
 

 

 

HELLP SYNDROME  

 

“The Suicide of Dorothy Hale” oil on canvas, 1938-39, Frida Kahlo. 



“In the city of New York, on the 21st of the month of October 1938, at six in the morning. 

Mrs. DOROTHY HALE committed suicide by throwing herself out of a very high window 

of the Hampshire House building. In her memory...............................this retablo, having 

executed it, Frida Kahlo”.     

 

“I will always remember the shock that I had when I pulled the painting out of the crate. 

I felt really physically sick. What was I going to do with this gruesome painting of the 

smashed corpse of my friend, and her blood dripping down all over the frame? I could 

not return it - across the top of the painting there was an angel waving an unfurled 

banner which proclaimed in Spanish that this was “The Suicide of Dorothy Hale”. I 

would not have requested such a gory picture of my worst enemy, much less of my 

unfortunate friend”. 

 

Clare Booth Luce 

 

Many of history’s greatest Artists have painted not simply for patrons, but rather for the 

sake of their own ideals, philosophies, emotions, or needs, upon which there could be no 

compromise, Mark Rothko being a classic case in point. The great Mexican painter, 

Frida Kahlo can be taken as another example. Depending on the state of mind of the 

Artist, timing could be everything for a patron requesting a commission. 

 

Although Frida Kahlo most definitely wanted to make a living from her work, by the same 

token she never compromised it for the sake of a patron in order to actually make it 

saleable. They could simply take it or leave it. Although Frida was rapidly rising to 

international fame, by November of 1938 she was not in good state of mind. Her lover at 

the time, the Hungarian born American photographer Nikolas Muray, had just jilted her 

in order to marry another woman. So at Frida’s New York exhibition in November of 

1938, when the editor of Vanity Fair, Clare Boothe Luce, commissioned her to paint a 

portrait of her friend Dorothy Hale, her timing could not have been worse.             

 

Dorothy Hale (nee Donavan) was a beautiful American Socialite of the 1920s and 30s. 

She had been a Ziegfeld dancer and was studying sculpture in Paris, when she married 

millionaire stockbroker Gaillard Thomas. She soon became accustomed to high living, 

but the marriage ended in divorce. She then married the society portrait Artist Gardiner 

Hale, and again began to move in the circles of high society, where she met and became 

friends with Clare Luce and Frida Kahlo. Clare recalled, “Dorothy Donovan Hale was 

one of the most beautiful women I have ever known. Not even the young Elizabeth Taylor, 

whom she resembled, was more beautiful....the young Hales had many friends, not only in 

society, where Hale garnered his portrait commissions, but amoung the artists of the 

period, including Diego Rivera and Frida Kahlo. Hale was killed in an automobile 

accident on the West Coast in the mid-thirties, leaving Dorothy with very little money. 

When she flunked out on Hollywood screen tests, she returned to New York where friends 

- amoung them myself - gave her enough from time to time to go on living in the style to 

which her life with Gardener had accustomed her....we all believed that a girl of such 

extraordinary beauty and charm could not be long in either developing a career, or 

finding another husband. Unhappily, Dorothy had very little talent and no luck”.   

 

But her luck seemed to change when she caught the eye of Harry Hopkins, President 

Franklin D. Roosevelt’s most trusted advisor. Dorothy excitedly anticipated a 



Whitehouse wedding, and moved into an apartment in Hampton House, New York, 

paying the rent with the help of her wealthy friends. But Hopkins suddenly broke off the 

affair. Dorothy was devastated. It was rumoured that Roosevelt himself had told Hopkins 

to end the relationship and recommended that he should marry Lou Macey instead, a 

close friend of the Roosevelt’s. Dorothy was humiliated by all the newspaper columnists, 

who made it perfectly clear to all that she had been jilted by Roosevelt’s man.     

 

In what seemed a shocking extravagance to her friends, who were paying her rent, 

Dorothy, seemingly to cheer herself up, went out and bought a stunning black velvet 

“femme-fatale” evening gown that cost around six hundred dollars, a vast amount for a 

dress during the depression years of the 1930s. She then announced to all her friends that 

she was going away on a long trip and that she was having a farewell party for all. Most 

of her friends, despite being annoyed with her ungoverned extravagance, nonetheless 

turned up. Dorothy wore the black velvet dress and a large corsage of yellow roses. At 

around midnight, she announced, “Well that’s the end of the vodka, there isn’t any 

more”. The party pretty much finished up after that. The next morning Clare Luce, who 

had not attended her friend’s party, out of annoyance with her extravagance, received a 

phone call from the police. Dorothy was dead. At about 6.00 am in the morning she had 

put on her black gown and yellow flowers again, and then thrown herself out of the 

window of her 16th story apartment.     

 

When Clare Luce commissioned Frida for a painting she thought she was getting a 

portrait of her friend. She had intended to pass it on to Dorothy’s grieving mother. What 

she got instead was a retablo in the darkest Mexican style that reflected the true tragedy 

of the situation, as well as the state of Frida’s anguished state of mind at the time. It was 

a work so graphically horrific it rivalled “A Few Small Nips” The image is dynamic, as if 

in a series of cinematic frames. Dorothy appears in three moments of time. The first 

image shows her as a tragically pathetic tiny figure, falling out of the window head first. 

In the second image she is much larger as she hurtles closer to the ground, falling 

through the clouds that emphasize the terrifying nothingness of empty space. Her arms 

are flung out as if in momentary terror, her eyes stare widely back at the viewer. In the 

final image Dorothy is a yet larger broken body on the pavement. Her head lies in an 

expanding pool of blood that drips from her eyes, ears and mouth. Her eyes remain 

widely open looking straight back at the viewer, with all the poignant calm, Hayden 

Herrera writes, of a wounded animal. Her face is still beautiful, but the image is almost 

too painful to look at. She is dressed in her black velvet gown and wears her corsage of 

yellow roses.          

 

As in “A Few Small Nips”, the viewer is made to viscerally feel the whole terrifying 

experience. The clouds spill out onto the frame; blood spatters both the inscription and 

the lower frame. There is no safe boundary that protects the viewer from the shocking 

reality of the scene, the viewer rather is a part of it. In a trick of trompe l’oeil, Dorothy’s 

left foot hangs out of the picture towards us, casting its shadow over the inscription; we 

are there with her on the pavement.  

 

When Clare Luce received the painting, she was so deeply shocked by it her immediate 

thought was to destroy it. “I felt really physically sick”, she later remembered, “I would 

not have requested such a gory picture of my worst enemy, much less of my unfortunate 

friend”. But the Japanese American Artist and sculptor, Isamu Noguchi, who was a 



mutual friend of Clare and Frida Kahlo, in fact had been her lover in 1935 after she had 

left Diego, convinced her not to destroy the painting.  She did however get him to paint 

over the banderole at the top of the painting that bore the title of the work as well as a 

sentence within the inscription at the bottom of it, declaring that the work had been 

commissioned by her. Although she could not in the end destroy the painting, neither 

could she live with it. She simply gave it to a friend, who then had it put in storage. It 

would not see the light of day again for another thirty years.    

 

Frida Kahlo’s painting, “The Suicide of Dorothy Hale” oil on canvas, 1938, should not 

be seen as a callous or unthinking work. This would be to entirely misunderstand it. 

Whether or not by some miscommunication between Artist and patron, Frida had always 

intended to produce a “devotional” work or retablo in the tradition of her Mexican 

heritage. Retablos were images in keeping with Mexican Nineteenth and early Twentieth 

century folk art. They were narrative works that were done in a naive style on small 

metal panels that were then hung in churches that generally were for the purpose of 

giving thanks to God for deliverance from some terrible fate, such as recovery from a 

serious illness or injury. Although Frida used the ex-voto style, there is no divine 

salvation in “The Suicide of Dorothy Hale”. Frida was not religious, in fact she was a 

dedicated Communist. It is a secular retablo. Frida always painted reality, her own 

reality, and in the death of her friend she saw only tragedy and so told it the way it was. 

But it is more than even this. Her works closely mirrored her own pain and suffering. 

Like Dorothy had just been jilted by her lover. The image of committing suicide was one 

that she already held in her own mind. When Frida received the commission to paint a 

“portrait” of “Dorothy” it was merely an opportunity to record her own uncensored 

horror and personal grief. It was never intended to be anything else. Judged in this light, 

“The Suicide of Dorothy Hale” becomes a masterpiece, by dint of its powerful ability to 

invoke strong emotions that cross any barrier of time, space or culture.  

 

In Frida Kahlo’s powerful “The Suicide of Dorothy Hale” we see the poignant signs of 

an unanswered cry for help, not only in its subject but also, if we have the eyes to see it, 

in its creator. Tragically Dorothy’s friends did not have the eyes to see her cries for help, 

mistaking suicidal depression for “extravagance”. In our pregnant patients we must be 

ever vigilant for any cry of HELLP as well. It is difficult to have the eyes to see this 

syndrome on outward examination alone, however unlike poor Dorothy, we do have 

other more visible means in the form of our routine blood testing. By the use of an FBE 

and LFTs we may avoid a tragedy.   

 

 

 

 

 

 

 

 

 

 

 

 

 



HELLP SYNDROME 

 

Introduction 

 

HELLP syndrome is a clinical syndrome that develops in pregnancy characterized by 

the triad of: 

 

1. H: Hemolysis: 

 

 ● With a microangiopathic blood smear 

 

2. EL: Elevated Liver enzymes  

 

3. LP: Low Platelets  

 

Signs and symptoms typically develop between 28 and 36 weeks of gestation, however 

second trimester or postpartum onset can also occur.  

 

There is no “typical” clinical presentation for patients with HELLP syndrome, and so its 

diagnosis is based upon the presence of all of the laboratory abnormalities comprising 

its name (hemolysis with a microangiopathic blood smear, elevated liver enzymes, and 

low platelet count) in a pregnant woman. 

 

HELLP syndrome probably represents a severe form of preeclampsia however the exact 

relationship between the two disorders remains controversial.  

 

As many as 15 - 20 % of patients with HELLP syndrome do not have antecedent 

hypertension or proteinuria, leading some authorities to believe that HELLP is a distinct 

disorder from preeclampsia.  

 

Both preeclampsia with severe features and HELLP syndrome may be associated with 

serious complications including hepatic manifestations, such as infarction, hemorrhage, 

and rupture. 

 

Following delivery, (the only definitive therapy) maternal symptoms and signs usually 

begin to improve within 48 hours, but a protracted course is possible. 

 

The outcome for mothers with HELLP is generally good, however, serious complications 

are relatively common. 

 

History 

 

HELLP syndrome was first described as a distinct clinical entity (as opposed to severe 

pre-eclampsia) by Dr. Louis Weinstein in 1982 1 

 

Epidemiology 

 

HELLP Syndrome affects up to 1% pregnancies. 

 



It is, however, seen in around 10 - 20 % of pregnancies with severe preeclampsia / 

eclampsia. 

 

Mortality is around 1 - 2%  

 

Pathophysiology 

 

HELLP syndrome probably represents a severe form of preeclampsia however the exact 

relationship between the two disorders remains controversial.  

 

As many as 15 - 20 % of patients with HELLP syndrome do not have antecedent 

hypertension or proteinuria, leading some authorities to believe that HELLP is a distinct 

disorder from preeclampsia.  

 

The exact pathogenesis of HELLP syndrome is unknown.  

 

If it is a form of severe preeclampsia, it likely originates from aberrant placental 

development and function.  

 

As an independent entity, it has been attributed to abnormal placentation, similar to 

preeclampsia, but with greater hepatic inflammation and greater activation of the 

coagulation system than in preeclampsia 

 

Risk Factors: 

 

These include: 

 

1. A previous history of HELLP  

 

2. A previous history of preeclampsia 

 

3. Genetic variants: 

 

A variety of genetic variants associated with an increased risk of HELLP 

syndrome have been reported, however these have no role in clinical 

management. 

 

Note that in contrast to preeclampsia, nulliparity is not a risk factor for HELLP 

syndrome, as half or more of affected patients are multiparous. 

 

Of those women who develop HELLP, in a subsequent pregnancy: 

 

● 7 % develop HELLP again. 

 

● 18 % develop preeclampsia  

 

● 18 % develop gestational hypertension. 

 

 



Clinical features 

 

There is no “typical” clinical presentation for patients with HELLP syndrome, and so the 

diagnosis of HELLP syndrome is based upon the presence of all of the laboratory 

abnormalities comprising its name (hemolysis with a microangiopathic blood smear, 

elevated liver enzymes, and low platelet count) in a pregnant woman. 

 

Signs and symptoms typically develop between 28 and 36 weeks of gestation, however 

second trimester or postpartum onset can also occur.  

 

In one illustrative series (of 442 patients) HELLP syndrome, occurred: 3 

 

1 Prior to delivery in 70 % of cases:  

 

● Of these patients, approximately 80 %  were diagnosed prior to 37 weeks 

 of gestation  

 

● Fewer than 3 % developed the disease between 17 - 20 weeks of 

 gestation.  

 

2. Postpartum in 30 % of cases: 

 

● These cases were usually within 48 hours of delivery, but occasionally as 

 long as 7 days after birth.  

 

80 % of postpartum patients with HELLP had evidence of preeclampsia before delivery.  

 

In the remaining 20 %, signs and symptoms of preeclampsia were first detected after 

delivery. 

 

There is no “typical” clinical presentation for patients with HELLP syndrome, but the 

following may be seen: 2 

 

Symptoms: 

 

1. Headache (reported rates vary from 33 - 61 % of cases) 

 

2. Nausea / vomiting (reported rates vary from 29 - 84 % of cases) 

 

3. Malaise  

 

4. Visual disturbances (reported rates vary from 10 - 20 % of cases) 

 

5. Right upper quadrant pain / epigastric (reported rates vary from 40 - 90 % of 

 cases) 

 

Examination: 

 

1. Hypertension (reported rates vary from 82 - 88 % of cases) 



 

 ● But may be absent, even in severe cases.  

 

2. Right upper quadrant / epigastric tenderness (reported rates vary from 40 - 90 % 

 of cases) 

 

3. Jaundice (reported rates are around 5 % of cases) 

 

4. Proteinuria (reported rates vary from 86 - 100 % of cases) 

 

 ● But may be absent, even in severe cases. 

 

Diagnostic criteria: 

 

HELLP syndrome is a clinical syndrome that develops in pregnancy characterized by 

the triad of: 

 

1. H: Hemolysis: 

 

 ● With a microangiopathic blood smear 

 

2. EL: Elevated Liver enzymes  

 

3. LP: Low Platelets  

 

Specific diagnostic criteria are described by the Tennessee classification as follows: 

 

● Microangiopathic haemolytic anaemia  

 

♥ Blood film shows characteristic schistocytes. 

 

 Other signs suggestive of hemolysis include an elevated indirect bilirubin 

 level and a low serum haptoglobin concentration (≤ 25 mg/dL). 

 

● Platelet count ≤ 100,000 cells/microL. 

 

● Total bilirubin ≥ 20.52 micromol/L (or  ≥ 1.2 mg/dL). 

 

● Serum AST > 2 times upper limit of normal for local laboratory: 

 

 ♥ This is usually > 70 international units/L.  

 

Some clinicians use alanine aminotransferase (ALT) levels instead of, or 

in addition to, AST levels. An advantage of the AST is that it is a single 

test that reflects both hepatocellular necrosis and red cell hemolysis. 

 

Note that women who do not meet all of the above laboratory abnormalities are 

considered to have partial HELLP syndrome. These patients may however progress to 

a complete expression of the HELLP syndrome. 



 

Complications: 

 

Serious maternal morbidity may be present at initial presentation or may develop 

shortly thereafter. 

 

The risk of serious morbidity correlates with increasing severity of maternal symptoms 

and laboratory abnormalities 

 

Serious complications can include: 

 

1. Anaemia  

 

2. Disseminated intravascular coagulation (DIC) (around 20%) 

 

3. Abruptio placentae (around 16%) 

 

4. Acute renal failure (around 8%).  

 

5. Bleeding: 

 

● Subcapsular or intraparenchymal liver hematoma (around 1%).  

 

● Intracerebral hemorrhage  

 

● Bleeding related to thrombocytopenia (though this is an unusual 

 presentation). 

 

 ● Severe postpartum haemorrhage 

 

6. Pulmonary edema/ ARDS (around 6 %). 

 

7. Hepatic: 

 

 ● Liver impairment/ failure 

 

 ● Liver infarcts.  

 

 ● Hepatic rupture / bleeding.  

 

8. Retinopathy: 

 

 ● Retinal detachment (around 1%).  

 

9.  Fetal: 

 

Fetal/neonatal and long-term prognosis are most strongly associated with 

gestational age at delivery and birth weight.  

 



Maternal laboratory parameters do not predict fetal mortality.  

 

Adverse fetal effects include: 

 

● Premature delivery   

 

● Intrauterine growth restriction / FDIU 

 

Differential Diagnoses: 

 

The principle differential diagnoses will include:   

 

1. Pre-eclampsia / eclampsia (assuming that HELLP syndrome is a distinct entity 

 from these).   

 

2. Acute fatty liver of pregnancy: 

 

● The clinical presentation of AFLP commonly includes nausea and 

 vomiting, abdominal pain, malaise, polydipsia/polyuria, jaundice/dark 

 urine, encephalopathy, and hypertension/preeclampsia.  

 

 Severe hypoglycaemia is also a characteristic feature of acute fatty liver 

 of pregnancy 

    

HELLP may be difficult to distinguish clinically from AFLP since both 

occur at the same time in gestation and share several clinical features. 

 

It is important to differentiate between the two disorders because women 

with AFLP can rapidly develop liver failure and encephalopathy.  

 

Additional laboratory testing can be helpful: prolongation of the 

prothrombin (PT) and activated partial thromboplastin time (aPTT), severe 

hypoglycemia, and elevated creatinine concentration are more common in 

women with AFLP than in those with HELLP.  

 

Hypertension is more common in HELLP than in AFLP 

 

3. Acute viral hepatitis 

 

4. Other liver disease unrelated to pregnancy.  

 

5. Haematological conditions:   

 

 ● HUS: 

 

♥ Severe renal insufficiency is suggestive of haemolytic uremic 

 syndrome (HUS), which may be caused by a Shiga toxin-

 producing organism, complement regulatory defect (inherited or 

 acquired), or a drug effect.  



 

 ● TTP (rare in pregnancy): 

 

♥ A high LDH level with only modest elevation of AST is more 

 consistent with TTP than HELLP. 

 

The percentage of schistocytes on peripheral smear is often higher 

in TTP (2 - 5 %) than in HELLP (< 1 %). 

 

♥ HELLP is associated with thrombocytopenia and, in severe cases, 

 there may be disseminated intravascular coagulation (DIC) with 

 the attendant prolongation of the PT and aPTT, and reductions in 

 the plasma concentrations of factors V and VIII.  

 

In contrast, TTP and HUS are associated with isolated platelet 

consumption and so although thrombocytopenia is seen, 

prolongation of the PT and aPTT are typically absent in these.  

 

 ● ITP 

 

 ● DIC (e.g. from PPH or amniotic fluid embolism) 

 

● Other causes of haemolysis e.g. Idiopathic autoimmune haemolytic 

 anaemia (AIHA), sepsis. 

 

6. Conditions causing Right upper quadrant / epigastric pain in general: 

 

● Right upper quadrant / epigastric pain may mimic many common non-

 obstetric conditions such as biliary colic/ cholecystitis or lower lobe lung 

 conditions (such as pneumonia or pulmonary embolism).  

 

These can of course all occur in pregnancy, however in any pregnant 

patient there must always be high index of suspicion for a pregnancy 

related condition - such as abruption, splenic artery aneurysm rupture, 

preeclampsia / eclampsia or HELLP, (and especially the liver related 

complications of HELLP). 

 

A correct diagnosis is vital, as “empiric” treatments may be 

contraindicated and dangerous, anticoagulation for suspected PE for 

example is contraindicated and dangerous in all of these pregnancy 

related conditions.            

 

Investigations 

 

Blood tests: 

 

1. FBE 

 

● Anaemia (from hemolysis)  



 

● Thrombocytopenia 

 

  ● Typical blood smear: 

  

♥ There is evidence of a micro-angiopathic haemolytic anaemia: 

 

This is defined as evidence of RBC fragmentation, (schistocytes) 

which can be seen on the peripheral blood film. 

 

2. U&Es/ glucose.  

 

3. LTTs: 

 

 ● Bilirubin 

 

 ● AST 

 

 ● ALT 

 

4. Coagulation profile.   

 

 ● There is a normal PT and aPTT (unless there is a superimposed DIC) 

 

5. LDH: 

 

 ● Increased > 600 U/L. 

 

Note however that elevated lactate dehydrogenase (LDH) it is a non-

specific finding associated with both hemolysis and liver disease in 

general.  

 

6. Blood group and save (or cross match, as clinically indicated).  

 

CXR: 

 

For any respiratory symptoms  

 

Ultrasound: 

 

For assessment of: 

 

1. Fetal well being  

 

2. Abruptio placentae 

 

3. Abdominal free fluid:  

 

 ● Subcapsular or intraparenchymal liver hematoma/ liver hemorrhage  



 

CTG Monitoring: 

 

To assess fetal wellbeing. 

 

CT / MRI Scan: 

 

Computed tomography (or magnetic resonance imaging) may be necessary when 

significant complications such as hepatic infarction, hematoma, or rupture are suspected 

because of sudden severe right upper quadrant abdominal pain.  These may be associated 

with shoulder pain, neck pain, and/or hypotension.  

 

CT (or MRI) is more reliable than ultrasonography for detecting these lesions 

 

Management 

 

Prevention: 

 

There is no current evidence that any therapy prevents recurrent HELLP syndrome. 

 

Treatment:  

 

In general terms, management is along similar lines as for pre-eclampsia/ eclampsia.  

 

Following delivery, maternal symptoms and signs usually begin to improve within 48 

hours, but a protracted course is possible. 

 

The outcome for mothers with HELLP is generally good, however, serious complications 

are relatively common. 

 

From an Ed perspective the major immediate life threats are: 

 

● Hepatic hemorrhage / subcapsular hematoma / liver rupture 

 

● Multi-organ failure 

 

In general terms management involves the following: 

 

1. Immediate attention to any ABC issues. 

 

2. Hypertension, (if present): 

 

 The approach to antihypertensive therapy is the same as that for preeclampsia 

 

 Oral antihypertensive drugs:  

 

● Oral antihypertensive drugs are mandatory for systolic blood pressure ≥ 

 170 mm Hg or diastolic pressure ≥ 110 mm Hg, although lower thresholds 

 are advisable if signs or symptoms are present. 



 

Options include: 

 

● Labetolol 

 

● Methyldopa 

 

● Nifedipine SR 

 

 The two most commonly used IV options are:  

 

● IV labetalol: 

 

♥ Intravenous labetalol is now considered to be the primary drug 

 of choice for the urgent control of severe hypertension in 

 pregnancy. 

 

● IV hydralazine: 

 

♥ Traditionally used in the past, but in fact is classified as a class C 

 drug in pregnancy. 

 

♥ Hydralazine may still be considered for women with a 

 contraindication to IV beta blockers such as a history of 

 significant asthma or congestive heart failure. 

 

3.  MgSO4 IV for eclamptic seizure prophylaxis 

 

 ● See Eclampsia (in O&G folder). 

 

4. Corticosteroids (IV) 

 

● These have no clear benefit for HELLP syndrome itself.  

 

 They may be given for enhancing fetal lung maturity from 24 - 34 

 weeks: either as 2 doses of 12 mg betamethasone 24 hours apart or 6 mg 

 dexamethasone 12 hours apart before delivery. 

 

5. Blood products: 

 

● Blood:  

 

Blood transfusion may be required for clinically significant anaemia or 

where there is intra-abdominal bleeding.     

 

 ● Platelets:  

 

Actively bleeding patients with thrombocytopenia should be transfused 

with platelets.  



 

Platelet transfusion may be indicated to prevent excessive bleeding during 

delivery if the platelet count is less than 20,000 cells/microL, but the 

threshold for prophylactic platelet transfusion in this setting is 

controversial and there should be haematology consultation.   

 

6. Liver haemorrhage:  

 

This is usually managed conservatively where possible. 

 

● Correct any coagulopathy 

 

 ● Surgical options include: 

 

  ♥ Drainage of the hematoma 

 

  ♥ Packing / oversewing of lacerations, or partial hepatectomy 

 

Arterial embolization may also be considered in patients who are who are 

relatively hemodynamically stable 

 

7. Delivery: 

 

● Delivery (either by vaginal delivery or cesarean section) is indicated if the 

 HELLP syndrome occurs after the 34th gestational week or the foetal 

 and/or maternal condition deteriorates. 

 

At 24 - 34 weeks’ gestation and a stable mother and fetus, administration 

of steroids and a wait of 24 - 48 hours may be considered. After this time a 

re-evaluation is made for delivery based on the maternal-fetal condition.  

 

Disposition: 

 

As soon as the diagnosis is suspected consultation/ referral should be made urgently to 

the Obstetric Unit. 

 

Frequently these will be also be need for consultation with: 

 

● Haematology Unit 

 

● ICU 

 

● Paediatrics  

 

 

 

 

 



Appendix 1 

 

Left: Normal peripheral blood smear. High-power view of a normal peripheral blood 

smear. Several platelets (arrows) and a normal lymphocyte (arrowhead) can also be 

seen. The red cells are of relatively uniform size and shape. The diameter of the normal 

red cell should approximate that of the nucleus of the small lymphocyte; central pallor 

(dashed arrow) should equal one-third of its diameter. 

 

Right: Peripheral smear in microangiopathic hemolytic anemia showing presence of 

schistocytes. The smear shows multiple schistocytes (or helmet cells) (arrows) and other 

fragmented red cells (small arrowhead); Microspherocytes are also seen (large 

arrowheads). The platelet number is reduced; the large platelet in the center (dashed 

arrow) suggests that the thrombocytopenia is due to enhanced destruction. (Carola von 

Kapff, Up to Date Website).  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Left: Dorothy Hale c. 1930. Right: Clare Boothe Luce, c. 1938 

 

“Dorothy Donovan Hale was one of the most beautiful women I have ever known. Not 

even the young Elizabeth Taylor, whom she resembled, was more beautiful…. 

 

Clare Boothe Luce 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

“……Her head lies in an expanding pool of blood that drips from her eyes, ears and 

mouth. Her eyes remain widely open looking straight back at the viewer, with all the 

poignant calm of a wounded animal. Her face is still beautiful, but the image is almost 

too painful to look at. She is dressed in her black velvet gown and wears her corsage of 

yellow roses…..          

 

Hayden Herrera 
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