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Introduction:  Preeclampsia is a severe pregnancy-related disorder characterized by
hypertension and multi-organ damage. Along with hemorrhage and infection, it is one of the
three leading causes of maternal mortality worldwide. The aim of this study was to report a
case of preeclampsia accompanied by acrocyanosis and mild clubbing.

Case Report: In this study, a 32-year-old woman (G3P2) at 36 weeks of gestation presented
with complaints of dyspnea, dizziness (particularly when lying in the left lateral position),
intermittent nausea and vomiting, morning dryness of the lips and mouth, acrocyanosis, and
mild clubbing. Her medical history was notable for two previous episodes of preeclampsia,
prior cystocele surgery, previous rhinoplasty, and a weight gain of 12 kg over the preceding
1-2 months. Despite timely and appropriate therapeutic interventions, the patient remained
hospitalized in the intensive care unit for 7 days with persistent acrocyanosis that did not
improve despite oxygen therapy. She was subsequently discharged and referred to another
center for magnetic resonance imaging (MRI).

Conclusion: This case highlights endothelial dysfunction induced by placental factors in
preeclampsia, with particular emphasis on peripheral vascular manifestations such as
acrocyanosis and clubbing. These findings underscore the importance of recognizing such
signs as potential indicators of severe vascular involvement and suggest the need for further
studies to evaluate their prevalence, pathophysiology, and prognostic significance in patients
with preeclampsia.

Keywords: Preeclampsia; Acrocyanosis; Proteinuria

Cite this paper: Ghaysouri A, Shokri F, Faraji R. A rare case of preeclampsia associated with acrocyanosis and mild clubbing. Journal
of llam University of Medical Sciences. 2026;34(2):32-40.

Introduction

adverse maternal and fetal outcomes (5). For
instance, women with preeclampsia are at an

Preeclampsia is a complex hypertensive
disorder of pregnancy accompanied by
proteinuria that develops after 20 weeks of
gestation and remains one of the leading causes
of maternal and fetal morbidity and mortality
worldwide (1). It affects approximately 10
million pregnant women globally each year (2).
The prevalence of preeclampsia among
pregnant women is estimated to be 5-7%,
accounting for 10-15% of maternal deaths in
developed countries (3). Moreover, it is
responsible for more than 70,000 maternal
deaths and over 500,000 fetal deaths annually
worldwide (4). Preeclampsia typically presents
with hypertension and multi-organ
involvement, particularly affecting the liver and
kidneys, and may lead to a wide range of
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increased risk of developing cardiovascular
disease, stroke, hepatic rupture, and chronic
kidney disease during pregnancy (2).
Preeclampsia is classified into mild and severe
forms (1). Diagnostic criteria include blood
pressure >140/90 mmHg after 20 weeks of
gestation and proteinuria >300 mg in a 24-hour
urine collection (4). In the absence of
proteinuria, the presence of new-onset
thrombocytopenia (platelet count
<100,000/mm?), a serum creatinine level >1.1
mg/dL, a twofold increase in liver
transaminases, pulmonary edema, or new-onset
cerebral or visual disturbances also supports the
diagnosis (3). Despite extensive research into its
underlying mechanisms, the precise etiology of
preeclampsia remains multifactorial, multi-
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mechanistic, and poorly understood (5). It is
believed to arise from a combination of genetic,
nutritional, and environmental-psychological
factors (2). Unfortunately, there is currently no
definitive cure for preeclampsia, and delivery of
the fetus and placenta remains the only effective
treatment, often resulting in preterm birth,
stillbirth, and associated iatrogenic
complications (4). The aim of this study was to
report a case of preeclampsia accompanied by
acrocyanosis and mild clubbing.

Case Presentation

In this study, a 32-year-old woman (G3P2)
at 36 weeks of gestation presented with
complaints of dyspnea, dizziness occasionally
accompanied by nausea and vomiting, morning
dryness of the lips and mouth, and acrocyanosis.
Her medical history was notable for two
previous episodes of preeclampsia, prior
cystocele surgery, previous rhinoplasty, and a
weight gain of 12 kg over the preceding 1-2
months. Twelve years earlier, during her first
pregnancy, she developed preeclampsia with +2
proteinuria, which led to termination of
pregnancy at eight months of gestation. The
patient reported a normal developmental history
during childhood and denied a history of
significant childhood infections. Over the years,
she had undergone three echocardiographic
examinations, the most recent of which was
performed in the previous year as part of
preoperative cardiac clearance for rhinoplasty;
no abnormalities were detected, and the surgery
was  subsequently  performed  without
complications. She denied symptoms such as
weight loss, fever, chills, night sweats,
generalized weakness or fatigue, low back pain,
joint pain, oral ulcers, skin rashes, or
photosensitivity. Moreover, she had no prior
history of medical evaluation for dyspnea. The
patient was a non-smoker with no history of
smoking cessation and denied exposure to
passive smoking. She also denied alcohol
consumption. There was no history of contact
with pets or home bread baking. On physical
examination, the patient was awake and alert,
appeared pale, and exhibited cyanosis of the lips
and tongue. Examination of the extremities
revealed acrocyanosis accompanied by mild
clubbing. Vital signs were as follows: blood
pressure 115/80 mmHg, heart rate 85 beats per
minute, respiratory rate 16 breaths per minute,
oxygen saturation (SpOz2) 88% with and without
oxygen therapy, body temperature 37°C, and

body mass index (BMI) 25.8 kg/m?. Laboratory
findings were within normal limits except for +2
proteinuria and low levels of calcium oxalate
crystals. Spirometry results demonstrated
forced vital capacity (FVC), forced expiratory
volume in one second (FEVi), and the
FEV/FVC ratio of 135%, 133%, and 83.0%,
respectively. Chest computed tomography
revealed the scimitar sign consistent with partial
anomalous pulmonary venous return (PAPVR).
Transthoracic echocardiography showed a left
ventricular ejection fraction (EF) of 55% and a
pulmonary artery pressure of 28 mmHg. No
atrial septal defect (ASD) or ventricular septal
defect (VSD) was detected.

Discussion

Preeclampsia is a  multisystem
hypertensive disorder primarily caused by
defective  placentation and endothelial
dysfunction and is clinically characterized by
the development of hypertension and
proteinuria after the twentieth week of
gestation. The patient’s history of recurrent
preeclampsia and proteinuria is consistent with
known risk factors for this condition. This report
presents a case of a 32-year-old woman at 36
weeks of gestation diagnosed with preeclampsia
accompanied by acrocyanosis and mild
clubbing. Compared with previous studies,
reports describing the simultaneous occurrence
of acrocyanosis and clubbing in patients with
preeclampsia are rare. Most existing studies
focus predominantly on  hypertension,
proteinuria, and systemic organ dysfunction,
with limited attention to detailed evaluation of
peripheral vascular involvement. This case
underscores the importance of comprehensive
vascular assessment, particularly in recurrent
and complex presentations of preeclampsia. The
presence of these vascular manifestations
alongside preeclampsia suggests unique
pathophysiological mechanisms that warrant
further discussion. The occurrence of
acrocyanosis and clubbing, which is uncommon
in preeclampsia, may result from systemic
hypoxia and dysregulation of vascular tone.
Acrocyanosis reflects peripheral
vasoconstriction and impaired oxygen delivery,
which may be exacerbated by endothelial injury
mediated by increased levels of antiangiogenic
factors such as soluble fms-like tyrosine kinase-
1 (sFlt-1) and soluble endoglin (sEng). These
factors reduce nitric oxide production, leading
to vasoconstriction and subsequent tissue



hypoxia, which clinically manifests as
peripheral cyanosis. In our patient, the presence
of the scimitar sign on chest imaging, indicative
of partial anomalous pulmonary venous return
(PAPVR) accompanied by mildly elevated
pulmonary arterial pressure (28 mmHg), may
have contributed to reduced oxygenation and
the development of clubbing, as chronic
hypoxia is a well-established cause of digital
clubbing. Furthermore, the absence of atrial or
ventricular septal defects suggests an isolated
vascular anomaly rather than a complex
congenital heart disease.  Additionally,
spirometry findings in this patient demonstrated
preserved forced vital capacity (FVC) and
forced expiratory volume in one second (FEV1),
effectively excluding restrictive or obstructive
pulmonary disease and supporting a vascular
origin for the observed acrocyanosis. The
patient’s  history of previous surgical
procedures, including rhinoplasty and cystocele
repair, may reflect underlying chronic systemic
changes; however, no direct association with the
pathophysiology of preeclampsia was identified
in this case.
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