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I nt1·oduction Eden Hospital. Out of 202 cases of jaun­

Although pregnant women are not dice complicating pregnancy during the 
more susceptible to hepatitis and although period of 1969 to 1972, 54 (2,6.7 per cent) 
the incidence of viral hepatitis in epide- patients died, directly due to the effect 
mic form is the same in pregnant and of jaundice e.g. either hepatic failure, 
non-pregnant women yet, once jaundice or obstetric complications like, postpar­
develops during pregnanay, the prognosis tum haemorrhage. During this period the 
both to the mother and the baby becomes total number of confinements were 41164 
uncertain. In severe grade of jaundice in this hospital, thus giving an incidence 
complicating pregnancy, maternal morta- of jaundice complicating pregnancy 
lity rate is well over 80 per cent. Accord-_ 0.48 per cent. The maternal mortality as 
ing to most of the Western authors, jaun- wh~le, excluding abortions, during this 
dice in pregnancy is not of dangerous penod :was 7.~9 per thousand live births. 
consequence; delivery of such cases Accordmg to Important causes of mater- "' 
may occur even at term and the nal deaths 31.9 per cent in the present 
average weight of the infant does not series of 1972 died of jaundice being fol­
differ from those observed in normal lowed by anaemia, 13.8 per cent, haemor­
delivery. When, however, jaundice in rhage 11.1 per cent and eclampsia 4.1 per 

pregnancy is complicated by pyelonephri- cent. 
tis or toxaemia then only the maternal The most striking feature in Table I 
and foetal results have been found to is the veey bigh rate of maternal death 
be worsened (Roszkowski et al., 1968). from jaundice complicating pregnancy-

Quite contrariY to this, jaundice has 23 out of 72 maternal deaths. · 
been found to be of grave prognosis when The present study is to investigate int~ 
it occurs in pregnancy, irrespective of the causative factors responsible for such 
the trimester of its appearance, in the apallingly high maternal deaths and to 

find methods, if any, either for di~gnostic 
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or therapeutic purpose, which can prevent 
this high maternal loss. 

Material and Methods 

The present study consists of 54 mater­
nal deaths out of 202 cases of jaundice 
complicating pregnancy admitted during 
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TABLE 1 
Important Causes of Mate·nt.al Deaths 

---
Toxaemia Severe Jaundice · Ha~morrhage Total Year 

deaths 
anaemia 

No. Percent No. 

1969 55 16 29.0 3 
1970 44 7 16.0 11 
1971 47 7 15.0 7 
1972 72 3 4.1 10 

the four !Years period frorrr 1969 to 1972 
___ _ in the Eden Hospital, Medical College, 

Calcutta. Ninety-nine per cent of the 
patients in this series were unhooked. Out 
of 202 cases of jaundice complicating preg­
nancy occurring during the period 1969~ 
72 only 73 cases in 1972 could be critically 
analysed. In the latter group there were 
23 deaths (31.5 per cent) either directly 
due to the effect of jaundice e.g. hepatic 
com,a or obstetric complication e.g., post­
partum haemorrhage. 

The following Tables show the distribu-

Percent No. Percent No. Percent 

5.4 12 21.S 7 12.7 
25.0 14 31.8 1 2.2 
15.0 5 10.6 2 4.2 
13.8 23 31.9 8 11.1 

---
tion of the 73 cases of jawndice complicat­
ing pregnanoy according to the age, pa­
rity, duration of pregnancy, and duration 
of suffering. 

From the above Table it appears that 
the commonest age group of incidence of 
jaundice and highest mortality is between 
20 to 30 years. 

The above Table shows that the maxi· 
mum incidence of the disease was in mul­
~tigravidae, of which 70 per cent were 
' 3rd and 4th gravidae. 

TABLE II 

Age in years No. of 
cases 

Below 20 13 
20 to 30 52 
Above 30 8 

Age 

Percent 

17.8 
72.2 
10.0 

Deaths Percent 

3 12.5 
16 74.0 
4 13.5 -------------------------------------------------------------

Parity 

Primipara 
pl + 0 
p2 + () 
P3 + 0 
p4 + 0 
P5 + 0 and 

above 

73 

No. of 
cases 

5 
g 

9 
30 
18 

3 

73 

100.0 23 

TABLE ill 
Parity 

Percent Deaths 

----------· 
8 2 

12 1 
13 2 
39 10 
24 6 
4 2 

100 23 

/ 

100.0 

Percent 

---·--
8.5 
4.5 
8.5 

44.0 
28.0 
8.5 

----- -----
100.0 
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TABLE IV 
Dist1·ibution Acco·rd·ing to Duration of Pregnancy 

Duration of pregnancy No. of 
cases 

Less than 32 weeks 8 
32-36 weeks 47 
37-40 weeks 18 

73 

The above Table shows that the maxi­
mum incidence of jaundice was between 
3'2 and 36 weeks of pregnancy (64 per 
cent) and the maximum number of ma­
ternal deaths occurred in this period of 
pregnancy 478.5 per cent). 

Percent Deaths Percent 

12 2 8.5 
64 18 78.5 
24 3 13.0 

' 1GO 23 100.0 

From the above Table it is found that 
the maximum number of jaundice, 56 per 
cent was due to viral hepatitis. With 
proper investigations the cases which are 
mentioned under "Not determined" group 
may further be categorised into the pro-

TABLE V 
Distribution of Cases AC'corling to Clinical Symrtow.,s With Jaundice 

Symptoms 

Pruritus 
Dispeptic symptoms 
Jaundice 

Mild 

6 
52 
36 

Intensity and No. of cases 

22 
10 

Moderate 

27 (death-15: 
55%) 

45 
11 

Severe 

10 (death-S: 
80%) 

--------------------------------- ---------

The above Table shows a close relation­
ship between the s-everit;y of jaundice with 
intensity of clinical symptoms, particular­
ly pruritus. The maternal mortality rate 
also runs parallel to the degree of jaun 
dice. 

This Table shows that the maximmr 
number of deaths occurred between 24 
and 48 hours after admission. 

per heading, thus giving proper perspec­
tive of the type of jaundice and relation~ 
ship with maternal death. 

The above Table shows that the major­
ity of cases had premature labour (42 
out of 73 cases, 57 per cent). The second 
important complication in this series was 
P.P.H.-6 cases out of 73 (8.2' per cent) 
which might be due to devitalised state 

TABLE VI 
Di-stribution of Cases of Deaths According to Admission-Death Inten;al · 

Time in hours after admission 

Within 12 hours . 
12 to 24 hours 
24 to 48 hours 
48 to 72 hours 
72 to 96 hours 
.\ fler 96 hom·c; 

• / 

No. of deaths 

1 
2 
8 
G 
5 
1 

Percent 

4.5 
9.0 

34.;; 
26.0 
21.5 
4.5 
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TABLE VII 
Distribution of Cases Acco1ding to the Types of Jaundice 

Types of Jaundice 

Viral hepatitis 
Idiopathic Cholestatic Jaundice 
Toxaemia 
Recurrent Cholestatis 
Not determined 

TABLE VIII 

Distribution of Cases According to N atttre 
of Confinements 

Not confined 
Confined 
N .V.D. 
Forceps 
L .U.C .S. 

No. of 
cases 

20 
53 
51 
1 
1* 

73 

Maternal 
deaths 

5 
18 

23 

*This L .S .C.S. was done at 37 weeks of preg­
nancy in a case of recurrent cholestratic jaun­
dice. The patient was 2nd gravid-a, past 
caesarean section with history o~ jaundice in 
the first pregnancy; baby died subsequently. 
This time L.S.C.S. was done as the jaundice 
could not be controlled ins:r>ite of conservative 
treatment and a living male baby was born. 

TABLE IX 

Distribution of Cases Acco-,·ding to the Obstetric 
Complication 

Obstetric complications 

Premature labour 
Postpartum haemorrhage 
Obstetric shock 
Eclampsia 
Puerperal sepsis 
Thrombophlebitis 
Failure of lactation 

No. of 
cases 

·12 
6 
2 
1 

8 
4 

----
No .. of No. of 
cases Percent maternal P er cent 

d":l2+'-

41 56 16 70 
10 14 Nil Nil 
6 8 1 4 
2 3 Nil Nil 

14 19 6 26 
---

73 100 23 100 

of the mother with atonic uterus, super 
imposed by disorder in coagulation 
mechanism. 

TABLE X 

Distribution of Cases According to Causes of 
Maternal Deaths 

Cause No. of Percentage 
deaths 

Hepatic coma 17 73 
Eclampsia 1 4.5 
P.P.H. 2 9 
Puerperal sepsts 1 4.5 
Unknown 2 9 

The above Table shows that hepatic 
coma is the commonest cause of death 
in this series, the occurrence of which 
is most unpredictable and in the majority 
of cases it was precipitat~::d following 
labour. 

Discussion 

The liver is rarely affected adversely 
due to metabolic changes of normal preg­
nancy (Rickman, 1960). Except in toxae­
mia with involvement of liver, and coin­
cidental viral hepatitis, there is usualJ,y 
no evidence of hepatic dysfunction. How­
ever, in the course of normal pregnancy 
certain variation in the structure and 
func.tion of live1· ·may occur which reflect 

/ 
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TABLE XI 
Dist1·ibution of cases showing foetal outcome 

Foetal outcome 

Stillbirth 
Neonatal death 
Prematurity 

Haemorrhagic disorder 
Asphyxia neonatorum 
Undetermined 

the response of the liver to the increased 
need of the mother and the foetus in 
utero. In the biochemical test of liver 
function numerous minor alterati<'Jns have 
been noted which are most evident in the 
later months of gestation and which dis­
appeared afte1' delivery. 

The liver may show evidence of injur~ 
in pregnancy as a result of factors direct­
ly re1ated to the pregnancy or due to some 
associated factors in pregnancy. The fol­
lowing classification of jaundice compli­
ca~ing pregnancy is helpful both from 
prognostic and therapeutic points of view: 

A. Liver disease due to Pl·egnancy 

1. Hyperemesis Gravidarum - rare 
cause. 

2. Toxaemia of pregnancy particular­
ly eclampsia-rare cause. 

3 . Idiopathic jaundice of pregnancy 
and recurrent cholestasis--good 
prognosis. 

4. Acute fatt1y liver-poor prognosis 
(relation to Tetracycline therapy). 

B. CoincidentaL Liver disease 

1. Viral hepatitis-prognosis is worse 
in pregnant than in non-pregnant 
state-stillbirth rate high. Some­
times associated with massive 
hepatocellular necrosis. 

2. Biliary tract disease-surprising-

.. 

NQ. of cases Perinatal Death 

16 
30 
24 

1 
3 
2 

46 (out of 73-5 = 
68 cases) 

5 cases died 
undelivered 

1y rare as a cause of jaundice in ,_... 
pregnancy. 

3. Hepatotoxic drugs-Chlorproma­
zine may cause prolonged Gholes­
tasis, precipitating clinical jaun·· 
dice. 

4. Haemolytic Jaundice-rare condi~ 

tion. 
5. Pre-existing liver disease, e.g. 

cirrhosis-pregnancy very rare. 

Hyperemesis G1·avidarum 

Jaundice in hyperemesis is rare ill -..... 
present day obstetrics as the hypermesis 
should be cured before the liver nnder~ 
goes that amount of fatty necrosis as to 
give rise to jaundice. Once jaundice 
develops the prognosis is bad, and termi­
nation of pregnancy may be justified 
after correction of fluid and electrolyte 
balance. 

Toxaemia of pregnancy 

Although abnormal tests of liver func· 
tion, such as serum alkaline phosphatase 
and transaminase are common in toxaemia 
jaundice ·is -·rare. --Toxaemia cannot be 
regarded as primarily involving the liver; 
the liver damage of eclampsia i:s a ter­
minal event. Jaundice in toxaemia is 
rare. Here again the patient should not 
be allowed to go up to the stage of mas­
sive hepatocellular necrosis. Tenni.loia-
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tion of pregll!ancy in an earlier stage is 
- justified, but once jaundice is developed 

in eclampsia or in severe pre-eclamptic 
toxaemia, the prognosis becomes grave. 

Idiopa,thic Jaundice of Pregnancy and 
Recurrent Cholestatic Jaundice 

This type of obstetric (Cholestatic) 
jaundice appears in the last trimester of 
pregnancy (Sherlock, 1970). In the mild­
est form, jaundice is absent and the only 

'---"'- feature is pruritus. Many patients ex­
periencing generalised itching in the last 
weeks of pregnancy may be suffering 
from this condition and need thorough 
investigation (Donald, 1969). J au:ndice 
is rarely deep, urine is dark and stool is 
pale; the general health is preserved and 
there is no pain. The liver and spleen are 
not palpable. After delivery jaundice 
disappears and within one or two weeks 
the pruritus ceases. The condition may 
recur in subsequent pregnancies. The 
prognosis for the mother and the child 

------- is generally not too bad. Etiology of this 
condition is unknown; it probably re­
presents an unusual cholestatic reaction 
to a steroid produced in pregnancy. In 
the first pregna:ncy a diagnosis of Idio­
pathic Cholestatic jaundice from viral 
hepatitis and other condition causing 
jaundice may be difficult. Sometimes 
diagnosis may be settled only after deli­
very by the disappearance of the icterus. 

Acute Fatty Liver 

Sheehan (1940) was the first to suggest 
that there is a specific type of severe 
jaundice in pregnancy which he called 
obstetric acute yellow atrophy of the 
liver, but others mentioned it as acute 
fatty liver of pregnancy. It was pre-.. 
viously considered to be a ma:nifestation 
of pre-eclampsia, but now it is accepted 
to be an end-result of viral hepatitis and 
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this malady bears no relationship with 
pre-eclampsia (Barnes, 1965). During the 
last trimester the mother . develops 
jaundice, severe nausea, vomiting, sev­
ere haematemesis, abdominal pain, head­
ache and stupor. Death is the usual out­
come but survival is also reported. This 
type of severe jaundice is related to pro­
tein malnutrition and particularly to the 
depression of protein synthesis caused 
by certain drugs, particularly the tetra­
cyclines. That is why it is advisable to 
avoid the use of tetracyclines especially 
intravenously during the last trimester 
of pregnancy. The risk of liver damage 
is greatest specially when the patient has 
got pyelonephritis or is undernourished. 
The differential diagnosis of this condi­
tion from viral hepatitis can be difficult. 
Treatment is symptomatic for hepatic 
and re:nal failures. 

Jliral Hepatitis 

This was the commonest type of jaun­
dice complicating pregnancy in the pre­
sent series. The agent causing this com­
mon type of jaundice remains to be 
identified. The com.mon experimental 
animals are not susceptible and there is 
no specific diagnostic test. Only the his­
tory of epidemic of viral hepatitis can 
clinch the diagnosis, as was reported i.n 
the Delhi epidemic (Naidu and Biswana­
than, 1957; Malkani and Grewal, 1957). 
It is more commonLy found in women 
coming from low economic group living 
in unhygienic surroundings and drink­
ing unfilte?ed water. If it is considered 
necessary to confirm the diagnosis, 
needle biopsy can be performed (Sher­
lock, 1968). Although according to Sher­
lock {1970), viral hepatitis in pregnancy 
runs the same course as in non-pregnant 
women, our observation was quite 
contradictory to this finding. There is 

• 



586 JOURNAL OF OBSTETRICS AND GYNAECOLOGY OF INDIA 

higher incidence of abortion and· pre­
mature labour in pregnancies complicated 
by viral hepatitis (Martin, 1953). The 
perinatal mortality depends not on the 
mother's disease but on the maturity of 
the foetus (Haemerli, 1966). 

The treatment in viral hepatitis in 
pregnant women should be prophylactic; 
adequate antenatal supervision, main­
tenance of nutrition by high protein, 
high carbohydrate diet supplemented by 
vitamins constituted the best regime. 
Women who have been exposed to hepa­
titis, should be given Gamma-globulin 
0.1 mi. per kg. of body weight. (WHO, 
1S64). 

For fully developed disease, bed rest, 
high carbohydrate diet supplemen~ed by 
vitamins are the essentials in the man­
agement. The nutrition should be main­
tained by administration of 10% glucose 
3 to 4 pints in 24 hours. Administration 
of Nicotinaemide and Tocopherol, may 
be justified. For sedation, paraldehyde 
may be used parenterally. 

When improvement in the general 
condition occurs, fluids and vitamins may 
be given by mouth. Vitamin K should be 
given in cases of hepatic coma where 
there is chance of hypofibri.nogenaemia. 

Antibiotics are of no specific value 
except in the presence of a complicating 
bacterial infection. However, Aureomycin 
or Neomycin may be used to combat 
secondary infection. 

Use of corticosteroids in such cases, 
particularly in hepatic coma may be 
justified wi+h the object to protect against 
mas.oive hepatic necrosis. 

Foetat Gonadal changes due to use of 
corticosteroids in ear1y pregnancy al­
though a possibility, is ultimately of no 
concern in consideration to the gravity of 
maternal illness. 

Termination of p1·e~n:1ncy i.:; not. justi-

fied whatever may be the duration ot 
pregnancy; rather i t should. be avoided 
as the operation itself inay adversely 
affect the liver which is already damaged 
(Browne and Browne, 1960). 

Homologous Se1·urn Jaundice 

This is due to viral hepatitis and may 
be contracted from blood or plasma 
transfusion or direct inoculation of the 
virus by a syringe or needle used for in­
jection, Venepuncture, finger puncture ... 
or lobule puncture. Disposable syringes 
should be used in antenatal clinics, parti­
cularly when Tetanus Toxoids are given 
on mass scale to all pregnant mothers. 

Gall . Stones 

The association of gall stones giVmg 
rise to jaundice in pregnancy is surpris­
ingly rare. The clinical picture does not 
differ from that of non-pregnant cases 
and the management should be the same. 

Toxic D-rugs 

Pregnant women can react to drug 
causing jaundice in an exaggerated way 
as manifested with the u se of tetra­
cyclines, chlorpromazines, anaesthetic 
agents like ether, chloroform, sulphon­
amides and phenacetines. Therefore, 
selection of drugs, particularly in the first 
trimester should be done with utmost ~ _ 
care. 

Summary and Conclusion 

In conclusion it may be postulated that 
jaundice in pregnanoy in om countr~' 

behaves in a different way having a 
deleterious effect both on mother and 
baby. This observation is quite contra­
dictory to the findings of many of the 
Western authors. 

Considerin~ thet jauncliCP w::~s tlw 

• 
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commonest killer of mothers in the Eden 
Hospital in 1972, an all out effort should 
be made to have comprehensive idea 
about the epidemiological aspect, physio­
pathological changes, diagnostic pro­
blems and proper therapeutic approach 
to this dreadful disease couplicaling 
pregnancy. 
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