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Pathophysiology and therapeutics in heart failure
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[Table 1] &RME x20| A== A2 1 8Y

Drug Dosage Route Mechanism
Furosemide Dog: 1-4mg/kg SID-TID PO Diuretics
Cat: 1—4mg/kg SID-TID PO Diuretics
Hydrochlorthiazide Dog: 2—4mg/kg BID PO Diuretics
Cat: 2-4mg/kg BID PO Diurstics
Spironolactone Dog: 0.1-2.0mg/kg BID PO Diuretics
Cat: 0.1-2.0mg/kg BID PO Diuretics
Nitroglycerine Dog: 2.5—10mg/24h patch, 12h on, 12h off Topical Vasodilators
Cat: 2.5—10mg/24h patch, 12h on, 12h off Topical Vasodiators
Isosorbide dinitrate Dog:0.05—-0.2mg/kg TID-QID PO Vasodilators
Cat: ?
Hydralazine Dog:1—-3 mg/kg BID PO Vasodilators
Cat: 2.5 mg/kg BID PO Vasodilators
Captopril Dog: 0.5-2 mg/kg TID PO ACE inhibitors
Cat: 6.25 mg per day PO ACE inhibitors
Enalapril Dog: 0.5 mg/kg BID PO ACE inhibitors
Cat: 0.5 mg/kg SID PO ACE inhibitors
Lisinopril Dog: 0.5 mg/kg BID PO ACE inhibitors
Cat: ?
Benazapril Dog: 0.5 mg/kg SID PO ACE inhibitors
Cat:0.25—-0.5 mg/kg SID PO ACE inhibitors
Atenolol Dog: 25-50mg BID PO B—adrenergic blockers
Cat: 6.25 mg SID-BID PO B—adrenergic blockers
Metoprolol Dog:0.5—1mg/kg BID PO B—adrenergic blockers
Cat: 0.5-1mg/kg BID PO B—adrenergic blockers
Propranolol Dog: 0.2—1mg/kg TID PO f—adrenergic blockers
Cat: 0.2—1mg/kg TID PO B—adrenergic blockers
Carvedilot Dog:12.5-25mg BID PO a— and f—adrenergic blockers
Cat: ?
Verapamil Dog: 1-5 mg/kg BID PO Calcium Channel blocker
Cat: ? PO lcium Channel blocker
Diltiazem Dog:0.5-1.25mg/kg TID PO Calcium Channel blocker
Cat: 30mg tablet BID PO Calcium Channel blocker
Digoxin Dog:0.0006mg/kg BID PO Positive inotropes
Cat:1/4 tablet of 0.125mg/48h PO Positive inotropes
Dobutamine Dog: 2.5—20ug/kg/min v Positive inotropes
Cat: 1-2ug/kg/min v Positive inotropes
Pimobendan Dog: 0.25mg/kg BID PO Positive inotropes
Cat: 0.25mg/kg BID PO Positive inotropes
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2.3 ACE inhibitor
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inotropes, & 13} 417 657‘1]7} Ao o]g-d 4= Hlof glrt, Aol vjSo|EH olE w47
AgYoe U7 A Aeto] Qo= ARgSHAT A& At

A&2ofl= A p-blocker$! metoprololo|H atenolol & B]A1EAA -blocker?] propranolol©]
F2 oGt Mo AL, f-blockerel] WZHEte] AEHso] AA o) -7t JeBR S8
ofgit} X9 Alghe] dto] w2, HlAEA] XThA 9} o blocker”t E8HE carvedilol 2
OFA|7} f-blockerE W07 o|fsl= AR} A& Anlrt At gt At of&l7kR] At
aLFololl 1 e AlE-E HAISE A7) glojA] ko= AT ARt FEHT

& M XIEHA| (Calcium channel blockers)

3 T79 okE2 5 A o)) V)5S Aeketa Alutdl ok W=t ARgsith
O] AbA Am|ERS ZHAA)7) 1L diastolic ventricular filling (A& o] 97w A2 Eole=
22 w27 JHAAZI, Diltiazam® verapamil5©] &3] 0|85+ ekEo|t}

2.6 Z4Al (Positive inotrope; A4 =812 MS AFIE 2AE)
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otk 3} ghor A 7152 F-=3] BUET 4= 9= Anrt Hol A ¢k A%, o]23 =
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