
APPROACH TO WEAKNESS 
 

WEAKNESS IS A SUBJECTIVE TERM 
 
THE KEY DIFFERENTIATION IS WHETHER THE PATIENT HAS ACTUAL, 
QUANTITATIVE MUSCLE WEAKNESS! 
 
PATHOPHYSIOLOGY: 

• NEUROMUSCULAR WEAKNESS: 
o Muscle contraction is the result of a series of events: 

 UMN begin in motor cortex  descend in lateral corticospinal 
tract (on opposite side to point of origin in the brain)  UMN 
synapses on LMN in anterior horn  LMN carries signal to 
muscle bundle  LMN releases acetylcholine in to synaptic clef 
 depolarises motor endplate 

o NEUROMUSCULAR WEAKNESS CAN BE CAUSED BY LESIONS 
OR DERANGEMENTS AT ANY LEVEL ABOVE 

• NON-NEUROMUSCULAR WEAKNESS: 
o Multiple possible causes 

 
DIFFERENTIAL DIAGNOSIS: 
 

 



• CLEAR HISTORY IS VITAL 
o Time course 
o Presence or absence of: 

 Bladder/bowel dysfunction 
 Sexual dysfunction 
 Altered sensation 
 Muscle pain or spasm 

o Medications  think electrolyte imbalance 
o Infective symptomatology  in elderly patients “weakness” may the only 

symptom! 
• EXAMINATION: 

o Assess ability to maintain airway if severe weakness present 
o Systematic/thorough motor exam 
o Consider normal pressure hydrocephalus in those who have simultaneous 

incontinence and decreased cognitive function  
o DIFFERENTIATE BETWEEN UMN AND LMN PROBLEM 

 

 
 



CHARACTERISTIC PRESENTATION OF THOSE WITH NEUROMUSCULAR 
WEAKNESS: 

 



 
 
 
 
INITIAL MANAGEMENT AND APPROACH: 

• In a patient with neuromuscular weakness, the respiratory drive is PRESERVED, 
but the ability to ventilate adequately may be impaired 

• WARNING SIGNS OF WORSENING RESPIRATORY STATUS: 
o Inability to lift head 
o Ineffective cough 
o Alteration of voice 
o Difficulty controlling secretions 

• AVOID SUCCINYLCHOLINE when progressive denervation syndrome is 
thought likely due to likelihood of hyperkalaemia 

 



 



SPECIAL SITUATIONS: 
• MYASTHENIC CRISIS: 

o Refers to rapid worsening of neuromuscular function with respiratory 
compromise 

o TRIGGERS: 
 INFECTION (~30%) 
 Change in medications 

• Dose of anticholinesterase 
• Tapering of steroids 
• Use of: 

o Aminoglycosides 
o Quinolones 
o β-blockers 

 Metabolic derangement 
 Physical stress 
 IDIOPATHIC (1/3) 

• CHOLINERGIC CRISIS: 
o Excess of cholinesterase inhibitor medications that produces flaccid 

muscle paralysis and generalised weakness 


