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Introduction

Preeclampsia remains a leading cause of maternal and perinatal morbidity and
mortality worldwide. This hypertensive disorder, often presented after 20 weeks of
gestation, is characterized by proteinuria and systemic organ involvement, including
liver, kidney, and hematological complications. While the exact etiology of
preeclampsia remains elusive, its pathophysiology is thought to involve abnormal
placentation, immune dysfunction, and endothelial damage [3, 7].

The coexistence of autoimmune conditions like systemic lupus
erythematosus (SLE), thrombophilia disorders, and hereditary autoinflammatory
syndromes such as familial Mediterranean fever (FMF) presents unique challenges
in pregnancy [1, 5]. These conditions independently predispose individuals to
vascular complications, and their intersection with pregnancy increases the
likelihood of adverse outcomes. This article explores the complex interplay of
these disorders through case studies, emphasizing the need for collaborative work
between laboratories and clinicians to predict, diagnose, and treat preeclampsia
effectively [8].

Case 1: Complex Obstetric History with Isolated Low Protein S Levels

A 28-year-old woman, currently at 25 weeks of gestation (G3P1), presented
for antenatal care. Her obstetric history revealed significant complications.

Obstetric History: 2016 (First pregnancy): Miscarriage at 28 weeks due to
preeclampsia; 2017 (Second pregnancy): Premature birth at 26 weeks with elevated
liver enzymes, hypertension, and proteinuria, consistent with severe preeclampsia.

Current Pregnancy:

o Comorbidities: Diagnosed with hypothyroidism during her first

pregnancy, currently on levothyroxine.

o Past Medical History: Cholecystectomy without complications.
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o Allergies: Reports an allergy to antibiotics, though specific agents are

unclear.

Laboratory Findings:

o Coagulation Panel: Normal factor V and Il mutation studies, no

abnormalities in antithrombin 11l or protein C levels. However, isolated

protein S deficiency (20%) was detected.

e Management: Initiated low-molecular-weight heparin (40 mg/day) after

aspirin cardio (100 mg) was discontinued due to concerns over thrombosis

risk.

Analysis: Protein S deficiency is a known risk factor for thromboembolic
events and preeclampsia. Its isolated nature here suggests a potential hereditary
component. Regular monitoring of maternal coagulation status, fetal growth, and
placental function is crucial. The patient’s management plan includes biweekly
Doppler ultrasound assessments to monitor uteroplacental perfusion [6, 9].

Case 2: SLE-Associated Pregnancy Complications

A 3l-year-old woman with a 17-year history of systemic lupus
erythematosus (SLE) presented for antenatal care at 18 weeks of gestation.

Medical History: Diagnosed with SLE at the age of 14; treated with pulse
therapy (methylprednisolone) until the age of 18. Treatment was discontinued after
marriage, which exacerbated her disease activity. Since 2023, she has been on
continuous Plaquenil (hydroxychloroquine) therapy.

Obstetric History: 19 years old (First pregnancy): Stillbirth at 25 weeks due
to preeclampsia. 21 years old (Second pregnancy): Preterm delivery at 26-27 weeks
following severe preeclampsia. Complications included pyelonephritis requiring
prolonged hospitalization and antibiotics. Delivered a premature infant via cesarean
section at 34 weeks. 30 years old (Third pregnancy): Non-developing fetus
detected at 10 weeks.

Current Pregnancy:

e Laboratory findings showed normal complement levels (C3, C4), stable

anti-dsDNA titers, and normal platelet counts.

e Renal function is stable with no evidence of proteinuria.

e Currently, there are no clinical or laboratory signs of active lupus.

Analysis: SLE significantly increases the risk of adverse pregnancy
outcomes, including preeclampsia, intrauterine growth restriction (IUGR), and fetal
loss. The continuation of Plaquenil has likely contributed to disease stabilization.
Low-dose aspirin has been initiated to mitigate the risk of preeclampsia, and close
surveillance includes fetal biometry and maternal blood pressure monitoring [3, 5].

Case 3: Familial Mediterranean Fever and HELLP Syndrome

A 20-year-old woman was admitted at 27 weeks of gestation with rapidly
progressing hypertension, proteinuria, and transaminase elevation, consistent with
HELLP syndrome.
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Medical History: No prior pregnancies. Diagnosis: Previously undiagnosed
familial Mediterranean fever (FMF) confirmed post-admission through genetic
testing (MEFV mutation). Family History: Positive for FMF, with relatives
experiencing recurrent febrile episodes and abdominal pain.

Clinical Course:

e The patient developed severe thrombocytopenia (platelet count:

45,000/uL), ALT/AST levels >500 U/L, and significant hemolysis.

o Emergency cesarean section was performed due to non-reassuring fetal
status, resulting in the delivery of a 900 g infant requiring neonatal
intensive care.

Management:

e Initiation of colchicine postoperatively to manage FMF symptoms and
reduce systemic inflammation.

e Postpartum recovery was complicated by persistent hypertension
requiring antihypertensive therapy and close monitoring for end-organ
damage.

Analysis: FMF and associated chronic inflammation may predispose to
endothelial dysfunction, a key contributor to preeclampsia and HELLP syndrome.
Early diagnosis of FMF and preemptive management with colchicine could have
potentially mitigated risks. This case highlights the need for genetic counseling and
family history evaluation during antenatal care [1, 2].

Discussion. These cases collectively underscore the intricate interplay
between autoimmune, thrombotic, and genetic conditions in predisposing to
preeclampsia. Analysis of each case reveals:

1. Case 1. The significance of isolated protein S deficiency as an
independent risk factor for preeclampsia, necessitating individualized
thromboprophylaxis.

2. Case 2: The importance of disease control in SLE through maintenance
therapy to improve pregnancy outcomes.

3. Case 3: The critical role of genetic testing in identifying FMF, which may
otherwise remain undiagnosed and complicate pregnancy outcomes.

Emerging biomarkers and personalized therapeutic strategies, such as the use
of low-dose aspirin, hydroxychloroquine, and colchicine, demonstrate promise in
mitigating risks in high-risk pregnancies. Further research is essential to elucidate
the precise mechanisms linking these conditions to pre-eclampsia [2, 7].
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IIpesxaammcusi: Kak cOBMeCTHasi padora JadopaTopHii U aKyIIepoB-
THHEKOJIOTOB MOMOTraeT NMpeaCKa3bIBaTh, JMATHOCTHPOBATH U JIEYHTH

H.H. I'ykacsin

[Ipesknamicusi, MHOTOCHCTEMHOE HapyIIeHHE BO BpeMs OEpPEeMEHHOCTH,
MPEJCTABIISIET 3HAUYUTEIbHBIA PUCK JJIA 370POBbS MaTepu W IUioAa. B JaHHOM
CTaTb€ MPEICTABJIEHBI TPU KIMHUYECKUX CITydasi, TOAYEPKUBAIOLIME B3aUMOCBSI3h
CHUCTEMHOW KPacHOM BOJNYaHKH, TPOMOO(PHINK M CEMEHHON Cpenn3eMHOMOPCKOM
JUXOPAJKA C Pa3BUTHEM MPEIKIAMIICHU. OTH CIydad aKICHTUPYIOT Ba)KHOCTh
MEXIUCLUIIIIMHAPHOTO COTPYTHUYECTBA U TIEPCOHATIU3UPOBAHHBIX CTPATErUi yXO-
Jla TIpY BeJIeHUH OepEeMEHHOCTEH BBICOKOTI'O PHCKA.

NMpbEyjwdwyuhw. husybu k jupnpuinnphwibph b dwbjupunpd-
ghubklnnqutinh hwdwgnpéulgnipniup ogunid fujuwnbuk,
wjunnpnot) b poudly

UL Tndjuujut

MpEEyjudwuhwt hnhnipjut puquubhuduljupg putqupnid £ b buljut
Juutg k ttipjuyuginid Unp b wyuinh wnnpenipjut hudwp: Lkpjuyugynd Eu
Eptp Yhuhjuwyuwit ntwpbp, npnup punggénid i hwdwlwpquyhtt Yupdhp
quyiufunh, ppoupndpihwih b puinwbklub dhobpypwényjui nkugh fuyp
wypktjjudyuhwh  qupqugdwi  htwn:  Uju  ghypbpnd  uplnpynud  k
Uhoghnnujupquyhtt hwdwgnpsulgnipyut b wthwwnwljwtwugdus ptwdph
nuquuyupnipmniitinh whpwdbtonmpiniup pupdp phuljh hnhnipmiuttph
Junwjupdui Uke:
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