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Commentary

Malignant hypertension is a phrase used to characterise people who 
have high blood pressure (BP) with many comorbidities, all of which have 
a poor prognosis. Patients who have systolic blood pressure (SBP) greater 
than 180 mm Hg and diastolic blood pressure (DBP) greater than 120 mm 
Hg are now referred to as having a hypertensive crisis. When extreme 
hypertension is linked with end-organ damage, the diagnosis is categorised 
as a hypertensive emergency; when severe hypertension occurs without it, it 
is described as hypertensive urgency. This exercise examines the causes of 
malignant hypertension, its pathophysiology, and the interprofessional team's 
involvement in its care. Malignant hypertension is a term that has been used to 
characterise people who have high blood pressure (BP) with a bad prognosis 
due to various consequences (end organ damage). Patients who appear with 
substantial BP rises are now referred to as having a hypertensive crisis, as 
follows:

•	 SBP greater than 180 mm Hg systolic blood pressure (SBP) systolic 
blood pressure (SBP) systolic blood pressure.

•	 DBP (diastolic blood pressure) of more than 120 mm Hg).

•	 When extreme hypertension is linked with end-organ damage, the 
diagnosis is categorised as a hypertensive emergency; when severe 
hypertension occurs without it, it is described as hypertensive urgency. 
A hypertensive emergency and, as a result, major life-threatening 
complications can be avoided if blood pressure is treated promptly.

Hypertensive emergencies are uncommon, with 1 to 2 instances per 
million expected each year. However, a recent analysis found that between 
2006 and 2013, the anticipated number of visits owing to this ailment, as well 
as the rate per million for adult emergency department (ED) visits, more than 
doubled. Eclampsia (2%), cerebral infarction (39%), and abrupt pulmonary 
edoema are only a few examples (25%).

Hypertensive situations arise when blood pressure rises rapidly over a 
short period of time. End-organ damage is caused by an increase in systemic 
vascular resistance caused by increased vasoconstriction mechanisms 
caused by renin-angiotensin activation, pressure natriuresis, hyper fusion, 
and ischemia. Fibrinoid necrosis of the tiny vessels is a characteristic vascular 
feature. Furthermore, as red cells move through these constricted veins, they 
are frequently destroyed, resulting in microangiopathic hemolytic anaemia. 
A loss of auto regulation in the brain, which can manifest as hypertensive 
encephalopathy, is another symptom of a hypertensive crisis. Before 
presenting with a hypertensive emergency, the majority of patients had had 
a persistently raised blood pressure for years. Headaches, nausea, vomiting, 
visual disturbances, chest or back discomfort, dyspnea, orthopnea, or visual 
disturbances are all symptoms of end-organ injury that should be investigated 

first. Examine all prescription and non-prescription medications, as well as 
adherence and the amount of time since the last dose. Inquire about the use 
of recreational drugs such amphetamines, cocaine, and phencyclidine [1-3].

Using an appropriately sized blood pressure cuff, confirm BP on both 
arms during the physical exam. Hemorrhages, exudates, and papilledema 
are all possible funduscopic exam results. Examine for cardiac murmurs and 
gallops, as well as other indicators of heart failure. Examine for pulmonary 
edoema and abdominal bruits. Stupor, seizures, delirium, and agitation are 
examples of neurological findings. The organ that is being injured is frequently 
the best way to categorise hypertensive situations. The above assessment 
may generally identify the at-risk target organ and direct both the target 
blood pressure and the speed with which it is met. An MI, CHF, or pulmonary 
edoema may be discovered during the cardiac exam. The 4th cardiac sound is 
frequently associated with concentric left ventricular hypertrophy. To rule out 
aortic dissection, take your blood pressure in both arms. Patients may also 
experience groyne and neck bruits.

A headache, visual abnormalities, vomiting, confusion, and seizures may 
be discovered during a CNS test. Soft exudates, flame-shaped haemorrhages, 
and papilledema may be discovered during an eye exam. Oliguria may be 
detected on the renal exam, and gastrointestinal symptoms may include 
nausea, vomiting, and vague abdominal pain. Depending on the hypertensive 
emergency and the afflicted organ, appropriate therapy, including medication 
selection and blood pressure target, varies.

It is not advisable to reduce blood pressure too quickly or too drastically, as 
ischemia damage might occur in vascular areas that have become accustomed 
to a high level of blood pressure. For most hypertensive situations, however, 
mean arterial pressure (MAP) should be decreased by 10% to 20% within 
the first hour, and then by another 5% to 15% over the next 24 hours. This 
usually results in a goal blood pressure of less than 180/120 mm Hg for the 
first hour and less than 160/110 mm Hg for the next 24 hours, but seldom 
less than 130/80 mm Hg. Patients with malignant hypertension have a bleak 
outlook. With treatment, five-year survival rates of 75 to 84 percent have been 
observed; without treatment, life expectancy is less than 24 months. The most 
common causes of mortality are heart failure, stroke, and renal failure [4, 5].
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