Outline of Lecture 02 (02-26 PP; Heuppchen)

Pre-eclampsia
Clinical

Preeclampsia (HTN and proteinuria)


- Mild



mild HTN (>140/90) after 20 wks and mild proteinuria (>300mg/24hr)

- Severe

persistent HTN (>160/110), proteinuria (>5g/24hr), oliguria (<500cc/224hr), HA or other cerebral/visual disturbance, pulmonary edema, RUQ pain or ( liver fxn, thrombocytopenia, fetal growth restriction



- HELLP:  Hemolysis, Elevated Liver enzymes, Low Platelets



+/- proteinuria, by definition severe preeclampsia


Eclampsia:  above plus seizures

- Epi: incidence 5-8% in US, primarily 1st pregnancy in 2nd-3rd trimester


- Risk factors: first pregnancy, pre-eclampsia in previous pregnancy, HTN or vascular disease, obesity & diabetes, advanced maternal age, etc


- Important to distinguish prior chronic HTN vs gestational HTN vs preeclampsia

Pathophysiology is poorly understood

Involves vascular changes


- No increase in plasma volume plus hemolysis ( hemoconcentration


- Circulating mediators play a role, eg prostaglandins, thromboxane A2, endothelins


- Vasospasm and ischemia


Involves immune response


- Recognition of paternal antigens during first pregnancy reduces risk of pre-eclampsia in subsequent pregnancy unless there is immune dysfunction


Involves hepatic changes


- ( ALT, AST



- ( bilirubin due to hemolysis



- hepatic hemorrhage


Involves neurologic changes


- Amaurosis (temporary blindness), blurred vision, scotomas, and HA



- Cerebral edema



- Hyperreflexia


Involves renal changes


- Attenuated ( in GFR



- Oliguria may be secondary to hemoconcentration


Involves genetics


One theory states trophoblast invasion is incomplete in preeclampsia


Many possible adverse events to fetus ranging from growth restriction to fetal death

Management


- Increased surveillance if suspected pre-eclampsia

- If mild, treat HTN with labetalol or hydralazine and prophylax seizures with MgSO4


- Deliver if severe, but be mindful of M&M to mother and fetus
