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EMERGENCIES



Systolic blood pressure >180 and diastolic >120mmHg.
-HYPERTENSIVE EMERGENCY: also called hypertensive crisis, Is

severe hypertension with acute impairment of an organ
URGENCY: the BP is a potential risk but has not

Jan aamage.

DEFINITIONS /



Essential hypertension :

Inadequate blood pressure control and noncompliance are
common precipitants

Secondary hypertension
Renovascular
Acute glomerulonephritis

.

ETIOLOGY
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CONSTRICTION

ARTERIALAND

ARTERIOLAR l

CONSTRICTION
ENDOTHELIAL DAMAGE
(due to shear stress on the
wall)

Normal flow.



BP=PVR*CO(SV*HR)
Rate at which MAP rises more important than absolute rise.

Acute rise in BP Failure of vasoconstriction Endothelial

by autoregulation damage

Activates coagn and Depsn. of proteins/

nmatio filorinogen in vessel wall

PATHOPHYSIOLOGY




Ischemic stroke
Hemorrhagic stroke

> =nsive encephalopathy
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CENTRAL NERVOUS SYSTEM



Heart failure
Myocardial infarction

> T

CARDIOVASCULAR SYSTEM




Hematuria
(RBC) cast formation, and/or proteinuria

> 2| failure

74

RENAL SYSTEM



In the US: More than 60 million Americans, about 25-30% of the
population, have hypertension. Of these individuals, 70% have
mild disease, 20% moderate, and 10% severe hypertension
(diastolic BP [DBP] >110 mm HQ). Approximately 1-2% develop @

hypertensive emergency with end-organ damage.

Mortality/Morbidity: Morbidity and mortality depend on the
extent of end-organ damage on presentation and the degree
olled subsequently. BP control may prevent
mortality in untreated
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EPIDEMIOLOGY



Race: African Americans have a higher incidence of

hypertensive emergencies than Caucasians.

Sex: Males are at greater risk of hypertensive emergencies than
females.

> : ommonly in middle-aged people.Peak age:40-50yrs.
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EPIDEMIOLOGY



Focus on complications :

-CNS:headaches,blurred vision,wt.
loss,nausea,vomiting,weakness,fatigue,

confusion and mental status changes.

mptoms of CHF,angina,dissection,SOB

HISTORY /




Use an approach based on organ systems to identify signs of
end-organ damage

-CNS: focal neuro deficits,seizures,stupor,coma, papilledema,
hemorrhages, exudates

sripheral edema,extra

PHYSICAL



CBC,Chemestry

Urinanalysis:hematuria,proteinuria,RBCs,RBC
casts.

Toxicology,pregnancy,endocrine causes.
ay,Head CT,Chest CT

WORK-UP /




Weight risks of decreasing end-organ

perfusion v.s benefits. Important steps
Include:

-Appropriately evaluating patients with an
clevated BP

ina the oertension

TREATMENT




Initial considerations: Place patient who is hot
In distress in a quiet room and reevaluate
affer an initial interview.

Screen for end-organ damage- Patients with

end-organ damage usually require admission
oid lowering of BP using iv meds.
on the end-organ

TREATMENT



Patients without evidence of end-organ effects may be discharged
with follow-up. It Is a misconcepftion that a patient should not be
discharged from the ER with elevated BP. Giving oral meds such as

nifedipine to rapidly lower BP may be dangerous as the BP may
have been elevated for sometime and there may be organ
Wypoperfusion. Acute control has not improved long term mortality

TREATMENT /




IV NTG,b-blockers, ACE inhibitors

IV NTG,furosemide,morphine
» Acute aortic dissection:

> [schemic stroke with thrombolytic therapy

» Eclampsia

CV RAPID BP REDUCTION




Nicardipine

5-15mg/hr

Hydralazine

10-20mg

5-15min/3-8hr

Flushing,tachy,avoid
-A.diss,Ml

Enalapril 10-40mg IM,1.25- | 20-30min/6hr Hypotension,renal
5MG1Vqg6hr failure,hyperkalemia
Fenoldopam 0.1- 5min/10-15min Flushing,headache,t

0.3mcg/kg/min

achy

VASODILATORS




Labetalol
(a+b blocker)

every 10
min,2mg.min iv
Infusion

Esmolol 200-500 1-2min/10-20min | Hypotension,avoid-
i heart failure,asthma

b-1 selective mcg/kg/min for ,

( 4min,then 150-

blocker) 300mcg/kg/min

Phentolamine 5-15mg iv 1-2min/3-10min Tachycardia,flushing

(al blocker)

.headache




CAPTOPRIL
(ACE inhibitor)

6.25-25MG q
ohrs.

high renin

CLONIDINE
(a2 agonist-
centrally acting)

0.1-0.2 mg hrly,

Upto max 0.8mg
in 24hrs.

30-60min/6-
12hrs.

Sedation,bradyc
ardia,dry mouth

ORAL DRUGS




Hypertensive Encephalopathy: Goalis to
reduce MAP by no more than 25% over 8
hours Labetalol,fenoldopam .

Infracerebral Hemorrhage: CPP=MAP-ICP.As

ICP rises, MAP must rise for perfusion but this
‘ of bleeding from small arteries and
smolol agents of

SPECIFIC TREATMENT



Nimodipine decreases vasospasm that
occurs due to chemical irritation of arteries by
blood.Labetalol,esmolol agents of
choice.Maintain SBP < 160mmHg

High BP can cause
hemorrhagic transformation ,cerebral
AHA guidelines:BP be reduced only if
ipine-agents of

SPECIFIC TREATMENT /




Immediate redn. In BP and
mainly,shear stress is essential fo limit the

extension of damage as surgery is being
considered.Labetalol or nitroprusside+b-
blocker like propranolol agents of choice.

» MI:

SPECIFIC TREATMENT /



usually associated with pulm
edema and diastolic/systolic dysfx.

IV nitroprusside,NTG agents of choice.Titrate
until BP controlled and signs of heart failure
alleviated.

IS a cause and effect of
BP.Goal is fo prevent further renal
NINg adequate blood

SPECIFIC TREATMENT



IV labetalol, nicardipine

» Cocaine, Phec
inferactions with ocu’re hypertension:

\_/



» Accurate BP measurement to improve diagnosis and management of
hypertension

ended to reduce risk of



THANK YOU
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