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Pregnancy-Associated Thrombocytopenia Revisited:
Assessment and Follow-Up of 50 Cases

By Nadine Ajzenberg, Marie Dreyfus, Cécile Kaplan, Jeannine Yvart, Bernard Weill, and Gil Tchernia

Thrombocytopenia detected during pregnancy addresses
the issue of its mechanism and of the possible occurrence of
neonatal thrombocytopenia. To further investigate these
issues, 50 women referred to us because of thrombocytope-
nia detected during pregnancy (platelet count, <150 X
109/L), were extensively studied, as well as their offspring.
Among these thrombocytopenic women, we used the thresh-
old of 70 x 10°/L to differentiate between mild and severe
thrombocytopenia. Whatever the severity of thrombocytope-
nia, we found biological features of an autoimmune disorder
in 48% of the women, and chronic thrombocytopenia in 55%.
A familial thrombocytopenia was evidenced in 1 case. These
50 women gave birth to 63 neonates, among whom 24 were
thrombocytopenic, either at birth or during the first week of
life. Neonatal thrombocytopenia could only be predicted in

multiparous women, on the basis of previous neonatal
thrombocytopenia in older siblings, and/or when maternal
platelet life span study, performed before pregnancy, had
evidenced an autoimmune thrombocytopenia (AITP)-like pro-
file. These results suggest that, in case of pregnancy-
associated thrombocytopenia, familial and immunological
studies, combined with postdelivery iterative platelet counts,
should be performed to properly characterize the thrombocy-
topenia. Moreover, the platelet count of the neonate should
be carefully assessed at birth and during the following days,
a platelet life span study should be performed after delivery
in the mother, because these two parameters are likely to
bring valuable information regarding the forthcoming preg-
nancies and the risk of neonatal thrombocytopenia.

© 1998 by The American Society of Hematology.

HROMBOCYTOPENIA, observed in about 7% of pregnan-  Sixty-four neonates were born to these 50 women; 63 of 64 were
cies, may be related to previously acquired or inheritedevaluated, because 1 who died with a Di George syndrome on day 42
diseases or to pregnancy-related complications such as pré@s excluded. Platelet counts were performed either at birth, on umbilical
eclampsia, sepsis, or obstetrical disseminated intravascul&rord or peripheral venous blood (50 cases), or during the first week of life (13

PP 0 . cases), depending on local procedures. When neonatal thrombocytopenia,
CofagUIztltoriL' n 7? t/:] of the t(.:alse§’ thrlo mbo%ytOpema cannot bedefined as a platelet count less than ¥500°/L, had been identified, platelet
re errg 0 any of these e I_O (_)gles. N Such Cases, pregnancyc, i were performed until normalization, whereas clinical and
associated thrombocytopenia is generally assumed to be seconl‘}iblogical studies were performed to further define its mechanism.

ary to an increased platelet consumption within the placental
circulation and/or to hormonal inhibition of megakaryocytopoi-

esis; It ha.ts.also bgen called asymptpmatlc thrompocytopenla, Immunological tests. Assessment of platelet-associated IgG (PAIgG)
becguse 't_ 1S gonS|dered to b? devoid of.any clinical adversg,g performed using isotopic methdd<irculating or associated
manifestation in the mother or in the offspritgit has recently  antiplatelet autoantibodies were identified by immunocapture assays
been defined as a mild thrombocytopenia that resolves spontangronoclonal antibody-specific immobilization of platelet antigens
ously after delivery and should not be associated with fetal(MAIPA test)° using monoclonal antibodies against platelet glycopro-
thrombocytopeni.However, several studies have described ateins (GP) llb-llla, Ib-1X, and la-lla as previously descrilfed.
fetal and/or neonatal thrombocytopenia occurrence in 4% to Diagnosis of materno-fetal antiplatelet allo-immunization was as-
13% of these caséd.The mechanism of neonatal thrombocyto- sessed by identification of parental platelet antigen incompatibility and
penia is not elucidated so far and addresses the issue of s&reening ofnywaternal serum against both a panel of phenotyped donors’
possible undetected maternal autoimmugity. and the fathefs pl"’.‘tele.ts' L .

. . . . Serum anticardiolipin antibodies were detected using the enzyme-

To assess this hypothesis, we performed an extensive study in

’ ked immunoassay described by Harris eHaGPL and MPL units
a selected population of women referred because of thrombocyere defined as the antibody reactivity of 1 pg/mL of purified

topenia detected during pregnancy. We found biological feaxnticardiolipin 1gG or IgM (kindly provided by E.N. Harris, Louisville,
tures of an autoimmune disorder in 48% of the women of ourky). Antinuclear antibodies were detected by indirect immunofluores-
series; furthermore, thrombocytopenia persisted after pregeence on 4-um rat liver sectiof&Antithyroglobulin antibodies were
nancy in 55% of the women. detected using enzyme-linked immunosorbent assay (ELISA).

MATERIALS AND METHODS
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PATIENTS

Seventy-five women in whom thrombocytopenia (defined as a From the Departments of Biological Hematology and of Biophysics,
platelet countc150 x 10%/L) had been detected during pregnancy were Hopital Bic&re, Assistance Publique-tpiaux de Paris et Facultee
referred to us by different obstetrical centers. Twenty-five were Médecine Paris-Sud, Le Kremlin-Bige, France; The Platelet Immu-
excluded because information concerning their offspring was lacking onology Department, INTS, Paris, France; and the Laboratory of
because of loss of follow-up during or after pregnancy. Fifty women Clinical Immunology, Hpital Cochin, Paris, France.
who entered the study were investigated either during pregnancy (31 Submitted January 13, 1998; accepted August 10, 1998.
cases) or after delivery (19 cases). At the first visit, they were asked to Address reprint requests to Nadine Ajzenberg, MD, Laboratoire
recall any thrombocytopenic past episode and to bring any platelet’Hématologie, Hpital de Bicére, 78 rue du Geéral Leclerc, 94275
count that could have been performed before pregnancy. Women witlBic&re Cedex, France; e-mail: etudba@mailhost.kb.inserm.fr.
previous history of autoimmune thrombocytopenia (AITP), systemic The publication costs of this article were defrayed in part by page
lupus erythematosus, or human immunodeficiency virus (HIV) infec-charge payment. This article must therefore be hereby méikerder-
tion were systematically excluded. None exhibited any pregnancytisement”in accordance with 18 U.S.C. section 1734 solely to indicate
associated complications prone to induce thrombocytopenia, such atis fact.
sepsis, pre-eclampsia, Hemolysis Elevated Liver Enzymes Low Plate- © 1998 by The American Society of Hematology.
lets (HELLP) syndrome, or disseminated intravascular coagulation. 0006-4971/98/9212-0027$3.00/0
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Isotopic study. lindium-labeled autologous or heterologous plate- sequestration ratio, with the value at Tmax being more than 1.5-fold the value
lets were infused 2 to 16 months after delivery, after verification of of the T30 ratid® A profile of hypersplenism was characterized by a mean
adequate contraception and/or @fhuman chorionic gonadotrophin platelet survival time less than 160 hours, with an immediate increased
(BHCG) level less than 5 IU/E# Informed consent was obtained from  splenic/precordial sequestration ratio and no further increment after T30.
all patients. Several parameters were studied to define the different Statistical analysis. Mean and standard deviation (SD) values were
patterns of the platelet life span. The mean platelet survival time wasalculated for each parameter analyzg#test was used to compare
calculated using linear and exponential models. Platelet recovery in thelata between groups.
circulation was extrapolated from the survival curves to time #ero.

The respective splenic/precordial and hepatic/precordial activity ratios RESULTS

were calculated on platelet infusion (T0), 30 minutes later (T30), and at Mothers. Fifty women who had displayed thrombocytope-
maximum (Tmax) and plotted on a graph to show early and latenja during 63 pregnancies were studied (Tables 1 and 2). The
distribution of!1lin-platelets in these organs. A normal platelet life span mean nadir of the platelet count during pregnancy was<69

obtained in 7 healthy volunteers after informed consent had been giveaoe/L (SD, 29x 1(F/L), ranging from 12 to 142< 10F/L. In 26
was characterized by a mean platelet survival time of 208 hours (range, ! ' ging :

192 to 232 hours) and an increment of splenic/precordial sequestratiowomen (32 of 63 pregnancu_es), the platelet count was less than
ratio = 1.5 between T30 and Tmax. 70 X 10°/L, with a mean nadir of 46< 10°/L (SD, 14x 10°/L).

A thrombocytolysis evocative of AITP also called an AITP-like Systematic inquiries disclosed that thrombocytopenia was aI.-
profile was defined by a mean platelet survival time of less than 130 hourkeady present before pregnancy in 4 women (7 pregnancies) in
together with a significant secondary increment of the splenic/precordialvhom it had been incidentally detected, although not further

Table 1. Evolution of Biological Parameters Throughout 32 Pregnancies Associated With Severe Thrombocytopenia
(Platelet Count <70 x 109/L)

Mothers
Antiplatelet
Platelet Platelet Autoantibody (MAIPA test)

Patient Nadir x 10%/L Count X 109/L Platelet PAIgG Platelet- NNT
No. (during pregnancy) (postdelivery) Life Span (+/-) Associated Circulating Autoimmunity (+/-)
3a* 59 100 AITP + ND Neg Neg -
3b* 35 ND - ND Neg Neg -
6a 30 67 AITP - ND Neg Neg +
6b 53 130 - Neg Neg ACA +
8 60 100 ND - ND Neg Neg -
9 35 40 AITP + ND Neg ACA -

10 58 201 ND - ND GP Ib-IX ND +
12a 42 157 AITP - ND GPIb-IX Neg -
12b 65 166 - ND GPlb-IX Neg -
14 60 135 ND - ND Neg Neg -
15 52 248 AITP - ND Neg ND +
17 35 167 AITP - ND Neg Neg +

22* 64 68 AITP + Neg Neg Neg -

23 50 50 N - ND Neg ND -

25 35 237 ND + Neg Neg Neg -

26 57 190 HS - ND GPIb-IX Neg -

28a 69 115 N ND ND ND ND -

28b 58 100 - ND ND ND -

29 40 30 AITP + ND Neg Neg +

3la 30 ND ND ND ND Neg ND -

31b 26 95 - ND Neg ACA -

32 35 ND ND + ND Neg Neg -

37 35 110 AITP - Neg Neg Neg +

38 51 174 ND - ND Neg Neg -

40 <50 180 HS - ND Neg Neg -

41a 30 ND AITP + Neg Neg Neg +

41b 32 103 + Neg Neg Neg +

42a 50 162 HS - ND Neg Neg +

44 60 160 UN - Neg Neg Neg -

47 12 35 ND + Neg Neg Neg -

48 63 203 HS - Neg Neg Neg -

50 50 192 AITP - GPllb-llla Neg ACA -

Abbreviations: a, first pregnancy; b, second pregnancy; NNT, neonatal thrombocytopenia; ND, not determined; AITP, AITP-like profile; HS,
profile evocative of hypersplenism; N, normal profile; UN, unclassable profile; PAIgG, platelet-associated 1gG; GP, glycoprotein; Neg, negative;
ACA, anticardiolipin antibody.

*Previously detected thrombocytopenia.
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Table 2. Evolution of Biological Parameters Throughout 31 Pregnancies With Mild Thrombocytopenia (Platelet Count =70 x 10°/L)

Mothers

Antiplatelet
Platelet Platelet Autoantibody (MAIPA test)

Patient Nadir x 109/L Count X 109/L Platelet PAIgG Platelet- NNT
No. (during pregnancy) (postdelivery) Life Span (+/-) Associated Circulating Autoimmunity (+/-)
1 90 106 ND - ND GP Ib-IX ND +
2a* 90 146 AITP ND ND ND ND +
2b* 102 59 ND ND ND ND +
2c* 71 100 - ND Neg Neg +
4 88 139 ND - ND Neg Neg +
5 71 109 UN + ND Neg ACA -
7 70 145 AITP - ND Neg Neg -

11 80 167 HS + ND GPIb-IX ACA -
13 100 123 ND - ND Neg ANA -
16 90 144 AITP - ND GP Ib-IX Neg +
18a 105 170 HS - Neg GPlb-IX Neg -
18b 110 170 - Neg Neg Neg -
19a 80 ND ND - ND Neg ND +
19b 70 107 - ND Neg ND -
20a 112 185 ND + ND GPIb-IX ANA/anti-SMC -
20b 124 170 - ND Neg -
21 97 240 N + Neg GPIb-IX Anti-TG -
24* 72 111 AITP - GPllb-llla Neg Neg +
27 97 180 AITP + ND GPIb-IX Neg -

30 89 120 HS - ND Neg Neg -

33 103 124 AITP + GPllb-llla Neg ACA +

34 70 218 ND + ND ND Neg -

35 100 177 ND + ND Neg Neg -

36a 96 113 ND + Neg Neg Anti-TG +

36b 100 ND - Neg Neg Anti-TG +

39 7 ND ND - GPllb-llla Neg Neg +

42b 120 192 HS - Neg Neg Neg -

43 142 121 HS - ND GPIb-IX Neg -

45 113 160 AITP - Neg Neg Neg +

46 80 177 HS - ND Neg Neg +

49 116 ND ND - ND Neg Neg -

Abbreviations: a, first pregnancy; b, second pregnancy; c, third pregnancy; ND, not determined; AITP, AITP-like profile; HS, evocative of
hypersplenism; N, normal profile; UN, unclassable profile; PAIgG, platelet-associated IgG; GP, glycoprotein; Neg, negative; ACA, anticardiolipin
antibody; ANA, antinuclear antibody; Anti-TG, anti-thyroglobulin antibody; anti-SMC, anti-smooth muscle cell autoantibody.

*Previously detected thrombocytopenia.

investigated, during a preoperative assessment or a long-term A long-term follow-up of the platelet count was performed
follow-up for Hodgkin’s disease. after delivery in 47 women (55 pregnancies). In 26 women (30
No severe bleeding episode was observed during pregnancgregnancies) thrombocytopenia was actually chronic, as the
nevertheless, a specific treatment was administered in 22 casetatelet count remained less than 150 10°/L long after
according to the usual procedures applied in the various centergelivery (from 2 to 36 months), with a mean nadir of 181
This treatment had been initiated early in pregnancy in 4 case&(?/L (range, 35 to 146< 10°/L).
or in the prepartum period in 18 cases. It included either Maternal thrombocytopenia recurred or was aggravated dur-
high-dose intravenous IgG (lvigG; 4 cases), oral steroids (10ng the subsequent pregnancies in all cases, including all 4
cases), or platelet transfusion (1 case). IvigG had been assodirultiparous women whose thrombocytopenia had resolved
ated with oral steroids in 3 cases. Furthermore, platelet concerafter the first delivery (Tables 1 and 2).
trates had been infused in 4 women after unsuccessful lvigG Immunological results are shown in Tables 1 and 2. All of the
and/or oral steroid therapy, due to a severe thrombocytopenia imaternal platelets were sampled for PAIgQG (43 during preg-
1 case, before a cesarean section in 2 cases, and in 1 caseraincy). Elevated PAIgG levels>({,000 IgG/platelet) were
hemorrhagic delivery. observed in 17 cases, 2 of which had received IgG infusion on
Therapy resulted in a complete correction, as defined by ahe days before sampling. It was the only biological abnormality
platelet count greater than 150 10°/L in 5 cases. There was in 7 of 17 cases and was not considered specific. In contrast, a
only a partial response in 13 cases, with a 50% increment of théotal of 21 women were considered as having biological signs of
platelet count in 6 cases or an increment ranging from 20% tautoimmunity, because the MAIPA test and/or any other
50% in 7 cases. In 4 cases, the treatment failed to increase treutoantibodies tests resulted positive. Among them, 8 tested
platelet count. iteratively during and after pregnancy were found con-
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sistently positive. Six were tested only during pregnancy and #hrombocytopenic at that time, with a platelet count ranging
after delivery. No difference in frequency of detected abnormali-from 11 to 146X 10°/L.

ties was observed whatever the period of determination (during A normal platelet life span was found in only 3 cases.
and/or after pregnancy). A direct MAIPA test, performed in 17 Features of hypersplenism were observed in 9 cases. AITP-like
of 50 cases, evidenced an anti-GPlIb-llla autoantibody in 4teatures were found in 18 of 32 cases. Platelet life span features
women with no antiplatelet antibody detected in the serum. Anzq|q not be precisely related to any of these patterns in the last
indirect MAIPA test was performed in the serum of 48 of 50 5 oqes.

women sampled durl_ng pregnancy |n_39 cases. A C|rcuI§1t|ng To assess the implications of the severity of thrombocytope-
anti-GPlb-1X autoantibody was found in 11 cases. An antlcar-nia during pregnancy, two groups of women were constituted

diolipin antibody (IgM>10 U MPL or IgG>15 U GPL) was .
found in 7 cases and an antinuclear antibod{/50) was found according t'o the platelet count threshold of XQLO%/L. (Table
4): 2 multiparous women had to be excluded because of

in 2 cases. An antithyroglobulin antibody was detected in 2 ’ . X X )
cases and was related to an autoimmune thyroiditis in 1 o]dlscordant results in their offspring (see below). Comparing the
them. two groups for maternal and neonatal parameters, there was no
Conversely, 24 women found negative for both the MAIPA difference regarding both the number of mothers diagnosed
test and anticardiolipin or antinuclear antibodies were considWith chronic thrombocytopenia after pregnancy and the number
ered as not ha\/ing signs of autoimmunity_ Five women Wereof thrombocytopenic neonates. Among the 32 evaluated cases,
considered as not evaluable because only one of these tests waig AlTP-like profile was observed in 11 of 17 cases in the group
performed and resulted negative. of severe thrombocytopenia as compared with 7 of 14 in the
Platelet life span was studied in 32 of 50 women within 2 to group of mild thrombocytopenia. Surprisingly, biological signs
16 months after delivery (Table 3). Twenty women were of autoimmunity were found more frequently in the group of

Table 3. Results of Platelet Life Span Performed in 32 Women

Platelet Platelet Splenic/Precordial Sequestration
Patient Count Mean Platelet Turnover
No. (X109/L) Survival Time (h) (x109/L/d) T30 T max Tmax/T30 Profile

2* 59 17 147 3 17 5.6 AITP

3* 93 107 69 9 16 1.8 AITP

5 102 92 83 7.5 11.5 15 UN

6 91 33 74 35 14 4 AITP

7 105 49 136 4.5 10.5 2.3 AITP

9 11 4 212 4.5 11 2.4 AITP
11 138 144 83 6.5 8.5 1.3 HS
12 174 102 102 7 11.5 1.6 AITP
15 224 86 141 7 13 1.8 AITP
16 181 55 296 4 7 1.7 AITP
17 230 75 142 4.5 9 2 AITP
18 164 91 122 7 10 1.4 HS
21 223 192 42 4 4 1 N
22* 63 72 52 35 7.5 2.1 AITP
23 50 168 20 4 5 1.2 N
24* 111 121 85 5 10 2 AITP
26 112 95 57 4.5 6 13 HS
27 173 89 55 5 13 2.6 AITP
28 116 192 24 3 4.5 1.5 N
29 25 32 60 4.5 13 2.9 AITP
30 130 145 39 9.5 9.5 1 HS
33 120 59 142 12 24 2 AITP
37 110 39 277 9.5 26 2.8 AITP
40 146 109 67 6.5 7 1.1 HS
41 102 43 146 7.5 21 2.8 AITP
42 192 124 108 11 11 1 HS
43 121 86 93 4 4.5 1.1 HS
44 150 216 91 10.5 16 15 UN
45 160 95 242 6.2 14 2.2 AITP
46 170 144 116 55 5.5 1 HS
48 132 84 154 7 10 1.4 HS
50 192 104 133 35 7 2 AITP
Control values (n = 7) range 217-356 192-232 36-62 1-4 1-5 1-1.5

Abbreviations: AITP, evocative profile of autoimmune thrombocytopenia; UN, unclassable profile; HS, evocative profile of hypersplenism; N,
normal profile.
*Previously detected thrombocytopenia.
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Table 4. Comparison of the Data Obtained in the Two Groups of
Mothers According to Their Platelet Count (Threshold, 70 x 10°/L)
During Pregnancy

Platelet Count During Pregnancy

<70 X 10%L =70 X 10%L
(n = 25) (n=23)

Maternal status
Chronic thrombocytopenia

(platelet count <150 X 109/L) 13/24 12/21
AITP-like profile 11/17 7/14
Biological signs of autoimmu-

nity 7122* 14/22
Neonatal thrombocytopenia

(platelet count <150 X 109/L) 7125 10/23

Note that the data are expressed as the number of women but not of
pregnancies. The 2 multiparous women whose offspring exhibited
discrepant neonatal platelet count have been excluded.

*p < .05.

mild thrombocytopenia (14 of 22 as compared with 7 ofR2;
.05).

4577

and were delivered without complication, either by cesarean
section or by vaginal delivery.

Sixty-three babies were included in the study. Nineteen were
born after a cesarean section because of fetal thrombocytopenia,
detected by fetal blood sampling in 2 cases, thrombocytopenia
observed in the previous siblings in 1 case, maternal thrombocy-
topenia in 1 case, or an obstetrical reason in 15 cases.

The platelet count was found normal in 39 neonates, which
was further confirmed within the first week of life in 25 of them.
Thrombocytopenia was found in 24 neonates, either at birth (15
cases) or during the first week of life (9 cases; Table 5). The
mean nadir of postnatal platelet count in the 24 thrombocytope-
nic newborns was 5X 1%L (range, 13 to 140< 10%L) and
was reached on day 4 (range, 0 to 15 days). Only 1 of the 24
thrombocytopenic newborns displayed hemorrhagic symptoms
(petechiae and a scalp hematoma) after a vaginal delivery and
was treated by oral steroids (1 mg/kg/d and tapered) until day
69, when the platelet count increased to8Q(°/L. The platelet
count at birth was 7% 10°%L and reached a nadir of 18 10°/L
on day 15.

Treatment with IvigG (1 g/kg/dx1 or 0.4 g/kg/dXx5) was

Fetuses and newbornsPercutaneous umbilical blood sam- performed in 10 cases and resulted in a complete correction in 4
pling was performed in 22 fetuses stemmed from 21 women atases or in a transient efficacy in 2 cases. In the 4 remaining
gestational ages ranging from 32 to 38 weeks. Whereas no fetalases, data were not available. Thrombocytopenia resolved
bleeding was observed, fetal bradycardia occurred in 1 casepontaneously in 2 cases. Evolution was favorable in all cases,
leading to cesarean section a few hours after sampling. Amongith a normalization of platelet count within 11 days (range, 8
the 22 fetuses, 4 disclosed moderate thrombocytopenia, witko 25 days) in the 8 cases in which it could be assessed.

platelet counts of, respectively, 70, 80, 106, and X130°/L

A nonimmune neonatal pathology that could account for

Table 5. Neonatal Parameters in the 24 Thrombocytopenic Neonates

Platelet Count X 10%/L

Patient At At Nadir Normalization of
No. Birth Nadir (day) Platelet Count (day) Treatment Associated Pathology
1 62 40 (10) ND ND None
2a 59 15 (14) ND ND None
2b ND 16 3) ND ND None
2c 112 43 4) ND IVIgG None
4 193 80 (5) (8) IVIgG Materno-foetal infection
6a 160 16 4) ND IVIgG None
6b 25 25 (0) (16) IVIgG None
10 49 49 ©) 9) IVIgG None
15 123 90 4) (12) ND None
16 17 14 (5) (24) IVIgG None
17 219 105 (5) (8) ND None
19a 360 100 1) ND None IUGR
24 140 ND ND ND None Viral infection
29* 75 13 (15) (>68) oS None
33 >150 20 ) (10) IVIgG None
36a 70 20 1) ND IVIgG None
36b 24 24 (0) ND IVIgG None
37 ND 37 ®3) ND None None
39 ND 45 (5) ND ND None
4la 128 46 3) ND IVIgG None
41b 105 45 2) ND None None
42a 250 93 (5) ND ND None
45 103 103 (0) ND None None
46 90 90 (0) ND None None

Abbreviations: a, first neonate; b, second neonate; c, third neonate; ND, not determined; IVIgG, intravenous Igs; OS, oral steroids; IUGR,

intrauterine growth retardation.
*Bleeding symptoms (petechiae and scalp hematoma).
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neonatal thrombocytopenia was found in 3 cases: 1 case of DISCUSSION

neonatal staphylococcus infection, 1 neonatal Rotavirus infec- Thrombocytopenia, when detected during pregnancy, ad-
tion, and 1 intrauterine growth retardatigh. dresses the issue of a possible related autoimmunity. Most of the
A parental human platelet antigen incompatibility was found studies performed hitherto aimed at identifying, among mater-

in 5 of the 11 cases in which it was assessed. However, deSpItr"?al thrombocytopenias, those of immune origin and at defining

the presence of thrombocytopenia in 3 newborns, the diagnOSiériteria predictive of severe fetal thrombocytopehtaHow-
of maternofetal alloimmunization could not be ascertained, due

to the absence of detectable alloantibody in the mother’s serun}eh\iikggéztzgg:gﬁnd;sgr;?;:;]cert(;(:; p?rfe:ir(]:til\r/zmnggt?eraglgma?;-

To find out predictors of neonatal thrombocytopenia, two . . o
groups of neonates were constituted according to their platele?rs of fetal thrombocytopenia during pregnancy are still missing.

count and compared regarding siblings’ platelet counts and The present work was designed to better understand the

maternal parameters (Table 6). The offspring of multiparousTéchanisms of maternal thrombocytopenia during pregnancy

women were consistently either thrombocytopenic or not throm-@Nd  its consequences in the offspring in a small subset of

bocytopenic in 10 of 12 cases. In these 10 cases, we found thgoroughly investigated women. This group of patients referred
platelet count to be normal or decreased in the same proportioff @ highly specialized center does not reflect the overall
in all siblings. This finding supports the hypothesis of the Population of thrombocytopenic pregnant women. However,
predictive value of this parameté® & .05), although in a small  the following conclusions can be reached.
subset of cases. (1) Maternal studies when performed in this group of
Discrepancy in the 2 remaining cases was as follows. In thrombocytopenic women showed asymptomatic autoimmunity
case, neonatal thrombocytopenia in the first-born was mosin 21 of 44 cases. Whether it can evolve towards a symptomatic
probably related to intrauterine growth retardation (birth weight,autoimmune disorder is yet unknown. The follow-up is less than
1,980 g in a full-term newborn), whereas the sibling had a5 years in our study, which does not allow any definite
normal platelet count both on percutaneous umbilical bloodconclusion regarding this issue.
sampling and at birth. In the last case, antenatal platelet count However, these results confirm that some pregnancy-
was found within the normal range in each of the 2 successiveissociated thrombocytopenia may be of immune ofgwth a
siblings. However at birth, the firstborn had exhibited a risk of neonatal thrombocytopenia.
moderate thrombocytopenia with a platelet nadir or day 5, (2) The diagnosis of familial thrombocytopenia, easy to
whereas the second one had a persistent normal platelet cougghieve, was established in 1 of our 50 cases. It should be
up to day 3. ;ﬁ/stematically searched for before proposing costly and inva-

When excluding the 2 cases discussed above, maternajfye investigations in a pregnant woman with thrombocytope-
chronic thrombocytopenia was associated with neonatal thromhia, because no maternal or neonatal bleeding complications

bocytopenia in 11 of 16 women who delivered thrombocytope-, ;e ever been reported in most of familial thrombocytopenias

nic neonat_es as C(_)mpared with 14 of 29 who did not_(TgbIe 6)(such as May-Hegglin syndrome or Mediterranean thrombocy-
An AITP-like profile and neonatal thrombocytopenia in thedlopenia)m

previous siblings were significantly more frequently associate 3) . . .
. , Thrombocytopenia detected during pregnancy did not
with the occurrence of neonatal thrombocytopenia (11 of 12resolve after delivery in 26 of 47 cases, indicating that 55% of

compared with 7 of 19 and 4 of 4 compared with O of 6, them were actually chronic thrombocytopenia incidentall
respectively). Conversely, the occurrence of neonatal thrombo- y ytop y

cytopenia did not correlate with the severity of the malternaldheuect;)ad durlng_ pri/?nancy re_tther tl:]an dpreghnanlcy-ellssomated
gestational thrombocytopenia. thrombocytopenia. Moreover, in our hands, the platelet count

during pregnancy was not a reliable predictive marker of the
evolution of the maternal disease or of the occurrence of

Table 6. Data Considered as Possibly Predictive neonatal thrombocytopenia: among women with mild thrombo-
of Neonatal Thrombocytopenia cytopenia (platelet count within 70 to 158 10°%/L), 43%

No. of Mothers Who Delivered delivered thrombocytopenic neonates and 57% had chronic

Neonates With Platelet Count thrombocytopenia. Furthermore, 64% displayed biological signs

<150 X 1091L =150 X 109L of autoimmunity and 50% had an AITP-like profile. It should be
(=17 (n=31) noted that all 4 women whose thrombocytopenia had been

Maternal status detected before pregnancy displayed an AITP-like profile. The
Platelet count <70 X 10°/L 7117 16/31 diagnosis of gestational thrombocytopenia, according to the

Chronic thrombocytopenia guidelines of George et &lcould be ascertained after delivery
(platelet count <150 X 109/L) 11/16 14/29

in only 8 of 50 cases. However, among these 8 women, 5

AITP-like profile 11/12% 7/19 . : . : ; : : .
P displayed biological signs of autoimmunity, associated in 1 case

Biological signs of autoimmu-

nity 8/16 13/28 with an AITP-like profile. Pregnancy-associated thrombocytope-
Previous newborns (platelet nia can therefore be a misleading terminology that should not be
count <150 X 109/L) 4/4* 0/6 used unless platelet count is found to be normal in the months
The 2 multiparous women whose offspring exhibited discrepant after delivery. The diagnosis of pregnancy-associated thrombo-
neonatal platelet count have been excluded. cytopenia is impossible to ascertain in primiparous women in

*P < .05. the absence of previous platelet count determination. Further-
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more, immunological studies should be performed to detectamilial thrombocytopenia; (2) an immunological study should
hidden autoimmunity. be performed to detect an asymptomatic maternal autoimmune
(4) As previously showr20 we did not find any statistical disorder; (3) the platelet count of the newborn should be
correlation between the occurrence of neonatal thrombocytopeperformed at birth and repeated twice during the first week of
nia and any of the following maternal parameters: platelet countife; (4) iterative maternal platelet counts should be achieved
during pregnancy, evaluation of PAIgG, and characterization ofwithin the 6 months after delivery to detect chronic thrombocy-
circulating and platelet-associated autoantibodies. Furthermordppenia; (5) in our experience, platelet life span study resulted to
no difference was observed in the neonates whether or ndie of great interest even when platelet count had returned to a
mothers had received a specific treatment aimed at increasingormal level, because it led us to detect a compensated
the platelet count during pregnancy. However, among the 4hrombocytolysis in a noticeable number of patients; and (6)
women who displayed platelet-associated anti—-GPllb-llla autoheonatal thrombocytopenia is most likely to recur in the
antibodies, 3 delivered thrombocytopenic newborns. A recenpffspring of a woman who gave birth to a first thrombocytope-
study suggested that circulating anti-GPlIlb-llla autoantibodiedhic newborn and/or when the maternal life span study is in favor
were likely to be more frequently associated with AITP than of an AITP-like profile.
with gestational thrombocytopenia but could not be conclusive
due to the small number of patierifd.ikewise, in our study, the ACKNOWLEDGMENT
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