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	From pages 921, 937-40, 952-5, 971-3 
	8 questions on the final exam



I. Nursing care of the acutely ill obstetric patient - 

A. Pretest

1. The system most affected by pregnancy is the cardiovascular system.

2. The 2nd stage of labor involves descent and rotation of the fetal head.

3. A nonstress test (NST) involves application of fetal monitors.

4. Signs of preeclampsia include blurry vision.

5. Nursing care of a preeclamptic inpatient involves evaluating LOC, infusing magnesium sulfate, and assessing DTRs BUT DOES NOT INCLUDE placing the patient in trendelenburg position.

6. HELLP syndrome (hemolysis, elevated liver enzymes, low platelets) is a complication of HTN in pregnancy.

7. DIC occurs in OB association with abruption placentae.

8. A complete previa is implantation of the placenta covering the cervical OS. 

9. A cause of uterine rupture is pitocin infusion.

10. A laboring patient experiencing obstetric complications requires a 16-18 G IV in case the patient requires blood products. 

11. Gestational diabetes occurs due to the diabetogenic effects of pregnancy. 

12. Premature labor is NOT DEFINED when positive vaginal bleeding with cramps occurs between 20-37 weeks.  Recall, labor requires cervical change so PML can be defined by any change with contractions every 5-8 mins, cervical dilation of 2 cm or more 20-37 wks, OR cervical effacement of 80% between 20-37 wks.
13. A drug use hx should be obtained at 1st prenatal visit for every patient.

14. If a prolapsed cord is noted, the nurse should place the patient in knee chest position.  This is only one possible action.  
15. Chest compressions should be initiated on a neonate of the heart rate is < 80 bpm. 

B. If you are not familiar with all the “normals” of pregnancy, you might want to take a look at those so you can differentiate from problems. 
II. Acute Pulmonary Complications

A. Pulmonary edema

1. Etiology/pathophysiology

a. Cardiogenic: LV is unable to empty its contents completely and efficiently (dilation of the ventricle ( increased pressure in pulmonary veins and arteries which may force fluid into the interstitial space and alveoli, decreasing gas exchange. 

b. Noncardiogenic: increased pulmonary capillary permeability ( fluid shift into interstitial spaces and alveoli ( decreased gas exchange and hypoxemia.
2. Clinical manifestations: SOB, dypsnea, tachypnea, coarse crackles and rhonchi may be auscultated, cxray may have patchy infiltrates or be opaque. If severe, pink, frothy sputum.
3. Management: supportive in nature.  

a. Morphine sulfate for anxiety r/t SOB.

b. O2 Sat > 90%

c. Oxygen therapy if PaO2 < 60 or sat < 90%. May require intermittent positive pressure ventilation or mechanical ventilation.

d. Continuous fetal monitoring. 

e. Placement of pulmonary artery catheter can help determine the cause of pulmonary edema. 

f. Meds:

1. Lasix, used sparingly.

2. ABX, prophylactic.

3. Renal dose of dopamine to maintain renal function.

4. Drugs to decrease SVR, increase CO and maintain urine output.

B. Amniotic Fluid Embolism
1. Etiology/pathophysiology:
a. Contributing factors: maternal age, multiparity, macrosomia, pitocin induction, HTN, and precipitous labor. Maybe abruption and intrauterine fetal distress. 

b. Death occurs 86% of the time within 2 hours of initial insult!!
c. Theory: 

1. Initial Event:  severe pulmonary HTN results from amniotic fluid into the lung ( right heart failure and hypoxia.  

2. If patient survives initial event: LV failure with normal RV function and severe pulmonary edema.

d. AF embolism results in DIC when the fibrinolytic system is activated.

2. Clinical manifestations:  normally occurs immediately after delivery, ARD, shock out of proportion to blood loss, chills, shivering, sweating and possible seizures.  Pink frothy sputum may be present.  DX normally made by autopsy where aspiration from the pulmonary artery will contain fetal cells, lanugo, vernix, or meconium.
3. Management: 
a. Maintain oxygenation by intubation and mechanical ventilation!!!!  CPR is normally necessary.

b. PAC placed to evaluated hemodynamic status.

c. Blood products are used to correct DIC.

C. Acute Respiratory Distress Syndrome

1. Etiology/Pathophysiology:

a. Complications that predispose to ARDS: aspiration, DIC in preeclampsia, eclampsia, abruption placentae, IUFD, amniotic fluid embolus, hemorrhagic shock from too much blood loss, pyelonephritis, and sepsis.

b. Initial insult ( damage to the alveolar capillary membrane ( increased permeability and fluid leaks from vessels causing further damage and interference with surfactant production ( lungs become stiff and difficult to ventilate ( fluid in lungs increases ( decreasing lung volume (intrapulmonary shunting ( severe hypoxemia. 

c. Intubation and mechanical ventilation may be necessary.

d. Mortality rate is 50-60% , normally from MI. 

2. Clinical Manifestations:  severe hypoxemia, dyspnea, tachypnea, cyanosis, difuse fine crackles on auscultation. Chest x-ray reveals bilateral infiltrates.
3. Management: supportive in nature

a. Intubation and mechanical ventilation to maintain PaO2 above 60%

b. PEEP of 5-35 may be used.

c. PAC in place to rule out cardiac abnormalities and to monitor PAP and CO. 

d. Meds:  vasoactive drugs, inotropes, steroids.

e. Fluid balance is crucial!! Albumin or blood may be administered to maintain CO and oxygenation.

D. Pulmonary Embolism
1. Etiology/pathophysiology:

a. Leading obstretric related cause of postpartum death!!!  Contributing factors: increased maternal age, multiparity, obesity, and with decreased ambulation after delivery. Associated with hypercoagulable state and venous stasis in pregnancy.
b. Patho same as in nonpregnant people, migration of thrombi occluding flow in pulmonary circulation.

2. Clinical manifestations:  

a. Classic signs are dyspnea and tachypnea. Others may be pleuritic pain, apprehension, cough, tachycardia, hemoptysis, low body temp. 

b. If patient is having multiple small embolic with at least 50% of pulmonary arterial system blocked, the picture may mimic MI.  S/S: hypotension, syncope, or seizures.
3. Management:

a. Oxygen therapy is crucial if it is an antepartum event to ensure fetus is not compromised.
b. Bedrest for 5-7 days with Demerol or morphine for pain/anxiety.

c. IV Heparin is DOC with antepartum or intrapartum event because it does not cross placenta.

d. Coumadin is DOC in PP period. 

III. Shock in Pregnancy

A. Definition and pathogenesis: Shock results when the patient’s functional intravascular blood volume is below the capacity of the body’s vascular bed ( decreasing b/p ( decreased tissue perfusion. If untreated, ( cellular acidosis and hypoxia lead to end-organ tissue dysfunction and death. Normally hemorrhagic or hypovolemic in pregnancy.
B. Etiology and Incidence:
1. Obstetric hemorrhage is the leading cause of maternal death.  

2. Pregnant women will have 5-10 greater blood loss than nonpregnant people before signs and symptoms appear. 

C. Signs and Symptoms r/t severity of shock: tachycardia is progressively worse
	Severity
	% Blood Loss
	Symptoms

	None
	Up to 15-20 %
	None

	Mild
	20-25%
	Tachycardia, mild hypotension, peripheral vasoconstriction

	Moderate
	25-35%
	Tachycardia, hypotension (80-100 mmHg), Restlessness, oliguria

	Severe
	>35%
	Tachycardia, HypoTN(<60mmHg), altered LOC, anuria


D. Management:

1. Goals:

a. Goal #1: blood volume replacement

b. Goal #2: tx of underlying cause of hemorrhage

2. Interventions:

a. Assess V/S
b. 14-18 G IV in place with fluid, second site started for blood products; may need an arterial line to monitor lab values due to limited peripheral access from vasoconstriction.
c. Evaluate O2 sats. If pt is dyspneic, administer 6-8L via mask.  May require intubation and mechanical ventilation.
d. Urinary cath with urometer collection device b/c decreased UOP is good indicator of core hypovolemia, hemodynamic status, and changes.

e. If prior to delivery, continuous EFM because the first signs of hemorrhagic shock may be fetal distress. May see late decels and decreased variablility. Use of trendelenberg position will increase profusion to the core organs and uterus. 
f. Once pt is stabilized, treat underlying cause. Use PAC for assessment. Will likely see decreased CVP, PAP and PAWP values. 

IV. Trauma in pregnancy

A. Causes: MVA, assaults, and suicide. 

B. Physiologic alterations:

1. Due to the increased blood volume, the total loss a pregnant woman will be much greater than that of a non-pregnant pt requiring greater replacement volumes. 

2. Supine positioning can significantly decrease blood return to the heart affecting CO and causing hypotension, and loss of consciousness.

3. Midpregnancy, maternal b/p falls and heart rate increases by 15%. 

4. The uterus is not protected by bony structures as it distends from the pelvis adding risk for hemorrhage.

5. Pregnancy is a state of hypercoaguability which may increase risk of thrombus formation. DIC is also prevalent after trauma. 

C. Blunt Trauma

1. Leading cause of fetal death is maternal death.

2. Abruptio placentae, most likely within 48 hrs of trauma, can cause poor placental-fetal oxygen exchange leading to fetal morbidity and mortality. 

D. Management:

1. V/S, FHR and monitoring. 

2. S/S of abruption and premature labor: vaginal bleeding, uterine irritability or CTX, pain, and leaking of amniotic fluid. 

V. Emergency Delivery

A. Preciptious delivery: < 3 hours of labor

1. Cause: abnormally low resistance of the soft parts of the birth canal or from abnormally strong uterine and abdominal contractions. Risk for multiparous pts and PTL due to small fetal size.
2. Clinical manifestations: pts present with advanced cervical dilatation and effacement after a short period of uterine CTX. Baby may block release of amniotic fluid so determination regarding the presence of meconium is not likely.  If baby is >34 weeks, suction equipment should be readily available.

3. Management: 

a. Encourage pt to breathe thru CTX instead of pushing.

b. Get another nurse, one for baby and one for pt. 

c. Have neonatal resuscitation bag and oxygen available along with suction equipment.

d. Prep vaginal area with betadine if time allows.

e. When perineum begins to bulge with crowning head, gently apply pressure on it to prevent tearing and explosion of the fetal head. 

f. Suction babies mouth then nose.  If meconium is present, deep suctioning is required. 

g. Feel for cord.  If you present and you are able, remove from neck.  If unable to remove, clamp and cut. 
h. Once baby is delivered, maintain at level of placenta (preferred) or slightly above to prevent maternal-fetal transfusion.  

i. The delivery of placenta usually occurs within two CTX of delivery. 

j. Administer pitocin (IV or IM) following delivery of placenta to add with uterine clamp down.

B. Prolapsed umbilical cord
1. Necessitates emergency delivery, vaginal delivery is not indicated!!

2. Clinical Manifestations: 

a. EFM: may see quick drop in FHR, prolonged bradycardia with decreased variability. 

b. Cord may be visually obvious or felt on vaginal exam. 

c. Occult cord prolapse: variable decels that become severe with loss of variability and prolonged return to baseline.

3. Management:

a. Place the patient in knee chest and adjust the bed to Trendelenburg.

b. Administer high flow oxygen at 10 L/min per nonrebreather mask.

c. Notify mds!

d. Vaginal exam is done to alleviate pressure to presenting part and palpate FHR. 

e. Infuse a nondextrose infusion at a bolus rate.

f. Place a urinary catheter and may instill 200-300 ml of sterile baby formula or sterile water to distend the bladder, pushing the fetus up and alleviating pressure on the cord. 

g. Move pt to OR, still in knee-chest.

h. Once in OR, place in lateral tilt and apply EFM. 

i. Shave patient’s abdomen including 1.5 inches of pubic hair.

j. Prepare abdomen

k. When physicians are ready to make the incision, unclamp the urinary catheter.  

