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Disorder

Comments

Pre-existing (chronic) hypertension

With comorbid condition(s)

With evidence of preeclampsia

Gestational hypertension

With comorbid condition(s)

With evidence of preeclampsia

Preeclampsia

Other hypertensive effectst
Transient hypertensive effect
White-coat hypertensive effect

Masked hypertensive effect

This is defined as hypertension that develops either pre-pregnancy or at < 20+0 weeks' gestation

Comorbid conditions (e.g., pre-gestational type | or Il diabetes mellitus or kidney disease)
warrant tighter BP control outside of pregnancy because of their association with heightened
cardiovascular risk.

This is also known as superimposed preeclampsia, and is defined by the development of one or
more of the following at = 20 weeks:

« resistant hypertension, or

« New or worsening proteinuria, or

« one or more adverse conditions,* or

« one or more severe complications.*

Severe preeclampsia is defined as preeclampsia with one or more severe complications.
This is defined as hypertension that develops for the first time at = 20+0 weeks' gestation.

Comorbid conditions (e.g., pre-gestational type | or Il diabetes mellitus or kidney disease)
warrant tighter BP control outside of pregnancy because of their association with heightened
cardiovascular risk.

Evidence of preeclampsia may appear only many weeks after the onset of gestational
hypertension.

Preeclampsia is defined as gestational hypertension with one or more of the following:

« new proteinuria, or

« one or more adverse conditions,* or

« one or more severe complications.*

Severe preeclampsia is defined as preeclampsia with one or more severe complications.

Preeclampsia may arise de novo. It is defined as gestational hypertension with one or more of the
following:

« new proteinuria, or

« one or more adverse conditions,* or

« one or more severe complications.*

Severe preeclampsia is defined as preeclampsia with one or more severe complications.

Elevated BP may be due to environmental stimuli, e.g., the pain of labour.

This is defined as BP that is elevated in the office (sBP = 140 mmHg or dBP = 90 mmHg), but
consistently normal outside of the office (< 135/85 mmHg) by ABPM or HBPM

This is defined as BP that is consistently normal in the office (sBP < 140 mmHg or dBP
< 90 mmHg), but elevated outside of the office (= 135/85 mmHg) by ABPM or repeated HBPM.

sBP: systolic BP; dBP diastolic BP; ABPM: ambulatory BP monitoring; HBPM: home BP monitoring

*Adverse conditions and severe complications of preeclampsia are defined in Table 3.

1These may occur in women whose BP is elevated at < 20+0 or 2 20+0 weeks who are suspected of having pre-existing or gestational hypertension/

preeclampsia, respectively.
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Tudl w.a. 2555 ladmailfonutaadnios  feature was preeclampsia with severe feature
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a19191 2 naaanuaulafafuusih iliilaanudulafauinninniawinny 160/100 mmHg ™

Agent Dosage Onset

Peak Duration Comments

Labetalol Start with 20 mg 1V; repeat 20 to 5 min
80 mg IV q 30 min, or 1 to 2 mg/min,

max 300 mg (then switch to oral)

Nifedipine 5 to 10 mg capsule to be swallowed, 5 to 10 min
or bitten then swallowed, every 30

min

Hydralazine Start with 5 mg 1V; repeat 5 to 5 min
10 mg IV every 30 min, or 0.5 to
10 mg/hr |V, to a maximum of

20 mg IV (or 30 mg IM)

30 min 4 hr Best avoided in women with asthma
or heart failure. Neonatology should
be informed if the woman is in labour,
as parenteral labetalol may cause

neonatal bradycardia.

30 min ~6 hr Staff should be aware of the
distinction between short-acting
nifedipine capsules used to treat
severe hypertension and both the
intermediate-acting PA tablet (which
can be used for treatment of non-
severe or severe hypertension), and
the slow-release tablets (XL) that are

used for non-severe hypertension.

30 min May increase the risk of maternal

hypotension.

IV: intravenous; IM: intramuscular; PA: prolonged action; XL: slow release
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