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Abstract: Idiopathic thrombocytopenic purpura, otherwise known as primary immune thrombocytopenia, is an 

immune-mediated acquired disease that presents with decreased platelet count and associated risk of bleeding. In 

most cases there are autoimmune antibodies involved in the pathophysiology of the disease. Thrombocytopenia is 

found during laboratory testing and is defined as platelet count less than 150 000 per microliter per blood whereas 

higher risk of bleeding complications occurs usually at counts less than 50 x 10^9 /L. In most cases patients stay 

asymptomatic and the low platelet count is an accidental finding. Furthermore, it is well known that pregnancy is a 

prothrombotic state and it is hence more likely for thrombocytopenia to stay unrecognized. Most common diagnoses 

presenting with thrombocytopenia during pregnancy are gestational thrombocytopenia, hypertensive disorders, and 

immune processes. Case presentation: A thirty-eight-year-old primipara at thirty-three gestational weeks was 

admitted to Obstetrics Department of MBAL “St. Anna” AD – Varna with diagnosis “Foetus mortus”, blood 

pressure of 180/100 mmHg, heartbeat of 70 bpm, last menstrual period on 26.01.2018 and estimated delivery date 

on 02.11.2018. She was previously diagnosed with idiopathic thrombocytopenic purpura. From anamnesis – a 

pregnant woman with abdominal pain and uterine contractions on tocolytic and spasmolytic therapy showing no 

significant effect on pain syndrome and shortened cervical length of 25 mm measured with transvaginal ultrasound. 

She was previously hospitalized once to Department of pathological pregnancy in SBAGAL – Varna. On physical 

examination she showed hemorrhagic rash on extremities with eyelid, lower leg, and ankle edema. From observation 

– centripetal type of fat distribution. From laboratory - : Hemoglobin 131g/L; Hematocrit 0,405 L/L; Erythrocytes 

4,66 T/L; Leukocytes 17,80 G/L; Platelets 22 x 10^9/L; Fibrinogen 4,61 g/L; Total proteins 60 g/L; Urea 2,8 

mmol/l; ASAT – 26,4 U/I; ALAT 33,0 U/I; Blood glucose – 5,4 mmol/L; Bleeding time – 150 sec; Blood clotting 

time – 420 sec. Induction of labour with 10 IU/ml oxytocin in 500 ml 0,9% NaCl solution was initiated by reason of 

the unfavourable cervical score. Magnesium tocolysis and antihypertensive drug chlophazolin were also included in 

the plan of action due to the high blood pressure. On the 16th hour from induction of labour a non-vital macerated 

fetus with sign of Spalding was delivered. Episiotomy was not performed due to the higher risk of bleeding. During 

the third stage of labour total blood loss accounted for 150-200 ml. Conclusion: Despite the advances in medical 

sciences, immune thrombocytopenia could have a significant impact on both fetal and maternal life and there is 

always a chance of unfavourable progression of the disorder. 
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1. INTRODUCTION 
Idiopathic thrombocytopenic purpura (ITP) is an immune-mediated acquired disease characterized by low platelet 

count and an increased risk of bleeding (Cooper & Bussel, 2006). Based on the etiology and pathogenesis there are 

various terms to refer to that condition – immune thrombocytopenic purpura; immune thrombocytopenia (by reason 

of the prevalence of asymptomatic cases); etc, so now the condition is more preferred to be classified as primary 

immune thrombocytopenia (Rodeghiero et al, 2009). 

Primary or idiopathic thrombocytopenia is a diagnosis of exclusion and there is no clear underlying cause of the 

condition (Neunert et al, 2011; Provan et al, 2019), whereas in secondary thrombocytopenia – it is induced by other 

diseases (infectious, autoimmune, lymphoproliferative, etc), transfusions, vaccines, or drugs (Douglas et al, 2009). 

The pathophysiology of ITP is connected with the production of autoantibodies that are mostly IgG and most 

frequently target platelet membrane glycoproteins IIb-IIIa and Ib-IX followed by opsonization, phagocytosis and 

destruction (Van Leeuwen et al 1982; McMillan et al 1987; Schwartz, 2007). Anti-GPIIb-IIIa antibodies require Fcᵧ 

receptor (FcᵧR) for the destruction of platelets while anti-GPIb-IX antibodies follow an FcᵧR- independent pathway 

for desialilyation of platelets (Li et al, 2015). Loss of sialic acid in platelets is connected with their removal from the 
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blood circulation, triggered production of thrombopoietin and therefore megakaryocyte proliferation (Grozovsky et 

al, 2015). Sialidase is said to reverse this cascade (Marini et al, 2021). Higher rates of platelet desialylation are 

associated with lower platelet count and poor response to common therapies (Tao et al, 2017; Revilla et al, 2019; 

Marini et al, 2021). For the help of determining ITP among patients above the age of 60 or those showing a robust 

response to treatment a bone marrow biopsy could be performed additionally, where increased megakaryocyte 

production may be present (Cines & Bussel, 2005).  

Thrombocytopenia, platelet count below 150 000 x10^9/L, is the second most common hematologic abnormality 

found among pregnant women (Sullivan et Martin, 1995). Counts lower than 100 000 x10^9/L are encountered in 

approximately 1% of women during pregnancy (Gernsheimer, James et Stasi, 2013). The most common causes of 

thrombocytopenia during pregnancy are the following - gestational thrombocytopenia (75%); hypertensive disorders 

(15-20%); immune processes (3-4%); infections; malignancies etc (Burrows & Kelton, 1990). However, pregnant 

women with low platelet count usually show less symptoms due to the procoagulant state induced by pregnancy 

itself (Calderwood, 2006).  

Despite the fact most individuals stay asymptomatic, very low platelet count could lead to bleeding diathesis and 

purpura (Cines & Bussel, 2005). Risk of posttraumatic bleeding increases at platelet counts below 50 000 x 10^9/L; 

petechia and purpura usually can develop at platelet counts below 20 000 x 10^9/L; and if they are less than 10 000 

x 10^9/L severe bleeding could emerge. (Cines & Bussel, 2005; Kayal, Jayachandran & Singh, 2014). Haemorrhage 

during labour following a vaginal delivery is not usual maternal concern even with very low platelet count, although 

postpartal complications are possible due to the fall in pro-coagulant factors (Webert et al, 2003). For providing 

anaesthesia two and half decades ago the recommended threshold used to be 50 x 10^9/L (Letsky and Greaves, 

1996) whereas approximately 15 years later a threshold of 75 x 10^9/L (Provan et al, 2010) and 80 x 10^9/L were 

recommended if no other comorbidities or risk factors are present (van Veen et al, 2010). For patients that are at risk 

of bleeding with platelet counts lower than 20 000 x 10^9 /L or show bleeding symptoms treatment is indicated, 

while asymptomatic patients with mild thrombocytopenia can be observed (Cines & Bussel, 2005). 

Case presentation: A 38-year-old primipara, LMP – 26.01.2018, EDD – 02.11.2018, arrived for the first time in the 

Obstetrics Department of MBAL “St. Anna” AD- Varna with admitting diagnosis “Foetus mortus”, thirty-three 

gestational weeks, a blood pressure of 180/100 mmHg, and a heart rate of 70 bpm.  

Anamnesis: Pregnant woman with abdominal pain and uterine contractions on tocolytic therapy with magnesium 

and spasmolytic drugs, showing no significant effect on pain syndrome, shortened cervical length of 25 mm 

measured with transvaginal ultrasound (TVUS). The patient was previously hospitalized once to Department of 

pathological pregnancy in SBAGAL – Varna. 

Fig. 1. Eyelid edema and thrombocytopenic purpura on extremities 

 

Physical examination: Hemorrhagic rash on extremities; eyelid, lower leg, and ankle edema (Fig 1); a blood pressure 

of 180/100 mmHg; a heart rate of 70 bpm. From observation- centripetal type of fat distribution- fat deposition in 

the regions of shoulders, chest, and abdomen while extremities and pelvis remain relatively low-fat. 
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Laboratory investigations: Hemoglobin 131g/L; Hematocrit 0,405 L/L; Erythrocytes 4,66 T/L; Leucocytes 17,80 

G/L; Platelets 22 x 10^9; Fibrinogen 4,61 g/L; Total proteins 60 g/L; Urea 2,8 mmol/l; ASAT – 26,4 U/I; ALAT 

33,0 U/I; Blood glucose – 5,4 mmol/L; Bleeding time – 150 sec; Blood clothing time – 420 sec. 

 

Fig. 2. Spalding sign      Fig. 3. Male macerated fetus 

  

 

Fig. 4. Placenta showing multiple infarctions 

 

 

 

 

Absence of fetal heart beats and no fetal movements were reported upon admission in Obstetrics Department of 

MBAL “St. Anna”- Varna. Due to unfavourable cervical score labour induction was initiated with the use of 

Oxytocin 10 IU/ml in 500 ml 0,9% NaCl solution intravenously. Since blood pressure values of the patient were 

high, Magnesium tocolysis treatment and antihypertensive drug Chlophazolin were also included in the plan of 

action. On the 16th hour from onset of induction of labour a male non-vital macerated fetus with Spalding sign (Fig. 

2.) weighing 1550 g and 41 cm tall was expulsed (Fig. 3.). The delivered placenta weighted 300 g and the umbilical 

cord was 45 cm long (Fig.4.). Total amount of blood loss during the third stage of labour was 150-200 ml. During 

the second stage of labour episiotomy was not performed due to high risk of bleeding.  

Conclusion: ITP could be a serious medical condition with impact on both maternal and fetal life, and despite the 

advances in medical sciences, there is always a chance for unfavourable progression of the disorder. 
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