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DR LOIS J. B E C K E R  (C hief Resident, University of 
Wyoming Family Practice Residency at Cheyenne): Still
birth is not an uncommon experience in family practice. 
Its event is attended by grief and difficult decisions that 
must be addressed by both the family and the delivering 
physician. Protocols have been established to assist the 
family physician when working with a family that is 
experiencing stillbirth. Presented here are a case o f still
birth and a discussion o f management approaches.

J.B. was a 24-year-old woman who was first seen for 
prenatal care on March 20, 1989. She gave a history o f 
having had a positive pregnancy test at a public health 
unit 4 weeks previously and a last normal menstrual 
period of January 16, 1989.

Her one previous gestation had been at age 17 years 
and had been complicated by ill-defined bleeding 
throughout the pregnancy. The child had been born 
approximately 4  weeks early and had been given up for 
adoption. The baby was male and weighed 4  pounds, 15 
ounces.

The patient was healthy, and did not smoke or drink 
alcohol. Her past medical history was unremarkable. The 
uterus at that visit was approximately 8 to 9 weeks in size 
and her general physical examination was within normal 
limits.

She was followed throughout the pregnancy at fre
quent intervals, and beyond an early mild anemia (hemo
globin 120 g/L[12.0 g/dL]), no problems were apparent. 
Her total weight gain was 30 lb, uterine measurements 
followed dates, and blood pressure measurements and 
urine test findings were all normal.

On October 19, 1989, she arrived for her scheduled 
appointment at 37V2 weeks’ gestation. She had felt the 
baby move that morning, but not in the afternoon. No 
fetal heart sounds could be found with testing, and a
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quick-look level 1 ultrasound examination showed no 
fetal movement or heartbeat. She was in early, active 
labor.

The patient was admitted to the hospital. A  confir
matory level 2 ultrasound examination verified the fetal 
death. The labor progressed rapidly. Membranes were 
ruptured artificially at 5 :39  pm, she became completely 
dilated at 6 :1 9  pm, was delivered o f  a stillborn male 
infant at 6 :2 3  pm, and the placenta was expulsed at 6 :25 
pm. With the exception o f thick meconium, the baby and 
placenta were normal to visual inspection. There was a 
midline episiotomy and repair. Estimated blood loss was 
500 rnL.

The patient was discharged the following morning. 
She has been followed up regularly, and is apparently 
doing well.

Pathologic evaluation o f the placenta showed meco
nium staining, minimal amnionitis, and one small infarct. 
The autopsy showed a mature term male infant with an 
intrauterine death o f undetermined cause.

Multiple maternal laboratory tests were evaluated, 
including those for Toxoplasma, cytomegalovirus, herpes 
simplex 1 and 2, and rubella; other tests included a 
Kleihauer-Betke stain for fetal cells, activated partial 
thromboplastin time for the so-called lupus anticoagu
lant, fibrinogen levels, and fibrin-split products, all o f 
which were unremarkable.

Management o f Fetal Death
D R  FR E D  B. GAUPP (Assistant Professor, University of 
Wyoming Family Practice Residency Program at Cheyenne) : 
The obstetric management o f fetal death in utero has 
been simplified by recent developments. In the not too 
distant past, the diagnosis was mainly dependent on the 
inability to hear fetal heart tones. The definitive radio- 
graphic signs o f fetal death, significant overlap o f the 
skull bones and exaggeration o f the curvature o f the fetal 
spine, were either late events or inconsistendy seen.

The diagnosis is now made quickly using real-time
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ultrasound, with lack o f  observed fetal motion on exam
ination being definitive.1 Once fetal death has been di
agnosed, the question arises o f  how aggressive one 
should be in management.

Historically, watchful waiting was advocated. In 
1957, Tricomi and Kohl2 analyzed the data from 165 
cases o f  fetal death managed conservatively: “90%  o f the 
patients went into labor within 14 days; 93%  were 
delivered by the 21st day, and only 7% retained the 
products o f  conception for more than three weeks.” One 
woman underwent cesarean section, however, after re
taining a dead fetus for 120 days. Tricomi and Kohl felt 
that there was no increase in postpartum hemorrhage 
from this method. Since their paper was published, it has 
been recognized that, indeed, a definite risk o f coagula
tion difficulties occurs with the retention o f a stillbirth. 
This coagulopathy follows a gradual, predictable course, 
with even laboratory evidence not appearing until 3 to 4 
weeks after the event3 and clinical bleeding lagging even 
further.

More recent reviews have found that women will 
usually give birth on their own well before the coagulop
athy develops (the percentages have changed somewhat 
with time):

At least 75% of women labor spontaneously within 2 weeks 
o f fetal death, and most o f the others will have delivered by 
the time another two weeks have elapsed. However, some 
variation in this time table exists with respect to the timing 
and the cause o f fetal death. As a general rule, the interval 
between death and spontaneous labor varies inversely with 
the stage o f gestation at which the fetus dies.3

Kellner et al4 looked at patient choices:

At the time fetal death was diagnosed, 69 mothers were not 
in labor or had no medical indication for delivery. There was, 
therefore, the choice o f immediate induction or waiting. All 
patients were given an explanation of the risks and benefits of 
immediate induction versus awaiting spontaneous labor. Pa
tients were assured that, if they initially chose to wait but 
then changed their mind, labor would be induced. Immedi
ate induction was chosen by 32 (46.4% ) mothers, and 37 
(53.6% ) chose to wait. O f the latter, 19 went into labor 
spontaneously 2 to 42 days after diagnosis, and in 18, labor 
was induced 2 to 19 days after diagnosis.

Active management is dependent on the duration o f 
the pregnancy and the state o f  the cervix. A near-term 
pregnancy with a favorable cervix can be treated with 
oxytocin, either alone or in combination with prostaglan
dins. Gestations o f less than 28 weeks can be terminated 
with 20-m g prostaglandin E 2 vaginal suppositories.5 
Very early fetal death is treated by surgical evacuation.

After the diagnosis or delivery o f  a dead fetus, an 
investigation should be done. Even though it may prove 
fruitless, there are compelling reasons to do so. On an 
individual basis, the most important question to be an

swered is, “Is it recurrent?” and secondarily, “Was it 
preventable?”— especially if  the parents desire other chil
dren in the future.

The extent o f  the workup is somewhat controversial. 
Meier et al6 found that “among 87 neonatal and early 
infant deaths studied, the autopsy provided a cause of 
death in 67  (77% ) while the clinical review provided a 
cause o f death in 57  (65% ) cases.” There is little argu
ment that a thorough case review and an autopsy are of 
value.

Regarding karyotyping, Mueller et al,7 after a review 
o f 124 stillbirths, stated: “Although it has been suggested 
that karyotyping should be done routinely in any still
birth or neonatal death, we believe that careful post
mortem evaluation o f  these cases can often establish 
definitive diagnoses for which karyotyping is unneces
sary,” and “karyotyping is indicated when there is a 
family history o f abnormal children or an obstetric his
tory o f recurrent pregnancy loss.”

In addition, cultures and viral studies looking tor 
evidence o f  infection with the T O R C H  syndromes (tox
oplasmosis, rubella, cytomegalovirus, and herpes simplex 
1 and 2) have a high enough yield to be done routinely.® 
Serologic studies are also done.

A Kleihauer-Betke stain (o f maternal blood, looking 
for fetal cells) may be helpful in selected cases. Laube and 
Schauberger9 looked at 29  cases o f  fetal death in which 
the diagnosis was in doubt and found that “Kleihauer- 
Betke staining o f  maternal blood was positive in four 
cases o f  unexplained fetal deaths. In all four the extent of 
feto-maternal hemorrhage was massive, amounting to 
150 ml or more.”

Other recommended studies for occult cases are 
cultures for Listeria monocytogenes and screening for the 
so-called lupus anticoagulant with coagulation stud
ies.3’10

In our case, the workup outlined above was done 
and no apparent cause was found. Our patient was ad
vised not to become pregnant until the workup was 
completed. As no cause was discovered, the baby was at 
term, and she had no other risk factors, genetic counsel
ing was offered but not strongly encouraged.

Regarding future pregnancy outcomes, in 1985, 
Freeman et al11 reported on 7052 patients in a collabo
rative project, o f  whom 337 had suffered a previous 
stillbirth. Freeman and colleagues concluded:

a history o f a previous stillbirth does have an influence on 
contraction stress test results and outcome parameters, but# 
is primarily seen within a group o f patients with hyperten
sion, clinical intrauterine growth retardation, or both. Cer
tainly, however, as an isolated diagnosis, history of previous 
stillbirth carries a significantly higher risk for a positive 
contraction stress test than does postdate pregnancy (3.7%

continued on page
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continued from  page 246

versus 1.6%) (p <  0.05) and, therefore, would continue to 
be an indication for antepartum fetal heart rate testing.

Supporting the Family
D R  D O U G LA S A. B R IG H T  (Assistant Professor, Family 
Practice Residency Program at Cheyenne) : Loss o f  any type 
is difficult, but stillbirth is devastating. It is sudden and 
unexpected, and often occurs in a previously uncompli
cated pregnancy. Stillbirth is also a true family tragedy. 
During the pregnancy, the mother and father, the sib
lings, and even the grandparents develop relationships 
with the baby. They fantasize about what it will be like, 
and have good and bad dreams about it.12

The grief and mourning accompanying a stillbirth 
follow a pattern similar to that seen in a death o f any 
close family member, with predictable stages. After dis
belief comes anger, and then disorientation.13 Stillbirth is 
unique, however, in that “although there is a sense o f 
loss, there is little sense o f having lost somebody.”14 

In fetal death there are two methods used to help 
with the mourning process. First, the birth and death o f 
the baby is made more concrete by a variety o f methods 
in the hospital. Second, bereavement counseling is em
ployed both during and after the hospitalization.15

Is counseling necessary or even helpful? Pathological

grief has been reported to occur in up to one third of 
mothers who suffer a perinatal death.13 Intervention by 
grief support teams has been found to reduce the wom
an’s anger and hostility, and to decrease physical symp
toms. It is particularly effective for women who perceive 
themselves as having low levels o f  social support.16

Many hospitals have developed protocols to handle 
stillbirths (Appendix 1) and checklists (Appendix 2) that 
allow the staff to address the predictable difficulties in a 
consistent fashion. “In order to begin the grief process of 
a stillborn baby, the parents must face the reality of the 
loss. It is helpful for them to see and touch the baby, to 
name and describe it, to have a picture o f it and to talk 
about it.”12

The parents are allowed or encouraged to hold their 
baby. Tangible items are given to them— footprints, pic
tures, lockets o f  hair, the receiving blanket. All these arc 
to make the child more real, both now and in the future,

Kellner et al4 found that nine out o f  ten parents 
chose to see their baby; in about one half o f the cases a 
parent held the baby (54% ); and the longer the gesta
tion, the more often there was a funeral or memorial,

Whether the patient recovers in the postpartum area 
or on a medical-surgical unit varies with the institution 
and apparently has little or no long-range impact.17 On 
an individual basis the nursing unit can be quite signifi-
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cant,18 and patient preference should be followed, if  at all 
possible.

After hospitalization, follow-up is arranged with the 
physician and ideally with a local support group. Con
troversy exists over the value o f lay groups, but “the 
importance o f a social environment that recognizes the 
significance o f  the loss, validates the experience o f grief, 
and accepts its expression should never be underestimat
ed.”19 Anecdotal data about the value o f groups are 
abundant. As Cassem20 has said, “Self-help groups con
tinue to be among the most effective modalities for 
permitting expression o f emotion, demonstrating that 
bereavement and its feelings are universal, and supplying 
the compassion and respect necessary for rebuilding self
esteem.”

Dealing specifically with physician follow-up, Cly- 
man et al21 found that 76%  o f  the 108 families they 
studied chose to have this care postpartum. They com
mented that “certain features distinguished the parents 
who did not utilize the physician follow-up service: par
ents were less likely to utilize the service if  they were not 
married, the mother was a teenager, the head o f the 
household was unemployed, or there was no phone at 
home.” Ironically, these groups would most benefit from 
these services.

Another aspect o f  the counseling that should be 
done is to gently prepare the grieving family for well- 
meaning but clumsy efforts to comfort them. Remarks 
like “It’s best it died before you got to know it,”14 or 
“You’re young, you’ll have more,”22 have been reported. 
Forrest et al15 even found a physician who asked a 
mother how she wanted her baby “disposed of.”

The effects o f  a stillbirth on siblings have been 
examined.15 Particular difficulty was noted in children 3 
and 4  years old. Statements such as “No one loves me in 
this house any more except my baby sister, and she’s gone 
to live with Jesus,” or “Why is Mummy sad? Is it the 
baby? What did I do wrong, hurt the baby, so it went 
away?” were reported. The children did well, however, 
with short grief reactions, except when their mothers’ 
difficulties were prolonged.

How to deal with the other children in the family 
has been reviewed by Hardgrove and Warrick.23 They 
pointed out that children do pick up the emotions and 
reactions o f  their parents, and that the tragedy needs to 
be discussed with them; that children cannot accept the 
explanation as a closed topic, that it will come up again 
and again. Children also need to know that mourning 
and sadness are appropriate and normal. A sensitive 
method o f  talking about the tragedy was suggested: 
“One way o f explaining death is to help the child see the 
body as the house or package that life lives in rather than 
life itself. Parents do not need to explain everything.

They can reply that they, too, wonder why some things 
happen.”

Occasionally, the mother herself has contributed to 
the child’s demise, through lack o f  prenatal care or use of 
cigarettes, alcohol, or drugs. At a time somewhat re
moved from the event her behavior must be addressed, 
especially if  future pregnancies are planned. As the As
sistant Secretary for Health has said,24 ‘W e must ensure 
that they understand their own responsibilities for the 
new life growing within them.”

W olff et al17 have done some interesting (and un
settling) work, especially in the area o f  who (if anyone) is 
to blame: “In dealing with their reasons for the loss of the 
baby, our data are too small to permit much interpreta
tion. On the surface, half either blamed themselves or 
projected blame onto others; a quarter o f  them attributed 
the cause to God’s will, which can be interpreted vari
ously; and a quarter consciously or unconsciously 
avoided dealing with this loaded concept in any way.”

Long-range follow-up is hopeful. “O f those fol
lowed, 50%  became pregnant again. 80%  o f these preg
nancies were planned immediately after the death of the 
baby.”17 Even those who, for whatever reason, avoided 
future pregnancy, seemed to do well. “O f those who 
verbalized the intention not to become pregnant again, 
half did not in the three-year follow-up. These women 
did not become depressed or in other ways obviously 
psychologically restricted, indicating that for them, at 
least, pregnancy was not necessary to maintain their 
equilibrium.”17

Physicians and other caregivers experience their own 
difficulties with stillbirth. They feel a guilt very similar to 
that the family experiences.25 Unfortunately, caregivers 
may actually avoid the patient in order to protect them
selves emotionally.14 Bourne26 was struck by the effects 
stillbirths had on the physicians involved, which were 
more pronounced than those o f  the patients themselves, 
In surveys he found “a strong reluctance o f doctors to 
know, notice or remember anything about the patient 
who has had a stillbirth.” As a result, “It seems that, in 
addition to her own sadness and anxieties, a woman 
experiencing a stillbirth is liable to be bereft o f medical 
help owing to the unconscious alienation o f her doctor’s 
interest from her and her family or because the doctor- 
patient relationship breaks down.”

To combat emotional isolation, a team approach is 
commonly used. “No one physician or nurse can assume 
the entire burden o f supporting the patient and her 
family. W e recommend the creation o f a perinatal be
reavement team, whose members can share the tasks of 
helping the mother and her family. In addition they can 
help each other.”14

continued on page %>2
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Conclusions
“W ith this death comes the end o f a dream.”22

Those o f us involved in the care o f these families 
have multiple responsibilities. We must investigate for 
the cause, specifically looking for recurrent or prevent
able causes. W e should strive not only to provide support 
for these people but also to make sure that they have the 
tangible items: the pictures, the hair, the blankets, to 
facilitate the mourning process. “The end point o f  the 
grieving process is not to forget the loved one but to 
remember without feeling so much pain.”12
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LOZOL
INDAPAM IDE
The diuretic that doesn't 
compromise cholesterol

B R I E F  S U M M A R Y
INDICATIONS AND USAGE: L O Z O L  (in dapam ide) is indicated tor the treatm ent of 
hypertension, alone o r in com b in ation w ith other antihypertensive drugs, and for the 
treatm ent of salt and fluid retention associated with conge stive heart failure.
Usage in Pregnancy: See P R E C A U TIO N S .
CONTRAINDICATIONS: A n uria , hypersensitivity to indapam ide o r other sulfonam id e- 
derived drugs.
WARNINGS: H ypokalem ia o c c u rs  co m m o n ly  with diuretics, and electrolyte m onitoring 
is essential. In general, diuretics should not be given with lithium.
PRECAUTIONS: Perform  serum  electrolyte determ inations at appropriate intervals, 
especially in patients w ho are vom iting excessively o r receiving parenteral fluids, in 
patients subject to electrolyte imbalance, o r in patients on a salt-restricted diet. In 
addition, patients should be observed for clinical signs of fluid o r electrolyte im balance, 
such as hyponatrem ia, h ypoch lorem ic alkalosis, o r hypokalem ia. Th e  risk of 
hypokalem ia s e conda ry to diuresis and natriuresis is increased with larger doses, with 
brisk diuresis, with seve re cirrhosis, and with concom itant use of corticosteroids or 
A C T H . Interference with adequate oral intake of electrolytes will also contribute to 
hypokalem ia. H ypokalem ia can sensitize o r exaggerate the response of the heart to the 
toxic effects of digitalis, such as increased ve ntricular irritability.
Dilutional hyponatrem ia m a y o ccu r in edem atous patients; appropriate trea tm en t is 
usually w ater restriction. In actual salt depletion, appropriate replace m ent is the 
trea tm en t of choice. Chloride deficit is usually mild, not requiring specific treatm ent 
except in extraordinary circu m stances (live r, renal disease).
H yperuricem ia m a y o ccu r, and frank gout m a y  be precipitated in certain patients 
receiving indapam ide. S e ru m  concentrations of uric acid should be m onitored 
periodically.
U se  with caution in patients with seve re renal disease; consider withholding or 
discontinuing if progressive renal im pa irm ent is observed. Renal function tests should 
be perform ed periodically.
Use with caution in patients with im paired hepatic function o r progressive liver disease, 
since m inor alterations of fluid and electrolyte balance m a y  precipitate hepatic com a. 
Latent diabetes m a y becom e manifest and insulin requ irem ents in diabetic patients 
m a y  be altered during thiazide adm inistration. S e ru m  concentrations of glucose should 
be m onitored routinely during trea tm en t with indapamide.
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Calcium  excretion is decreased b y  diuretics ph arm acologically  related to indapam ide. 
S e ru m  concentrations of calcium  increased only slightly with indapam ide in lon g-term  
studies of hypertensive patients. Indapam ide m a y decrease se ru m  PBI levels w ithout 
signs of thyroid disturbance. Com plications of hype rp arath yro idism  have not been 
seen. Discontinue before tests of parathyroid function are perform ed.
Th iazides ha ve exacerbated o r activated system ic lupus erythem atosus. C onsider this 
possibility with indapam ide.
DRUG INTERACTIONS: L O Z O L  m a y add to o r potentiate the action of other 
antihypertensive drugs. T h e  antihypertensive effect of th e d rug m a y  be enhanced in 
the p ostsym path ectom ized patient. Indapam ide m a y  decrease arterial responsiveness 
to norepinephrine, but this does not preclude the use of norepinephrine.
In m ouse and rat lifetim e ca rcinogenicity  studies, there w ere no significant differences 
in the incidence of tu m ors  between th e inda pam ide-treated anim als and the control 
groups.
Pregnancy Category B: Diuretics cross th e placental barrier and appear in c o rd  blood. 
Indapam ide should be used during pre gn a n cy  only if clearly needed. U se  m a y be 
associated w ith fetal o r neonatal jaundice, throm bocytopenia, and possibly other 
adverse effects that have o c cu rre d  in adults. It is not know n wheth er this drug is 
excreted in h u m an milk. If use of this d rug is d ee m ed essential, the patient should stop 
nursing.
ADVERSE REACTIONS: M ost adverse effects have been mild and transient. From  
Phase II p lacebo-controlled studies and lon g -te rm  controlled clinical studies, adverse 
reactions with >  5 %  cum ulative incidence: headache, dizziness, fatigue, w eakness, 
loss of en e rg y, lethargy, tiredness o r malaise, m uscle  cra m p s o r spasm  or num bness 
of the extrem ities, nervousness, tension, anxiety, irritability o r agitation; <  5 %  
cu m ulative incidence: lightheadedness, drowsiness, vertigo, insom nia, depression, 
b lurred vision, constipation, nausea, vom iting, diarrhea, gastric irritation, abdom inal 
pain or cra m p s, anorexia, orthostatic hypotension, prem ature ve ntricular contractions, 
irregular heart beat, palpitations, fre quency of urination, nocturia , polyuria, rash, hives, 
pruritus, vasculitis, im poten ce o r reduced libido, rhinorrhea, flushing, hyperuricem ia, 
hype rg lyce m ia, hyponatrem ia, hypoch lorem ia , increase in se ru m  B U N  o r creatinine, 
glycosuria, w eight loss, d ry  m outh , tingling of extremities. Clinical hypokalem ia 
occu rre d  in 3 %  and 7 %  of patients given indapam ide 2.5  m g  and 5.0  m g, respectively. 
In a lon g -te rm  study (1 5 7  patients) potassium  supplem entation w as given to 1 2 %  and 
2 7 %  of patients o n indapam ide 2.5  m g  and 5.0  m g , respectively. O ther adverse 
reactions reported w ith antihypertensive/diuretics are intrahepatic cholestatic jaundice, 
sialadenitis, xanthopsia, photosensitivity, purpu ra , necrotizing angiitis, fever, respiratory 
distress (in cluding pne um onitis), anaphylactic reactions, agranulocytosis, leukopenia, 
th rom bocytopenia, aplastic anemia.

CAUTION: Federal (U .S .A . )  law  prohibits dispensing w ithout prescription.
Keep tightly closed. Store at ro om  tem perature. A v oid  excessive heat.
Dispense in tight containers as defined in U S P .
See product circular for full prescribing information. Revised: Ju n e  1990 
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