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DRUGS THAT DECREASE AQUEOUS PRODUCTION

Beta-Blockers [levobunolol, timolol, carteolol, betaxolol] 
  -Mechanism: Act on ciliary body to  production of aqueous humor
  -Administration: Topical drops to avoid systemic effects
  -Side Effects: Cardiovascular (bradycardia, asystole, syncope), bronchoconstriction (avoid with b1-selective betaxolol), depression

Alpha-2 Adrenergic Agonists [apraclonidine, brimonidine]
  -Mechanism:  production of aqueous humor 
  -Administration: Topical drops 
  -Side Effects: Lethargy, fatigue, dry mouth [apraclonidine is a derivative of clonidine (antihypertensive) which cannot cross BBB to cause systemic hypotension]

Carbonic Anhydrase Inhibitors [acetazolamide, dorzolamide]
   -Mechanism: Blocks CAII enzyme production of bicarbonate ions (transported to posterior chamber, carrying osmotic water flow),         thus  production of aqueous humor 
   -Administration: Oral, topical 
   -Side Effects: malaise,  kidney stones, possible (rare) aplastic anemia


DRUGS THAT INCREASE AQUEOUS OUTFLOW

Nonspecific Adrenergic Agonists [epinephrine, dipivefrin] 
  -Mechanism:  uveoscleral outflow of aqueous humor 
  -Administration: Topical drops
  -Side Effects: Can precipitate acute attack in patients with narrow iris-corneal angle, headaches, cardiovascular arrhythmia, tachycardia

Parasympathomimetics [pilocarpine, carbachol, echothiophate]
  -Mechanism:  contractile force of ciliary body muscle,  outflow via TM
  -Administration: Topical drops or gel, (slow-release plastic insert)
  -Side Effects: Headache, induced miopia.  Few systemic SE for direct-acting agonists vs. AchE inhibitors (diarrhea, cramps, prolonged paralysis in setting of succinylcholine).  Why isn’t Ach used?

Prostaglandins [latanoprost]
   -Mechanism: May  uveoscleral outflow by relaxing ciliary body muscle  
   -Administration: Topical drops
   -Side Effects: Iris color change [added: eyelash growth]
