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SUMMARY 

From our study it was thus concluded that severe pre­
eclampsia was common in young primis conceiving during first 
year of marriage. There was increased perinatal loss as severity 
of pre-eclampsia increased. IUGR was a common complication. 
Low birth weight and low placental weight was also a common 
accompaniment as severity of pre-eclampsia increased. This could 
be well related to the increased serum mucoprotein levels in blood 
and decreasing maternal T lymphocytes (Supressor). Rather pre­
eclampsia was severe with poor foetal outcome in patients who 
had decreased T cells and raised SMP levels. Thus the severity of 
pre-eclampsia whether in terms of need for early intervention or 
of low birth weight baby may be related to the blood serum muco­
proteins and maternal T cell levels. 

lnt(roduction 

Since the beginning of this century 
several hypothesis have been proposed 
associating a breakdown of maternal im­
munological tolerance to the fetus and 
the onset of pre-eclampsia. Chesley (1978) 
stated that many familial factors are 
operative. Liston 1979 claimed that pati­
ents develop PE-by autosomal recessive 
inheritance. Jenkins (1973) found in­
creased HLA matching between PE + 
patients and their husbands emphasising 
immunogenic hyporesponsiveness of PET 
mothers. 

The immune response is mediated by 
cellular (T cell function) and humoral (B 
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cell) mechanisms. It is generally accepted 
that T cell function measured by nitro­
genic response to phytohaemagglutinin 
(PHA-M) is reduced in pregnancy. The 
primary lesion in PET lies in altered T 
cells, because their �d�e�f�e�c�~�i�v�e� component 
cannot respond to the first challenge of 
paternal antigens, although they can 
function normally in later pregnancies, 
Antigen (Fetus and Placental tisue itself) 
is common in population and Antigen­
Antibody reaction normally does not 
occur due to �s�u�p�r�e�~�s�o�r� of T cells. 

Serum �r�u�?�c�o�p�r�o�~�e�i�n� (SMP) subfnction 
responds more to the immune stress. 
SMP is probably immuno suppressive 
in vivo also with increasing immunogenic 
dysparity between fete-placental unit and 
the host. SMP levels in blood of PET 



474 JOURNAL OF OBSTETRICS AND GYNAECOLOGY OF INDIA 

patients are raised with poor foetal out­
come. This study conducted at Govt. 
Medical College, Nagpur correlates the 
foetal outcome in toxaemia group to 
maternal hyporesponsivenss and SMP 
levels in blood. 

Material and Methuds 

A total of 70 cases attending O.P.D. and 
those admitted in Gynaec. and Obstetric 
wards were included in the study. 

A detailed clinical history was recorded 
and clinical exam;,nation was done. �P�a�t�i�~� 

ents suffering from other diseases like in­
fections and septicaemic illnesses were 
excluded from the study. 

The cases were r :iassified as follows: 
�G�1�·�o�t�~�p� A - Control Cases (25) 

Al - Normal Pregnancy, non­
hypertensive cases-13 

A2 - Normal nonhypertensive, 
non pregnant cases-12. 

Group B - Cases of PET (45) 
B1- Patients with mild PET-

16 
B2 - Patients with severe PET-

16 

In short, lymphocytes were separated 
from heparinized blood by Diacoll .. 
(Decruz Laboratories, Bombay). Twin 
cultures were set up in minimum essential 
medium (MEM-Bagle). In culture A-25% 
of autologous serum was added and in 
culture B-25% of human AB serum was 
added. 0.1 ml of phytohaemagglutinin 
(PHA-M) Difco Laboratories, (U.S.A.) 
was added to each culture tube. Cul­
tures were incubated at 37°C for 72 
hours. 

Cells were harvested, smears done and 
stained by Giemsa's stain. Total of 500 
cells were scored under oil immersion 
lens and were classified as 'Blast' celb 
and untransformed lymphocytes accord­
ing to caron's criteria (1969). 

Observations 

Thus in severe PET/ eclampsia patients 
had raised SMP levels, decreased mito­
genic response, low birth weight, low 
placental weight, and increased perinatal 
mortality (28.8%) as compared to normal 
pregnancy controls. The absolute lympho­
cyte count was not altered in both the 

B3 - Patients with eclampsia- groups. 
13. 

Following investigations were done: 
1. Haemoglobin estimation 
2. Urine-microscopy, albumin, sugar, 

culture and sensitivity 
3. Blood urea and blood creatinine 
4. Fundoscopy. 

Special Investigations for Immunologict< l 
Assessment 

1. Absolute Lymphocyte count 
2. Serum Seromucoid Factor (Winz­

ler's 1955) 
3. Blastoid transformation of lympho­

cytes (Pentycross 1968) 

Discus.sion 

In our study group mostly the eclamp­
sia patients were young primigravidae 
conceived during the first year of mar­
riage. In multigravida, toxaemia was less 
severe. In booked antenatal patients the 
disease was milder and progress was 
checked by early and effective �m�a�n�a�g�e�~� 

ment in hospital. In control group IUGR 
was not seen. In study group IUGR com· 
plicated in 26.6% patients. 

In control group SMP level was signi­
ficantly raised in pregnant patients, as 
compared to A2-nonpregnant patients. 
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similar to those of normal pregnant pati­
ents in absence of the autologous plasma 
in culture. The eclampsia patients show­
ed a significant hyporesponse as compared 
to mild PET group. Thus there was a 
significant hyporesponsiveness to PHA in 
�s�~�v�e�r�e� PET and eclampsia patients. While 
comparing the immunosupressive effect of 
autologous plasma in normal pregnant and 
eclampsia, the presence of plasma in cul­
ture medium significantly decreased the 
mitogenic response in eclampsia group, 
but not in normal pregnancy. Plasma 
seems to be more immunosuppresive in 
eclampsia. 

Reduction in the blastoid transforma­
tion response to P.H.A. with severe toxae­
mia and eclampsia indicated deficiency of 
T lymphocytes. It is probable that tho 
supressor fraction of T. cells is reduced 
in PET and eclampsia. This, therefore, 
will result in breaking of immune toler­
ance and poor foetal outcome. 
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