopharyngeus muscle,
and is usually found in elderly

associated with regurgitation
of

undigested food, halitosis, the
feeling of a lump in the neck

Structural causes usually
cause dysphagia for solids

Malignant stricture:
esophageal cancer typically
present with progressive,
painless dysphagia to solid
foods

esophageal cancer
associations:

male, GERD, smoking,
alcohol, Barret's,

Achalasia

Benign stricture:
May be caused by:
GERD

Esophageal web: seen in
iron deficiency, typically
posterior to cricoid

Schatzki rings (benign
idiopathic strictures of the
lower esophagus)

caustic substances ingestion
radiotherapy

eosinophilic esophagitis

motility disorders may cause
dysphagia solids and liquids

Achalasia

loss of peristalsis in the distal
esophagus and LES fails to
relax due to degeneration of
myenteric plexus. Dysphagia
is also associated with_food
regurgitation & wt loss.

Dx: Barium swallow (bird
peak)

Chagas disease

Caused by Trypanosoma
Cruzi. The major symp.
Are Cardiomyopathy & Gl

Scleroderma

Diffuse esophageal spasm
Barium swallow:
corkscrew appearance

Table 11.1 Comparison of signs in bulbar and
pseudobulbar palsy

Bulbar Pseudobulbar
Nasal tone; 'Donald duck’
difficulty forming voice
consonants
(especially ‘R’);
may become
slurred
Weak, wasted Small, stiff
with fasciculation
Jaw jerk MNormal or absent Brisk
Gag reflex Absent Present
Emotions Normal Labile (e.g.
uncontrollable
laughing/crying)

Prepared by: Dr. Islam Ismail, TA of internal medicine at AUG




DYSPHAGIA

Overview

~ [

No
s g
lm

110

2 Suspect oropharyngeal cause?

|

¥
3 Neurological abnormality?

lm

4 Fatigability/muscle weakness?

lm,

5  Abnormality on ENT investigation?

lm,
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4. Nausea & Vomiting:
Nausea is the unpleasant sensation of being about to vomit.
Vomiting is the forceful expulsion of gastric contents often
regurgitation there is appearance of gastric contents without any effort.

Key Questions to ask:

1.

2.

3.

Content of Vomit: recognizable food = gastric, coffee ground = UGIB
Greenish = 1.0. below sphincter of Oddi (Biliary)
Feculent = bowel obstruction or Bacterial overgrowth

Timing of vomiting:

Morning = pregnancy or high ICP (vomiting without Nausea)
1 hr post food = gastric stasis/gastroparesis (DM)

vomiting that relieves pain = peptic ulcer

preceded by loud gurgling = GI obstruction

Associated symptoms:
Fever, jaundice, headache, chest pain, Abdominal pain, diarrhea

4. Duration: if < 10 days: acute (infectious cause?), >10 chronic

Causes

1. Alimentary causes:

Gl infection: Gastroenteritis (GE) is the MCC of acute N&V and
usually associated with diarrhea, fever, Abdominal cramps

GE is most commonly due to viral causes: norovirus, rotavirus,
adenovirus

Bacterial causes of acute GE (vomiting): Bacillus cereus and Staph.
aureus.

Gl obstruction:

4 cardinal symptoms: vomiting, Abd pain, constipation, distension
The charac teristics of the vomitus may suggest the location of obstruction:
food — gastric outlet obstruction

bilious material — small bowel obstruction

feculent material — distal obstruction

Other Gl causes:

Peptic ulcer disease: N&V typically associated with epigastric discomfort/dyspepsia

Gastroparesis: vomiting after food ingestion due to delayed gastric emptying; suspect
this in patients with poorly controlled diabetes/multiple diabetes related complications,
scleroderma or previous gastric surgery.

2. Extra-alimentary causes

—
-

C

8.9 Non-allmentary causes of vormiting

Neurological

Migraines
Vasowagal syncope, shock,

= Raised intracranial
pressure, e.g. meningitis,

-
-

brain tumowr fear and sewvere pain, e.g.
-  Labyrinthitis amnd renal colic. myocardial
Menigre's disease infarction
Drugs:
= Alcohol, opiocids, - Consider any drug

theophyllines, digoxin.
cytotoxic agemnts,
antidepressants

Metabolic/endocrine

- Pregnancy - Liwer failure
= Diabetic ketoacidosis - Hypercalcasmia
= Renal failure - Addison's disease

Psychological

- Anoraxia Nnervosa - Bulimia
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Box 25.2 Clinical / biochemical features often

present in patients with adrenal insufficiency

Symptoms (often insidious)
= | ethargy, fatigue
= Anorexia, weight loss

= Mausea and vomiting
= Postural hypotension

Physical signs

= Pigmentation (skin, mucous membranes)
= \fitiligo

= Postural hypotension

Blood

= Hyponatraemia

= Hyperkalasmia

= Hypoglycaemia (fasting or spontaneous)

= pNormal-anion gap metabolic acidosis (mild)

Other
= History of other autoimmune disorders

CNS causes of N&V

Raised intracranial pressure may produce vomiting, often without nausea. When chronic,

e.g., space occupying lesion, vomiting classically occurs shortly after wakening and is associated

with headache (worse on lying, bending or straining) and papilledema.

In acute causes, e.g., intracerebral hemorrhage, there may be sudden onset headache initially followed by
a progressive decline in GCS. Nausea, with or without vomiting, occurs during episodes

of migraine in ~80% of patients and is often severe; however, headache +/— aura is usually

the dominant symptom.

N&V accompanied by vertigo suggests vestibular or brainstem pathology. Vomiting may also occur in CNS
infection, e.g., meningitis but usually not as the main presenting feature.

Box 30.1 Clinical features of shock

Haemodynamic

» Systolic BP <100 mmHg or a drop of =40 mmHg
from baseline

= Pulse >100/min

Tissue hypoperfusion

® Skin: capillary refill time =2 sec or cold/pale/mottled
extremities

= Renal: oliguria (<0.5 mL/kg/hr) or Tserum creatinine
(acute)

* (CNS: GCS <15, confusion or agitation
= Global: Tlactate (in the absence of hypoxaemia)

=2 of the above indicate shock
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MAUSEA AND VOMITING
Acute nausea and vomiting: overview

224
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Constipation + abdo pain / distension? EI-
lm
Headacha? Ep

d
1@‘

Chest / jaw / arm pain?

I

4 Metabolic abnormality?

I

la

5  Associated diarrhoea, infectious L
contacts or ingastion of ‘suspicious
foodstufis'?
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Cont. of Gl symptoms:

5.dyspepsia/indigestion

Discomfort/epigastric pain centered in the upper abdomen.

Majority of cases it's functional dyspepsia (no identifiable cause) but it's a dx of exclusion
so you have to rule out other causes.

Alarm symptoms: Anemia (iron deficiency); loss of weight; anorexia; recent
onset/progressive symptoms; melaena/hematemesis; swallowing difficulty.

Dyspepsia that is worse with empty stomach and eased by eating is the classical symptom of PUD

Differential diagnosis of dyspepsia

* Non-ulcer dyspepsia * Duodenal/gastric ulcer = Duodenitis
* Oesophagitis/GORD *» Gastric malignancy * Gastritis (p257)

rD}'sphagia or >55yrs* and persistent 7
\_symptoms or ALARM Signs (see p252)
I

Yes iﬂu
Uppercl endoscopy | ! i
( Y "':Stcup drugs causing dyspepsia, &g NSATDs
* | ifestyle changes (p254)

I: Mo further action }1— * (yer-the-counter antacids, eqg magnes-
Improvement | o trisilicate 10mL/8h Fo

L * Review after 4wks

lr'-lu improvenent

PPIs or Hz blockers for dwks —w:r - )
(eg omeprazole 20mg/24h PO or .q—l Test for 4. pyilori
ranitidine 150mo/12h Po). W

Improvement | Mo improvement
( Mo further action :| (Longer-term, low-") e
dose treatment.
Consider upper G1
| endoscopy |
e - e
|:I"-|I|:: further action J-I—Lm rowenmnentd fito Er_'adlc.ateH. pylari
L review after 4 wks )
Mo improwvernernt *. Mot
" Urea breath test. )
L H pydori eradicated? Y,
¥ Yes
" Proceed as for H. pyiorr -ve ﬂ"l
L dyspepsia above y,

As per NICE guidance, patients over the age of 55 with recent onset, unexplained, and
persistent dyspepsia (over 4—6 weeks) should be referred urgently for endoscopy to exclude
cancer.

If there're any alarm symptoms, proceed to do upper endoscopy regardless of age

Lifestyle: Weight loss; smoking cessation; small, regular meals; reduce

hot drinks, alcohol, citrus fruits, tomatoes, onions, fizzy drinks, spicy foods, caffeine,
chocolate; avoid eating < 3h before bed. Raise the bed head.
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Table 6.2 Indications for upper & endoscopy

Diagnostic indications Therapeutic indications
Haematemesis/melaena Treatment of bleeding lesions
Dysphagia Variceal banding and sclerotherapy
Dyspepsia 55yrs old + alarm symptoms or - Angon plasma coagulation for suspected
treatment refractory, p252) vascular abnormality

Ducdenal biopsy (Fcodiac) Stent insertion, laser therapy

Persistent vomiting Stricture dilatation, polyp resection

[ron deficiency {cancer)

if the patient is on aspirin, clopidogrel, warfarin, or DOACS these need stopping only if
therapeutic procedure.

Duodenal biopsy: The gold standard test for coeliac disease. also useful in unusual causes of
malabsorption, e.g., giardiasis, lymphoma, Whipple's disease.

Peptic Ulcer Disease (PUD):

A peptic ulcer is a defect in the gastric or duodenal mucosa that extends through the
muscularis mucosa into the deeper layers of the wall. Peptic ulcers may present with
dyspeptic or other gastrointestinal symptoms (abdominal pain), or may be initially
asymptomatic (70%) and then present with complications such as hemorrhage or
perforation. Acute upper gastrointestinal hemorrhage is the most common
complication of PUD. Ulcer perforation should be suspected in patients who suddenly
develop severe, diffuse abdominal pain. A classic triad of sudden onset of abdominal
pain, tachycardia, and abdominal rigidity is the hallmark of peptic ulcer perforation.

Duodenal ulcer (DU) 4-fold commoner than GU.

Major risk factors: H. pylori (90%); drugs (NSAIDS; steroids; SSRI),

association with blood group O; smoking.

Symptoms: Asymptomatic or epigastric pain (relieved by antacids)

Signs: Epigastric tenderness.

Diagnosis: Upper Gl endoscopy. Test for H. pylori. Measure gastrin concentrations when off
PPIS if Zollinger—Ellison syndrome is suspected.

DDx: Non-ulcer dyspepsia; duodenal Crohn’s; TB; lymphoma; pancreatic cancer

Follow-up: None; if good response to Rx (e.qg., PPI).

Gastric ulcers (GU) Occur mainly in the elderly, on the lesser curve of the stomach.

Ulcers elsewhere are more often malignant.

Risk factors: H. pylori (~80%); smoking; NSAIDS; reflux of duodenal contents; delayed gastric
emptying; stress ulcer, e.g., neurosurgery/head trauma or burns (Cushing’s or Curling’s
ulcers).

Symptoms: Asymptomatic or epigastric pain (relieved by antacids)

Tests: Upper Gl endoscopy to exclude malignancy; multiple biopsies from ulcer rim and base
(histology, H. pylori). Repeat endoscopy after 6-8 weeks to confirm healing and exclude
malignancy.

6.Abdominal Pain
First, Resuscitate & Rule out life threatening/urgent conditions.
Then, you can analyze the pain for non-urgent causes (SOCRATES)
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ABDOMINAL PAIN: GENERAL 0

Upper Abdominal Pain Algorithm

Choledocho- O AR T B ASTIALY

Initial 5,480 Resuscitation F=He
Resuscitation i SN R/O Critical Dx L™ > sce General Abdominal
O Surgary consult? 3 ::_m’ Pain Algorithm
Critical K\ H&P |F\ r?c,. +
itical Action Emergent 5 RN
Condition? \@/ 2/ &/ - Gl Cause? B H&P (Q # Critical Actio
> Stable
asymptomatic ued rupturs. =
opiGaic [reverTi— s U
‘K,.m..:m"‘ " s D Pty vy oo > Pain contrl (opaten)
Syncae, shock Billary Colic 21 N o, i, A B> . Cruecystectomy
Ramal collc mimic Dk homazura) O Comeder Chlecyisn! (outpatient
i (LLQ pain, guasac stook) ~h Unstable
Risk factors (20e. male, moking, = Bedside U'S
b6 O N ot
0 e ¢ > Pain control/
Cholecystitls 0 Wi - htibones

= Swgery corsult —+ OR

Risk factors: skdedy, stickogy. 1540 towt) - sdosi
hhie e 2 Labs: Met acidosis. Nithlasis
i b TWEC. THb, Tamylase,
= m guasac +, TLDH, TLactate Cholecystits +
Mesenteric Gt bleading [SMA supplies R colon} w2 CTAP¥s Angiography o o Cholanglogram
Ischemia Lata: pasitoneal sgns = IVF/ABx/anticoag Gallstone P ERCH pupilctomy
o , » Dapusecioe Pancreatitis > hscend cholangts
= Surgery /S Wevusc, Al
Ascending P
O Sudden onset iham. sewsre abdominal pain = Upright CXR: free air o Dok + AV + dhoch]
[ oumrichuy ; Pl Cholangits Roymolds pomtod
Bowel O Motionless, +disass - = Antibictics
Perforation = NG suction
= Surgery C/S 2 Resuscation
0 WO DO Gabtnes (e sovel 3 NPOIVINNG!
O fpmgmtrs pn ranfute o baih. /S = o gallstones
Galicky sbdosminat poin = AAS: cbstructive pat- Pancreatitis gz"_’:;;_h""" >
x E: mulﬂuldlev,:: o [ ™ Pain control
Vormating (bilcas, fuculent) g Decompression (1 O tamplesn thpase. |4 totary! Abe?
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= Surgery consult
O IO heartm, styecal arggra wetes 5 Uestyle &
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neaded pocterron jurt| > Complications)

Focused
Evaluation
O Acute hepatitiy

m—’l Sea Upper Abdominal Pain Algorithm |
O Uwr abscons

m—>I See Lower Abdominal Pain Algorithm I g m":(umml sided pan’
o B | e

See Pelvic Pain Algorithm

Site: Visceral abdominal pain is poorly localized in the midline (conducted via sympathetic splanchnic nerves)
Somatic pain from the parietal peritoneum and abdominal is localized to the area of inflammation.
(Conducted via intercostal (spinal) nerves)
foregut (stomach, pancreas, liver and biliary system) is localized above the umbilicus.

Central abdominal pain arises from midgut structures (small bowel and appendix)
Lower abdominal pain arises from hindgut structures (colon)

Onset, Coarse, Duration
sudden onset of severe abdominal pain, rapidly progressing to become generalized and constant, suggests a
hollow viscus perforation (eg perforated PUD), a ruptured abdominal aortic, aneurysm or mesenteric infarction.

Character:
burning or gnawing, as is typical of gastroesophageal reflux and peptic ulcer disease, or colicky, as in the cramping
pain of gastroenteritis or intestinal obstruction.

Radiation:

Pain radiating from the right hypochondrium to the shoulder or interscapular region may reflect diaphragmatic
irritation in acute cholecystitis

Pain radiating from the loin to the groin and genitalia is typical of renal colic.

Central upper abdominal pain radiating through to the back, partially relieved by sitting forward, is common in
pancreatitis.

Central abdominal pain, which later shifts into the right iliac fossa, occurs in acute appendicitis.

The combination of severe back and abdominal pain may indicate a ruptured or dissecting AAA.

Associated symptoms
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Other gastrointestinal symptoms — We ask about associated nausea, vomiting, diarrhea, constipation,
hematochezia, melena, and changes in stool (eg, change in caliber).

For patients with right upper quadrant pain or concern for liver disease, we also ask about jaundice and changes
in the color of urine and stool. The bowel habit is an important part of the history for chronic abdominal pain.
irritable bowel syndrome (IBS) often presents with swings between diarrhea and constipation, a pattern that is
much less likely with organic disease.

eGenitourinary symptoms — Patients with symptoms such as dysuria, frequency, and hematuria are more likely
to have a genitourinary cause for their abdominal pain. Exclude Genitourinary causes in Females

e Constitutional symptoms — Symptoms such as fevers, chills, fatigue, weight loss, and anorexia would be
concerning for infection, malignancy, or systemic illnesses (eg, inflammatory bowel disease [IBD]).

eCardiopulmonary symptoms — Symptoms such as cough, shortness of breath, orthopnea, and exertional
dyspnea suggest a pulmonary or cardiac etiology. Orthostatic hypotension may indicate early shock or be
associated with adrenal insufficiency.

Timing (coarse/duration)
During the first hour or two after perforation, a ‘silent interval’ may occur when abdominal pain resolves
transiently. The initial chemical peritonitis may subside before bacterial peritonitis becomes established.

Change in the pattern of symptoms suggests either that the initial diagnosis was wrong, or that complications
have developed. In acute small-bowel obstruction, a change from typical intestinal colic to persistent pain
with abdominal tenderness suggests intestinal ischemia, e.g., strangulated hernia, an indication for urgent
surgical intervention.

Exacerbating and relieving factors

Pain exacerbated by movement or coughing suggests inflammation (peritonitis?). Patients tend to lie still in order

not to exacerbate the pain.
Patients with colic typically move around or draw their knees up towards the chest during painful spasms.
Biliary and renal ‘colic’ are misnamed, as the pain is rarely colicky; pain rapidly increases to a peak intensity
and persists over several hours before gradually resolving. Biliary or renal colic is usually promptly relieved
by parenteral analgesia.

Causes of epigastric abdominal pain

Causes of right upper quadrant (RUQ) abdominal pain

Epigastric

Clinical features

Comments

Acute myocardial
infarction

Acute pancreatitis

Chronic pancreatitis

Peptic ulcer disease

Gastroesophageal
reflux disease

Gastritis/gastropathy

Functional dyspepsia

Gastroparesis

May be assodated with
shartness of breath
and exertional
symptoms.

Acute-onset, persistent
upper abdominal pain
radiating to the back.

Epigastric pain radiating
to the back.

Epigastric pain or
discomfort is the mest
prominant symptom.

Associated with
heartburn,
regurgitation, and
dysphagia.

Abdominal
discomfort/pain,
heartburn, nausea,
vemiting, and
hematemesis.

The presence of one or
more of the following:
postprandial fullness,
early satiation,
epigastric pain, or
burning.

Nausea, vomiting,
abdaminal pain, eary
satiety, postprandial
fullness, and bloating,

Consider particularly in
patients with risk
factors for coronary
artery disease.

Assoaated with
pancreatic insufficiency.

Occasionally, discomfort
localizes to one side.

Variety of etiologies
including aleahol and
nonsteroidal
antinflammatory drugs
(NSAIDS).

Patients have no
evidence of structural
disease.

Most causes are
idiopathic, diabetic, or
postsurgical.

RUQ

I Clinical features

I Comments

Biliary

Bikary colc

Acute cholecystitis

Acute cholangitis

Sphincter of Oddi dysfunction

Intense, dull discomfort located
in the RUQ or epigastrium.
Assocated with nausea,
vomiting, and diaphoresis.
Generally lasts at least 30
minutes, plateauing within one
hour, Benign abdominal
examination.

Prolonged (>4 to 6 hours) RUQ
or epigastnic pain, fever.
Patients will have abdominal
guarding and Murphy's sign.

Fever, Jaundice, RUQ pain.

RUQ pain simdar to other bliary
pain.

Patients are generally well-
appeanng.

May have atypical presentation
in older adults or
immunosuppressed patients,

Biliary type pain without other
apparent causes.

Hepatic
Acute hepatitis

Perihepatitis (Fitz-Hugh-
Curtis d €)

RUQ pain with fabigue, malaise,
nausea, vomiting, and
anorexia. Patients may also
have jaundice, dark urine, and
light-colored stools.

RUQ pain with a pleuritic

Liver abscess

Budd-Chian syndrome

Portal ven thromboss

pain is etime
referred to the nght shoulder.

Fever and abdomnal pan are
the most common

Vanety of etiologies indude
hepatitis A, alcohol, and drug-
induced.

Aminotransferases are usually
normal or only shghtly elevated.

Risk factors indlude diabetes,

Symptoms include fever,
abdominal pan, abdominal
distention (from ascites), lower
extremity edema, jaundice,
gastrointestinal bleeding,

Symptoms include abdomanal
pain, dyspepsia, or
gastrointestinal bleading.

and/or hepatic encephalopathy.

yor
pancreatic disease, or kver
transplant.

Vanety of causes.

Chrical mandestations depend
on extent of obstruction and
speed of development. Most
commonly assoaated with
cirrhosis.,
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Causes of lower abdominal pain

Lower abd Loc Clinical features Comments
right lower pain O patients
quadrant initially that radiates | present with
to the right lower epigastric or
quadrant. Assoaated | generalzed
with anorexia, abdominal pain.
. nausea, and vomting.
Ca.uses Df Ieft llppel' quadfant (LUQ) ﬂhdﬂmlnal Diverticulitis Generally left lower Pain usually constant | Clnical presentation
pam quadrant; nght lower | and present for depends on severity
quadrant more several days prior to | of underlying
common n Asian pr May Y process
LUQ Clinical features Comments patients have assocated and whether or not
nausea and vomiting. | complications are
. . - . present.
Splenomegaly Pain or discomfort in | Multiple etiologies.
Nephrolithiasis Either Pain most common Cause symptoms as
LU_Q’ left shoulder symptom, vanes from | stone passes from
pain, and/or early mild to severe, renal pelvis to ureter,
s atiety. Generally flank pain,
but may have back or
Splenic infarct Severe LUQ pain. Atypical sbdominal pain.
presentations Pyelonephntis Either Associated with
X dysuria, frequency,
common. Assodated urgency, hematuria,
with a variety of fever, chills, flank
pain, and
unde_rl.vlng costovertebral angle
conditions (eg, tenderness.
hypercoagulable Acute urinary Suprapubic Present with lower
state, atrial retention abdomnal pain and
. discomfort; inabiity to
fibrillation, and ke
splenomegaly). Cystitis Suprapubic Associated with
+ : P dysunia, frequency,
Splenic abscess Associated with Uncomm on. May.a\se P aed
fever and LUQ be associated with hematuria,
tendemness. splenic infarction. Infectious colitis Efther Diarrhea as the Patients with
p i Clost ich
Splenic rupture May complain of Most often symptom, but may difficiie infection can
LUQ, left chest wall, | associated with 3::;‘"‘:;3“”"::" DI::*“‘ '*“::“ .
. al pam, wi abdomen a
or left shoulder pain | trauma. may b severs. peritoneal signs in
that is worse with the setting of
. perforabion and
inspiration. § colitis,

7. Abdominal distension:

2&11 Causes of abdominal distension

Factor Consider

Fat Obesity

Flatus Pseudo-obstruction, obstruction

Faeces Subacute obstruction, constipation

Fluid Ascites, tumours (especially ovanan), distended
bladder

Fetus Check date of the last menstrual penod

Functional Bloating, often associated with irmmitable bowel

syndrome

Diagnosis Comment
Comirmion
Hepatic cirmrhosis with portal Transudate

hypertension

Intra-abdominal malignancy
with pertoneal spread

Uncommorn

Exudate, cytology may be
positive

Hepatic vein occlusion
(Budd—Chian syndrome)

Transudate in acute phase

Constrictive pericardrtis and
other right heart failure

Check jugular venous pressure

and listen for pericardiic rub

Hypoproteinasmia (nephrotic
syndrome, protein-losing
enteropathy)

Transudate

Tuberculosis pertonitis

Low glucose comtent

Pancreatitis

Very high amylase content
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Ascites: Fluid collection in the peritoneal cavity
Uncomplicated ascites

Ascites that is not infected and which is not associated with the development of the
hepatorenal syndrome. Ascites can be graded as follows:

Grade 1 (mild). Ascites is only detectable by ultrasound examination.

Grade 2 (moderate). Ascites causing moderate symmetrical distension of the
abdomen.

Grade 3 (large). Ascites causing marked abdominal distension.

Refractory ascites

Ascites that cannot be mobilized or early recurrence of which (that is, after therapeutic
paracentesis) cannot be satisfactorily prevented by medical therapy. This includes two
different subgroups.

Diuretic resistant ascites—ascites that is refractory to dietary sodium restriction and
intensive diuretic treatment (spironolactone 400 mg/day and frusemide 160 mg/day
for at least one week, and a salt restricted diet of less than 90 mmol/day (5.2 g of
salt)/day).

Diuretic intractable ascites—ascites that is refractory to therapy due to the
development of diuretic induced complications that preclude the use of an effective
diuretic dosage.

To determine the cause of Ascites, you need to analyze the ascitic fluid for:

1.

Cell count with differential

corrected neutrophil count >250/mm3 PMN cells= SBP, you have to do C&S and start

Antibiotic.

The WBC and neutrophil counts need to be corrected in patients with bloody samples

(traumatic). One WBC should be subtracted from the WBC count for every 750 red

blood cells to yield the "corrected white blood cell count," and one neutrophil should

be subtracted from the absolute neutrophil count for every 250 red blood cells to

yield the "corrected neutrophil count"

Total protein

Ascitic fluid can be classified as an exudate if the total protein concentration is 22.5

or 3 g/dL and a transudate if it is below this cutoff.

Albumin (SAAG)

The serum-to-ascites albumin gradient identifies the presence of portal HTN or not
Albumin and Protein in Ascites

Causes SAAG A scites
T. protecin

Cirrhosis, liver failure, = 1.1 7 LS

Budd-Chiarn syndrome,
myxedema, and SBP

v
Y

Right heart failure

y
N N
u W

TE peritonitis. <
bactenal/fungal

peritonitis,

nephrotic syndrome,

pancreatitis, and

pcl'iu)ne;ﬂ carcinomatosis
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SAAG = Albumin in serum — Albumin in Ascitic fluid
If > 1.1 then the ascites is due to portal HTN
If < 1.1 meaning there's high level of Albumin in the ascitic fluid and no portal HTN

8. Gl Bleeding

UGIB: may present Hematemesis (vomiting of fresh blood or degraded
brown coffee ground) or Melena (black, tarry, offensive stool)

Oral iron and Bismuth can also cause black stool.

t;;—) 8.19 Causes of upper gastrointestinal bleeding
™
= GFastric or duocdenal ulcer = [Desophagogastnic varices
= Mallory—Weiss oesophageal = [Jesophageal or gastric
tear cancer
= [Desophagrbs, gastritis, = Vascular malformation
duodenitis

Peptic ulcer is the most common cause of upper Gl bleeding (50%) and an important cause of
massive hemorrhage.

LGIB: Hematochezia: passage of Fresh rectal bleeding and indicates a disorder in the anal canal, rectum

or colon. However, 15% of cases result from massive upper Gl bleeding.

8.21 Causes of rectal bleeding

= Haemomhoids = |schaemic colitis

= Anal fissure = Complicated divertcular
= Colorectal polyps disease

= Colorectal cancer = Vascular malformation
= [nflammatory bowel disesase

Anorectal bleeding (hemorrhoids, anal fissure, perianal Crohn’s disease and anal cancer)
typically presents with intermittent episodes of minor, fresh bright red bleeding during or after
defecation, which is not mixed with the stools.

Colon bleeding: stool mixed with blood

Diverticular disease is the most common cause of severe acute rectal bleeding and typically occurs in older
patients.

Angiodysplasia (arteriovenous malformation) an important cause of severe lower Gl bleeding
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Haematemesis: overview

i<||

Urgent UGIE
Active bleeding, features of shock Yes _
2 ——p  after adequate —==p
or suspecied variceal bleed? e itati
No
es Consider
3 Rockallrisk score >0 (Table 15.1)? s "l ---...._

|E

lm

Haematemesis preceded by
forceful retching / vomiting?

Yes
—

[4]

Yes
¢ s oty e 5

—
g

1o

Rectal bleeding: overview

1 Acute rectal bleed?

No l'res

Yes

A
Yes
il Suspected upper Gl source? =—p Assess as per haematemesis

No

| Yes Admit
4 High-risk bleed (BoX 15.3)7 mep COIOMIC oy
igh-ri (Box 15.3)

Risk factors for major es

Colonic ___ |
colorectal pathology? imaging

1
1
l | P ———

Yes
6 Clinical features of anal disorder? —

pra—
g
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Box 15.1 Resuscitation in acute haemormrhage

First steps

Secure IV access and monitoring

Insert urinary catheter; monitor hourly urine output
Resuscitate and reassess

Early shock features (see Box 15.2) or any ongoing blood
loss:
* (.51 L stat of IV crystalioid or colloid
* 2 units of red calls if Hb <B g/dL, ongoing bleeding or
=2 L IV crystalloid or colloid given
Reassess
* |fadvanced shock features or major blood
loss on reassassment, resuscitate as per the
adjacent column.
= (therwise, continue with treatment and discuss with
haematologist if any of tha following:
known coagulopathy/anticoagulant tharapy
INR=1.4
platelets <100 = 10%L
fibrinogen <1 g/l
=4 L N fluid in any form

* 2 large bore cannulae in antecubital veins or eguivalent

Central venous cannulation, e.q. fermoral line if peripheral access difficult

Get expert help immediately if you cannot obtain adequate access

Urgent FBC, U+E, LFTs, coagulation screen and cross-match (inform biood bank)
Measure pulse, BP, RR, GCS and reassaess peripheral perfusion every 10—15 min

* A+B before C: recheck ainway frequently, especially if JGCS/vomiting. Give high conceniration O,
= (et help: one pair of hands is not enough. If necessary call the medical emergency or cardiac amest team

Arvanced shock features (see Box 15.2) or ongoing major

Dlood loss:

= 1-2 | stat of IV crystalloid

= use red cells as soon as available

= consider O negative blood if significant delay in
cross-matching (use group specific blood as soon as
possibla)

Reassess

= i ongoing advanced shock features or major blood
loss, activate the major haesmaoimhage protocol:
administer red cell concentrate (RCC) and fresh
frozen plasma (FFP) and consider platelets and
cryoprecipitate.

= Seek specialist input, e.o. ICU, G, surgical, as
appropriate and discuss haemostatic suppaort, with
haemataloqgist.

Early

* HR =100 bpm

= (Capillary refill ime (CRT) =25
* Narrow pulse pressira

* |Postural BP

= Pale, sweaty, anxious, thirsty

Box 152 Clinical features of hypovelaemic shock

Advanced

* Systolic BP <100 mmHg (or 140 mmHg from baseling)
* HR =120 bpm

* AR =20 breaths/min

* Cold, mottled peripheries

* Confused, lethargic, JGCS

Rockall score in UGIB: predicts risk of rebleeding and death pre-endoscopic score of 0 predicts an
extremely low risk of death (0.2%) and rebleeding (0.2%), but predicted mortality rises to 2.4% for a score
of 1 and 5.6% for a score of 2. Admit patients with a pre-endoscopy Rockall score >0 for further assessment

and observation

Table 151 Rockall risk score

Score
Variable 0 1 2 3
Age <G00 years 60—79 years =80 years P(q endoscopy:
Shock ‘Mo shock’, systolic  Tachycardia’, ‘Hypotension’, hf‘:al.scm&
BP =100 mmHag, systolic BP systolic BP criteria
pulse <100 bpm =100 mmHg. <100 mmHg
pulse =100 bpm
Comaorbidity No major Cardiac failure, Renal failure,
comorbidity ischaemic heart liver failure,
disease, any disseminated
major comorbidity  malignancy
Diagnosis Mallory—Weiss All other Upper Gl tract Post-endoscopy:
tear, no lesion diagnoses cance Additional criteria
identified and no for full score
stigmata of recent
haemorrhage
Major stigmata None, or dark spot Blood in upper Gl
of recent only tract, adherent
haemorrhage clot, visible or
spurting vessel
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9. altered bowel habit
Normal bowel habit ranges from 3 stools/day to once every 3 days

Diarrhea: frequent passage of loose stool
Bloody diarrhea may be due to inflammatory bowel disease, colonic ischemia or infective gastroenteritis.

8.13 Causes of diarrhoea

Acute

= |nfective gastroenteritis, e.g. = Drugs (especially
Clostridivm difficile antibiotics)

Chronic (=4 weelks)

= |mitable bowel syndrome = Hyperthyroidism

= [nflammatory bowel disease = Constipation and fascal

= Parasitic infestations, e.q. impaction {(owverflow)
Fiardia fambilia, amoebiasis, =  Small-bowsl or nght
Crypitosporidiunm spp. colonic resaction

= Colorectal cancer = Malabsorption, e.g.

= Autonomic neuropathy lactose deficiency,
(especially diabetic) coeliac disease

= |axative abuse and other
drug therapies

High volume Diarrhea (>1 L/day): stool water content is increased (the principal site of water
absorption being the colon) and may be:

e secretory, due to intestinal inflammation, e.g., infection, or IBD. Fasting doesn't stop secretory
diarrhea

¢ osmotic, due to malabsorption, adverse drug effects, or motility disorders. Osmotic diarrhea stops
when the patient fasts.

Low-volume diarrhea is associated with the irritable bowel syndrome. IBS doesn't wake the pt from
sleep.

Questions to ask?

Acute or chronic? If acute (<2wks) suspect gastroenteritis—any risk factors: Travel? Diet change?
Contact with D&V? Any fever/pain. Chronic diarrhea alternating with constipation suggests irritable
bowel S.

Weight loss, nocturnal diarrhea, or anemia mandate close follow-up (coeliac/UC/Crohn’s?)

Bloody diarrhea: Campylobacter, Shigella/Salmonella, E. coli, amoebiasis, UC, Crohn’s, colorectal
cancer, colonic polyps, pseudomembranous colitis (C. difficile after use of broad spectrum antibiotics),
ischemic colitis.

Mucus: Occurs in IBS, colorectal cancer, and polyps.

Frank pus: Suggests IBD, diverticulitis, or a fistula/abscess.

Explosive: cholera; Giardia; Yersinia; Rotavirus.

Steatorrhea: Characterized by Blgas, offensive smell, and floating, hard-to-flush stools—consider
pancreatic insufficiency or biliary obstruction.

Constipation
the passage of <2 bowel motions/wk often passed with difficulty, straining, or pain, and a sense of
incomplete evacuation.

8.17 Causes of constipation

+ Lack of fibre in diet + Metabaolic/endocring

+ |mitable bowel syndrome (hypothyroidism,

* |ntestinal obstruction hypercalcaemia)
(cancer) + Immobility (stroke,

* Drugs (opioids, iron) Parkinson's disease)
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10. Jaundice:

Jaundice refers to yellowing of skin, sclerae, and mucosae from high plasma bilirubin. Jaundice is
classified by the site of the problem (prehepatic, hepatocellular, or cholestatic/obstructive) or by the
type of circulating bilirubin (conjugated or unconjugated).

})&22 Common causes of jaundice

Increased bilirubin production

Haemolysis (unconjugated
hyperbilirubinasmia)
ired bilirubin excretion
= Congenital
= Gilbert's syndrome
{unconjugated)
= Hepatocellular
= \iral hepafitis
= (Cirrhosis
= Drugs
= Autoimmune hepatitis

Box 19.1 Causes of haemolysis Box 19.2 Causes of acute liver failure

= [Intrahepatic cholestasis
= Drugs
= Primary biliary cirrhosis
= Extrahepatic cholestasis
= Gallstones
= Cancer: pancreas,
cholangiocarcinojma

Hereditary Drugs/toxins
* FErythrocyte membrane defects ® Paracetamol overdose'
Hereditary spherocytosis * Anti-tuberculous drugs

Hereditary elliptocytosis
* Erythrocyte enzyme defects

Glucose-6-phosphate dehydrogenase deficiency
* Haemoglobinopathies

* Ecstasy

* Halothane

*  Amanita phalloides
* (Carbon tetrachloride

Thalassaemia .
Sickle cell Infection
Acquired = Acute viral hepatitis (A, B, B)'
o Immune * Cytomegalovirus (CMV), Epstein—Barr virus (EBV)

Autoimmune haemolytic anaemia Vascular

Alloimmune: haemolytic transfusion reaction, « Shock/ischaemic hepatitis

haemolytic disease of the newborn
Fragmentation syndromes

Microangiopathic haemolytic anaemia, e.g.

haemolytic uraemic syndrome/thrombotic

* Budd-Chiari syndrome
Other
* Wilson's disease

thrombocytopenic purpura
Mechanical heart valves

* Drugs, e.g. dapsone

* |nfections, e.g. malaria

* Paroxysmal nocturnal haemoglobinuria

* Autoimmune hepatitis
= Acute fatty liver of pregnancy
* Extensive malignant infiltration

"Denotes common cause.

11. Weight Loss:

Clinically important weight loss is generally defined as loss of more than 5 percent of
usual body weight over 6 to 12 months.
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