
1. Pneumonia
2. 1st line:amoxcicillin
Symptomtic rx: paracetamol for fever. Iv fluids and breastfeeding 
3. Followup after 2days. 







Chodocolithiais diagnosis 
2. Causes: billiary duct stones, strictures, ca head of pancrease, cholangiocarcinoma 
3. InVs: abd US, mrcp, ercp 
Preparation before surgery: optomization(electrolytes correct, antibiotic prophylaxis billiary decompresssion
Then surgery 









Lesion: conjuctivitus/ subconjuctival hemrrage on arm: cellulitis/ vasculitis 
D/d: leptospiroses, ricketissicial infection, meningococcemia 
Management: supportive care, empirical antibiotics,diagnostic workup. 



Ins: MRI 
Dilated ventricles with normal cortex 
NPH 
Treatment: Vp shunt











Ischemic infaracts 
2 clinical features: right sided hemiplagia, aphasia
Left middle cerebral artery 
Risk factors: DM, AF, HTN













1. Abdominal CT: large hypodense lesion in right lobe of liver 
2. Liver abcess 
3. Empirical antibiotics: cetrixone+ metronidazole percutaneous Drainage, supportive care







Viral encephalitus







Cullen sign/  intraperitoneal hemorrage/ retroperitoneal hemorrage 
Acute pancreatitus/ ruptured ectopic preg 
Abdominal pain, shock and hypotension

















Barrium swallow 
D/d: GOO, pyloric stenosis, gastric ca 
Hypokalemic hypochloremic metabolic alkalosis
Ins: UGIE, Abd CT















a Kayser-Fleischer ring

2. What other signs can be seen in the eye?
	•	Sunflower cataract 
	•	Kayser-Fleischer rings

3. What is the diagnosis?

Wilson’s disease 

4. Pathogenesis and Signs/Symptoms (S/S):
	•	Pathogenesis: Mutation in the ATP7B gene leads to defective copper excretion in bile, causing copper accumulation in organs.
	•	Symptoms:
	•	Liver involvement – Hepatitis, cirrhosis, liver failure.
	•	Neurological signs – Dysarthria, tremors, dystonia, parkinsonism-like features.
	•	Psychiatric symptoms – Personality changes, depression, psychosis.
	•	Ophthalmologic signs – Kayser-Fleischer rings, sunflower cataracts.

5. How will you investigate?
	1.	Serum ceruloplasmin – Low.
	2.	Serum copper – Low (due to ceruloplasmin deficiency).
	3.	24-hour urinary copper excretion – Elevated.
	4.	Slit-lamp examination – Detects Kayser-Fleischer rings.
	5.	Genetic testing for ATP7B mutation (confirmatory).
	6.	Liver biopsy – Shows increased hepatic copper content.

6. How will you treat?
	•	Copper-chelating agents:
	•	Penicillamine – First-line treatment, increases copper excretion.
	•	Trientine – Alternative in case of penicillamine intolerance.
	•	Zinc therapy – Blocks copper absorption.
	•	Liver transplantation – In cases of fulminant liver failure.





The most likely diagnosis is Meningococcal septicemia (Meningococcemia), caused by Neisseria meningitidis.

2. What important investigations would you advise?
	1.	Blood cultures –
	2.	Lumbar puncture (CSF analysi
	3.	Full blood count 
	4.	Coagulation profile
	5.	Serum lactate 
	6.	Electrolytes, renal & liver function tests .
	7.	 (PCR) 

3. What is the suspected cause for this patient’s hypotension?

The hypotension is likely due to septic shock caused by meningococcal endotoxins triggering widespread vasodilation, capillary leakage, and DIC. This can lead to Waterhouse-Friderichsen syndrome, characterized by bilateral adrenal hemorrhage and adrenal insufficiency, further worsening hypotension.












Answers:

Q1: What is the radiological diagnosis? intracerebral hemorrhage (ICH)

Common locations for hypertensive hemorrhage include:
	•	Basal ganglia (most common)
	•	Thalamus
	•	Pons
	•	Cerebellum
	•	Lobar regions

Q2: Name any two treatment options.
	1.	Medical Management:
	•	Blood pressure control (e.g., IV labetalol, nicardipine) 
	•	Intracranial pressure (ICP) management with head elevation, mannitol, or hypertonic saline.
	•	Seizure prophylaxis if needed.
	•	Supportive care (oxygen, fluids, nutrition, DVT prophylaxis).
	2.	Surgical Management (if indicated):
	•	Surgical evacuation (craniotomy) if hemorrhage is large, causing mass effect or brainstem compression.
	•	Ventriculostomy for hydrocephalus if intraventricular extension occurs.




Meningococcal meningitus 















Repeat


















a) Name the clinical sign: claw hand deformity”, 

b) List the causes:
Claw hand can be caused by:
	1.	Ulnar nerve injury (most common cause)
	•	At the wrist (e.g., Guyon’s canal syndrome)
	•	At the elbow (e.g., cubital tunnel syndrome)
	2.	Lower brachial plexus injury (Klumpke’s palsy)
	3.	Leprosy (Hansen’s disease) – ulnar nerve involvement
	4.	Trauma or compression of the ulnar nerve
	5.	Diabetic neuropathy affecting the ulnar nerve
	6.	Syringomyelia – affecting lower motor neurons
	7.	Charcot-Marie-Tooth disease – hereditary neuropathy
treatment:

	1.	Conservative Management:
	•	Splinting to prevent contractures
	•	Physiotherapy & occupational therapy
	•	Pain management (NSAIDs, steroids)
	2.	Medical Treatment:
	•	Nerve decompression
	•	Antibiotics & anti-inflammatory 
	•	Blood sugar control in diabetic neuropathy
	3.	Surgical Treatment:
	•	Tendon transfers to restore function
	•	Nerve repair or grafting in cases of nerve laceration
	•	Decompression surgery in severe cases

























Barium Swallow X-ray•	The X-ray shows a “bird beak” appearance
	3.	2 investigations 
	•	Esophageal manometry
	•	Endoscopy
	4.	three treatment options: 
	•	Pneumatic balloon dilation
	•	Heller myotomy 
	•	Botulinum toxin injection







Hypertrophic Pyloric Stenosis (HPS)..

Investigations:
	1.	Ultrasound abdome
	2.	Upper GI contrast study Shows a “string sign
	
	•	Hypochloremic, hypokalemic metabolic alkalosis

Surgical Treatment:
	 Pyloromyotomy














	1.	Most Likely Diagnosis:
	•	Hemophilia (either Hemophilia A or B).
	2.	Type of Genetic Disorder:
	X-linked recessive inheritance pattern
	•	The affected individual is male, and the trait is inherited from a carrier mother.
	3.	Important Counseling Step:
	•	Genetic counseling
	•	Carrier screening
	•	Prenatal diagnosis can be considered for at-risk pregnancies.
	•	Education about avoiding trauma and injury














	1.	Most Probable Diagnosis:
	•	ruptured ectopic pregnancy.

	2.	Three Differential Diagnoses:
	•	Acute appendicitis
	•	Ovarian torsion or ruptured ovarian cyst
	•	Pelvic inflammatory disease (PID) with tubo-ovarian abscess
	3.	Two Investigations to Confirm Diagnosis:
	•	Transvaginal ultrasound (TVUS)
	•	Serum β-hCG
	4.	Initial Steps of Management:
	•	Resuscitation:
	•	Establish two large-bore IV lines and initiate fluid resuscitation with crystalloids (Normal Saline or Ringer’s lactate).
	•	Blood transfusion if the patient is hemodynamically unstable.
	•	Confirm Diagnosis:
	•	Perform an urgent ultrasound and check serial β-hCG levels.
	•	Emergency Surgical Intervention:
	•	Laparoscopy or laparotomy for surgical removal of the ectopic pregnancy
	•	Monitor and Follow-up:
	•	Monitor vital signs, urine output, and hemoglobin levels•	Rh immunoglobulin




	1. Diagnosis:
	•	Myasthenia Gravis (MG)

	2.	Investigation Plan:
	•	Edrophonium (Tensilon)
	•	Serum anti-acetylcholine receptor (AChR) antibodies 
	•	Repetitive nerve stimulation test
	•	Single-fiber EMG
	•	CT or MRI of the chest
	•	Ice pack test
	3.	Treatment:
	•	First-line treatment:
	•	Acetylcholinesterase inhibitors 
	•	Immunosuppressive therapy 
	•	Corticosteroids (Prednisone)
	•	Azathioprine or Mycophenolate mofetil
	•	Plasmapheresis or Intravenous Immunoglobulin 
	•	Thymectomy









diagnosis
	•Biliary Colic due to Cholelithiasis 
	1. US
2.	Liver function tests (LFTs)
	•	Elevated ALP and GGT 
	3.	Complete blood count (CBC) 
	4.	Amylase/Lipase
	5.	**HIDA scan 

Lifestyle and Dietary Changes:
	•	Avoid fatty and greasy foods to prevent symptoms.
	•	Maintain a healthy weight and diet.
	2.	Definitive Treatment:
	lap cholecystectomy 
Ercp 
	3.	Symptomatic Management:
	NSAIDs
	antispasmodic









positive findings:
	•	Ambiguous genitalia:
	•	Enlarged clitoris resembling a penis.
	•	Fusion of the labial folds, resembling a scrotum.
	•	No palpable testes in the scrotal region
diagnosis:
	Congenital Adrenal Hyperplasia (CAH)

 2 important investigations:
	Serum 17-Hydroxyprogesterone 
Elevated levels confirm 21-hydroxylase deficiency (CAH).
	2.	Karyotyping 

Investigations (if needed):
	•	Electrolyte
	•	Ultrasound Abdomen/Pelvis
	•	ACTH Stimulation





differential diagnoses:
	Liver abscess 
	Hepatocellular carcinoma (HCC)
	Liver metastasis 
	Hemangioma
	Hepatic cyst

 investigations: 
	LFTs)
	Amoebic serology 
	Tumor markers (AFP for HCC, CEA
	Blood culture
	Ultrasound abdomen
	MRi
	Biopsy/FNAC
clinical signs: 
	1.	Fever and right upper quadrant (RUQ) pain 
	2.	Jaundice
	3.	Hepatomegaly 
	4.	Weight loss and fatigue
complications: 
Rupture of liver abscess
Sepsis and septic shock 
Portal vein thrombosis 
	Liver failure 














positive findings: 
	•	The CT scan shows a hyperdense (bright) biconvex/lentiform-shaped lesion in the right hemisphere, indicative of an epidural hematoma (EDH).
	•	There is midline shift, suggesting raised intracranial pressure (ICP).
	•	Possible compression of adjacent brain structures due to mass effect.

2. clinical feature: 
	•	History of head trauma/fall
	•	Lucid interval
	•	Headache, vomiting, drowsiness, confusion, or loss of consciousness.
	•	Focal neurological deficits
the management: 
	•	Immediate neurosurgical evaluation.
	•	Emergency craniotomy or burr hole evacuation if there is significant hematoma (>30 mL), midline shift, or neurological deterioration.
	•	Mannitol or hypertonic saline to manage raised ICp 
	•	Supportive care: Airway protection, oxygenation, and blood pressure control.
	•	Monitoring in ICU/neurosurgical ward for deterioration
	CT scan









acute viral hepatitis, particularly hepatitis A or E
differential diagnoses:
	•	Drug-induced liver injury (DILI)
	•	Autoimmune hepatitis
	•	Wilson’s disease (in pediatric patients)
	•	Leptospirosis (if history of exposure is present)

Investigations:
	1.	Viral Hepatitis Panel:
	•	Anti-HAV IgM → for hepatitis A
	•	Anti-HEV IgM → for hepatitis E
	•	HBsAg & Anti-HBc IgM → for acute hepatitis B
	•	Anti-HCV IgM → for hepatitis C
	2.	Liver Function Tests (LFTs):
	•	AST, ALT (already elevated), Bilirubin, ALP, Albumin
	3.	Coagulation Profile:
	•	PT/INR → To assess liver synthetic function
	4.	Ultrasound Abdomen:
	•	To rule out biliary obstruction, fatty liver, or other structural causes
	5.	Autoimmune & Metabolic Workup (if needed):
	•	ANA, Anti-Smooth Muscle Antibody (autoimmune hepatitis)
	•	Serum ceruloplasmin (Wilson’s disease)

Treatment:
	1.	Supportive Care:
	•	Rest and hydration with IV fluids if necessary
	•	Nutritional support with a light diet, avoiding fatty and fried foods
	•	Antiemetics (ondansetron) if nausea/vomiting is present
	2.	Monitoring:
	•	Serial LFTs and PT/INR
	3.	Avoid Hepatotoxic Drugs:
	•	No paracetamol, NSAIDs, or unnecessary medications
	4.	Specific Treatment•	If hepatitis A or E → No specific antiviral therapy, self-limiting
	•	If fulminant hepatitis (INR >1.5, encephalopathy) → Consider ICU admission and liver transplant evaluation
	5.	Prevention:
	•	Hepatitis A vaccination for close contacts 
	•	Hygiene and sanitation educaton









clinical sign: ptosis 

2. Diagnosis: Horner’s syndrome or oculomotor nerve palsy.
	•	Causes of Horner’s Syndrome:
	1.	Pancoast tumor (apical lung tumor affecting the sympathetic chain)
	2.	Carotid artery dissection
	3.	Brainstem stroke (lateral medullary syndrome)
	4.	Cervical spinal cord injury or syringomyelia
	•	Causes of Oculomotor Nerve Palsy (CN III palsy):
	1.	Aneurysm of the posterior communicating artery (PComA)
	2.	Diabetes mellitus (microvascular ischemia)
	3.	Head trauma
	4.	Midbrain stroke (Weber’s syndrome, Benedikt’s syndrome)

3. What is the most common clinical symptom the patient presents with?
	•	If Horner’s Syndrome:
	•	Unilateral ptosis
	•	Miosis (constricted pupil)
	•	Anhidrosis (loss of sweating on the affected side of the face)
	•	If Oculomotor Nerve Palsy:
	•	Diplopia (double vision)
	•	Ptosis
	•	“Down and out” eye deviation (due to unopposed lateral rectus and superior oblique muscles)

4. Mention the diagnostic investigation in this patient.
	•	For Horner’s Syndrome:
	1.	MRI/MRA of the brain and neck → To rule out stroke or carotid artery dissection
	2.	Chest X-ray or CT scan of the chest → To check for a Pancoast tumor
	3.	Cocaine or apraclonidine eye drop test → To confirm Horner’s syndrome
	•	For Oculomotor Nerve Palsy:
	1.	MRI brain with contrast → To rule out midbrain stroke or tumor
	2.	CT angiography (CTA) or MRA → To check for PComA aneurysm
	3.	Blood glucose and HbA1c → To check for diabetic neuropathy








1. What is the diagnosis?
	•	The young woman presents with sudden blindness triggered by a hot bath (Uhthoff’s phenomenon) and a history of similar episodes with diplopia.
	•	This is suggestive of multiple sclerosis (MS), specifically optic neuritis as the cause of blindness.

2. What is Lhermitte’s sign? Give 3 causes of a positive Lhermitte’s sign.
	•	Lhermitte’s sign is an electric shock-like sensation that runs down the spine into the limbs when the neck is flexed.
	•	It is a classic sign of demyelination of the cervical spinal cord.

Causes of a positive Lhermitte’s sign:
	1.	Multiple Sclerosis (MS) (demyelination of the spinal cord)
	2.	Cervical spondylosis (compression of the spinal cord)
	3.	Vitamin B12 deficiency (subacute combined degeneration of the cord)

3. What is the underlying pathology?
	•	Multiple sclerosis is an autoimmune demyelinating disease of the central nervous system (CNS).
	•	It involves T-cell-mediated destruction of myelin, leading to plaques in the white matter of the brain and spinal cord.
	•	Common sites include the optic nerves, periventricular white matter, brainstem, and spinal cord.

4. How would you proceed further? What is the diagnostic criterion called?

Investigations:
	1.	MRI Brain and Spine with Contrast → Shows periventricular white matter lesions (Dawson’s fingers), spinal cord plaques, and active contrast-enhancing lesions.
	2.	Lumbar puncture (CSF analysis) → Presence of oligoclonal bands (IgG bands) supports the diagnosis.
	3.	Evoked potentials (Visual and Somatosensory) → Delayed conduction suggests demyelination.

Diagnostic Criterion:
	•	McDonald’s Criteria (requires dissemination in time and space, as seen on MRI or clinically).

5. How would you treat the patient?

Acute Management (Relapse treatment):
	•	IV Methylprednisolone (1g/day for 3-5 days) → Reduces inflammation and speeds recovery.

Long-term Disease-Modifying Therapy (DMT) to prevent relapses:
	•	First-line: Interferon beta, Glatiramer acetate
	•	Second-line: Natalizumab (for aggressive MS), Fingolimod, Ocrelizumab

Symptomatic Treatment:
	•	Fatigue: Amantadine, Modafinil
	•	Spasticity: Baclofen, Tizanidine
	•	Neuropathic pain: Gabapentin, Pregabalin

6. What is the prognosis of this disease?
	•	MS is a chronic disease with relapsing-remitting or progressive courses.
	•	Early treatment with disease-modifying therapy (DMT) can significantly reduce relapses and slow disability progression.
	•	Some patients develop secondary progressive MS (SPMS), leading to gradual worsening























extraocular muscle involved: 
palsy of the superior oblique muscle, which is innervated by the trochlear nerve (cranial nerve IV).

three causes: 
	1.	Congenital 
	2.	Head trauma
	3.	Microvascular diseas







Which cranial nerve involvement is shown?
sixth cranial nerve (abducens nerve) palsy.

	2.	This patient presented with headache, vomiting, and papilledema. What is the most likely cause?
	•	Increased intracranial pressure (ICP) is the most likely cause.
	•	Common etiologies include:
	•	Brain tumor (most common)
	•	Idiopathic intracranial hypertension (pseudotumor cerebri)
	•	Hydrocephalus
	•	Meningitis or encephalitis
	3.	What is the most urgent investigation she needs?
	•	Urgent brain imaging:
	•	MRI brain with contrast (preferred)
	•	CT brain (if MRI is not available)
	•	Lumbar puncture (LP) only after ruling out mass lesions to avoid brain herniation
	4.	Mention at least three differential diagnoses.
	•	Brain tumor (e.g., posterior fossa tumor, glioma, meningioma)
	•	Idiopathic intracranial hypertension (pseudotumor cerebri)
	•	Hydrocephalus
	•	Others: Meningitis, encephalitis, cerebral venous sinus thrombosis (CVST), trauma








Diagnosis: ascities
Three Causes of Ascites:
	1.	Liver Cirrhosis
	2.	Malignancy 
	3.	Congestive Heart Failure (CHF)

Three Drugs Used for Ascites Treatment:
	1.	Spironolactone
	2.	Furosemide
	3.	Albumin 



































Based on the X-ray image and the associated questions, let’s go through the details systematically:

1. Name the X-ray
	•	This is an Abdominal X-ray (AXR) taken in the erect position.
	•	It is typically used to evaluate bowel obstruction, perforation, or other intra-abdominal pathologies.

2. What are the positive findings?
	•	The X-ray shows dilated bowel loops with multiple air-fluid levels.
	•	This is characteristic of bowel obstruction, which could be in the small or large intestine.
	•	There is a “step-ladder” pattern of air-fluid levels, indicating obstruction rather than just ileus.

3. Name three conditions leading to this finding

Several conditions can lead to this appearance, including:
	•	Small bowel obstruction (SBO): Commonly caused by adhesions (post-surgical), hernias, or tumors.
	•	Large bowel obstruction (LBO): Often due to malignancy, volvulus (sigmoid or cecal), or diverticular strictures.
	•	Paralytic ileus: Functional obstruction due to electrolyte imbalances, peritonitis, or recent surgery.

4. How will you manage this patient?

Management depends on the underlying cause and severity:

Initial Stabilization (Conservative Management)
	•	NPO (Nil per Os): Stop oral intake to prevent worsening distension.
	•	IV Fluids: Correct dehydration and electrolyte imbalances.
	•	Nasogastric Tube (NGT): To decompress the stomach and reduce vomiting.
	•	Pain management: Avoid opioids (can worsen ileus).
	•	Monitor vitals closely for signs of perforation or worsening obstruction.

Definitive Management
	•	Small bowel obstruction:
	•	If due to adhesions: Trial of conservative management for 24–48 hours. If no improvement, surgical intervention may be needed.
	•	If due to hernia or tumor: Urgent surgery (hernia repair or tumor resection).
	•	Large bowel obstruction:
	•	If due to volvulus: Sigmoid volvulus may need endoscopic decompression or surgery.
	•	If due to cancer: Requires surgical resection or stenting if palliative.
	•	Perforation or ischemia:
	•	If there is pneumoperitoneum (air under the diaphragm, indicating perforation),





Tongue Deviation - Causes and Associated Signs

Three Causes of Tongue Deviation
	1.	Hypoglossal nerve (CN XII) palsy – Causes ipsilateral tongue deviation due to unopposed action of the contralateral genioglossus muscle.
	•	Causes include stroke, tumors, trauma, or neurodegenerative diseases.
	2.	Brainstem lesions (Medullary infarction or tumors) – Affecting the hypoglossal nucleus or nerve roots, leading to tongue deviation with other brainstem signs.
	3.	Motor neuron diseases (e.g., ALS) – Progressive degeneration of motor neurons, leading to tongue atrophy, fasciculations, and weakness.

Three Other Signs Seen in Hypoglossal Nerve Palsy
	1.	Atrophy of the tongue – Wasting of tongue muscles due to lower motor neuron damage.
	2.	Fasciculations – Involuntary muscle twitches, often seen in motor neuron diseases.
	3.	Dysarthria and dysphagia – Difficulty speaking and swallowing due to tongue



Bilateral hilar lymphedanopathy 
Next step Ct scan, TST, biopsy 
Diagnosis: tb





Diagnosis:

The most likely diagnosis is Hypokalemic Periodic Paralysis (HPP), a disorder characterized by episodic muscle weakness, typically triggered by factors like high carbohydrate meals, stress, or rest after exercise. The presence of difficulty rising from a sitting position, evening diplopia, and normal neurological examination supports this diagnosis. The small goiter with euthyroid status suggests a possibility of thyrotoxic periodic paralysis (TPP), which can occur in hyperthyroid states but sometimes presents with normal thyroid function early on.

Underlying Pathogenesis:

HPP is caused by abnormal potassium regulation, leading to shifts of potassium into muscle cells, reducing extracellular potassium and causing muscle paralysis. This occurs due to:
	•	Mutations in ion channels (e.g., CACNA1S, SCN4A, or KCNJ18 genes)
	•	Increased Na+/K+-ATPase pump activity triggered by thyroid hormones, insulin, or catecholamines, causing intracellular potassium sequestration.
	•	Reduced potassium efflux from muscles, leading to muscle fiber inexcitability and weakness.

Group of Muscles Involved:
	1.	Proximal limb muscles (e.g., quadriceps, hip flexors) – difficulty rising from sitting.
	2.	Neck flexors – may be affected in severe cases.
	3.	Ocular muscles (causing transient diplopia, as seen in this patient).

Precipitating (Triggering) Factors:
	1.	High-carbohydrate or salty meals – triggers insulin release, shifting potassium into cells.
	2.	Strenuous exercise followed by rest – post-exercise potassium shift.
	3.	Emotional stress – increases catecholamines.
	4.	Alcohol consumption – contributes to electrolyte imbalance.
	5.	Certain medications – like insulin, beta-adrenergic agonists, or excessive tranquilizer use.

Diagnosis:
	1.	Serum potassium levels during an episode – typically low (<3.5 mmol/L), though can be borderline normal.
	2.	Thyroid function tests (T3, T4, TSH) – especially in suspected thyrotoxic periodic paralysis (TPP).
	3.	Electromyography (EMG) – shows reduced muscle excitability



Diagnosis:
	1.	Serum potassium levels during an episode – typically low (<3.5 mmol/L), though can be borderline normal.
	2.	Thyroid function tests (T3, T4, TSH) – especially in suspected thyrotoxic periodic paralysis (TPP).
	3.	Electromyography (EMG) – shows reduced muscle excitability during attacks.
	4.	Genetic testing – to confirm hereditary HPP (mutations in CACNA1S, SCN4A, or KCNJ18 genes).
	5.	Provocative testing (e.g., glucose-insulin test) – induces an attack for diagnostic purposes (rarely needed).

Emergency Treatment During Crisis:
	1.	Potassium supplementation – Oral potassium chloride (20–60 mEq) or IV potassium chloride (if severe paralysis) while avoiding overcorrection.
	2.	Monitor cardiac function – as rapid potassium shifts can cause arrhythmias.
	3.	Avoid glucose-containing IV fluids – as insulin release can worsen hypokalemia.
	4.	Treat underlying cause – if due to thyrotoxicosis, manage with beta-blockers (propranolol) and antithyroid medications (methimazole or PTU).
	5.	Long-term management:
	•	Potassium-sparing diuretics (e.g., spironolactone, acetazolamide) to prevent episodes.
	•	Dietary potassium intake adjustment to prevent attacks


	1.	Iron → Deferoxamine 
	2.	Benzodiazepines → Flumazenil 
	3.	Acetaminophen (Paracetamol) → N-acetylcysteine (NAC)
	4.	Organophosphorus compounds → Atropine + Pralidoxime
	5.	Warfarin → Vitamin K + Fresh Frozen Plasma (FFP) or Prothrombin Complex Concentrate (PCC)







Xanthelesma and palmer erythema 
Xanthelesma: hyperlipidemia(cvs disease) 
Palmer: liver surrhosis 
Ins: lipid profile 
Lfts
Us

Intracranial hemorrage 
Htn











Liver cirrhosis with portal htn 
Alcohol hx of hep b and c  jaundice gi bleed 
3 inv: Lfts, abd us/ ct serology 
3 mx: diuretics paracentesis lufe style modifications













1. Dermatitus herpetiformis 
2. Celiac dusease 
3. Anti ttg and anti endomysial a/b skin biopsy endscopy 

4. Gluten free diet 
Dapsone 











Likely Diagnosis:

The most probable diagnosis is Celiac Disease (Gluten-sensitive enteropathy). The history of chronic diarrhea since infancy, anemia, underweight status, protuberant abdomen, and muscle wasting strongly suggests malabsorption syndrome, with celiac disease being the most likely cause.

How to Confirm the Diagnosis?
	1.	Serological Tests:
	•	Anti-tissue transglutaminase (tTG) IgA (first-line test)
	•	Anti-endomysial antibodies (EMA) IgA
	•	Total serum IgA (to rule out IgA deficiency, which can cause false-negative results)
	2.	Small Bowel Biopsy (Gold Standard):
	•	Villous atrophy, crypt hyperplasia, and intraepithelial lymphocytosis seen on duodenal biopsy confirm the diagnosis.
	3.	Genetic Testing (if uncertain cases):
	•	HLA-DQ2 and HLA-DQ8 are associated with celiac disease but not diagnostic.

Management:
	1.	Lifelong Gluten-Free Diet (GFD):
	•	Avoid wheat, barley, rye, and derivatives.
	•	Rice, corn, and gluten-free







Hypoglossal nerve injury 
To gue deviation+ atrophy of tongue on affected side 
Causes: stroke tumors trauma during surgery









Dengue/ malaria
3disease: dengue malaria yellow fever 
Invs: cbc Lftspcr dengue antigen 



























































Bone marrow aspiration needle 
Bone marrow aspiration/ biopsy 
Precautions: sterile techniques, patient consent
Assess for bleeding disorder pain mx positioning

























Splenectomy 
Itp thalasemia HS 

















Indirect i guinal hernia 















Most Likely Diagnosis:

Enteric Fever with Peyer’s Patch Ulceration Leading to GI Bleeding.

1. Organism, Route & Incubation:
	•	Organism: Salmonella typhi / Salmonella paratyphi.
	•	Route: Fecal-oral (contaminated food/water).
	•	Incubation: 7–14 days.

2. Signs & Symptoms:
	•	Step-ladder fever, relative bradycardia.
	•	Abdominal pain, splenomegaly, hepatomegaly.
	•	GI bleeding, perforation in late stages.

3. Diagnosis:
	•	Blood culture (1st week) – Gold standard.
	•	Widal test (paired rising titers).
	•	Stool/urine culture (carriers).
	•	CBC: Leukopenia, thrombocytopenia.

4. Treatment:
	•	IV fluids, blood transfusion if needed.
	•	IV Ceftriaxone / Azithromycin (10-14 days).
	•	Surgery (if perforation).

5. Complications:
	•	GI bleeding, perforation → peritonitis.
	•	Septic shock, chronic carrier state.

Let me



Ptosis: physical sign 
Diagnosis: MG(mysthenia gravis) 









Diagnosis: clubbing 
Gi causes: IBD , cirrhosis of liver , 









Most Likely Diagnosis:

Intravascular Hemolysis (Possibly G6PD Deficiency or Hemolytic Anemia).

1. Three Important Physical Findings:
	•	Jaundice (yellow discoloration of skin & sclera).
	•	Dark-colored urine (hemoglobinuria).
	•	Pallor (due to anemia).

2. Three Investigations to Confirm Diagnosis:
	•	Peripheral Blood Smear (schistocytes, Heinz bodies if G6PD).
	•	Reticulocyte Count (elevated in hemolysis).
	•	Direct & Indirect Coombs Test (to differentiate immune vs. non-immune hemolysis).

























