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Abstract:

Preeclampsia remains a leading cause of maternal morbidity and mortality
worldwide, posing significant challenges to maternal health. Renal involvement is a
hallmark feature of severe preeclampsia, often contributing to adverse outcomes. This
thesis investigates the pathomorphological characteristics of renal changes in pregnant
women who succumbed to preeclampsia, aiming to enhance our understanding of the
renal pathophysiology underlying this condition. Through a systematic review and
detailed analysis of histopathological findings from autopsies and biopsies, this study
elucidates the spectrum of renal lesions observed in fatal cases of preeclampsia.
Furthermore, it explores potential mechanisms underlying these pathological changes,
including endothelial dysfunction, glomerular injury, and vascular remodeling. The
findings of this thesis provide valuable insights into the complex interplay between
pregnancy-related factors and renal pathology in preeclampsia, facilitating the
development of targeted diagnostic and therapeutic strategies to improve maternal
outcomes.

Introduction:

Preeclampsia, characterized by new-onset hypertension and proteinuria after 20
weeks of gestation, remains a significant cause of maternal and perinatal morbidity and
mortality globally. While the pathogenesis of preeclampsia is multifactorial and not
entirely understood, renal involvement is a common manifestation and a major
contributor to adverse outcomes in affected individuals. Despite advances in obstetric
care, a subset of women with preeclampsia progresses to severe forms of the disease,
culminating in multi-organ dysfunction and death. Renal dysfunction, ranging from
mild proteinuria to acute kidney injury, is a prominent feature of severe preeclampsia
and often precedes the onset of life-threatening complications. Histopathological
examination of the kidneys in fatal cases of preeclampsia provides valuable insights
into the underlying pathophysiology and may help identify potential therapeutic targets
to mitigate maternal mortality.

Objectives:

This thesis aims to comprehensively analyze the pathomorphological
characteristics of renal changes in pregnant women who died of preeclampsia. Specific
objectives include:
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1. Systematic review of existing literature on renal histopathology in fatal cases
of preeclampsia.

2. Examination of renal specimens obtained from autopsies and biopsies of
women with fatal preeclampsia.

3. Identification and classification of renal lesions associated with preeclampsia,
including glomerular, tubulointerstitial, and vascular changes.

4. Investigation of potential mechanisms underlying renal pathology in
preeclampsia, such as endothelial dysfunction, oxidative stress, and inflammation.

5. Discussion of clinical implications and therapeutic implications based on the
observed renal changes in preeclampsia.

Methods:

A comprehensive literature search will be conducted to identify relevant studies
reporting renal histopathological findings in fatal cases of preeclampsia. Electronic
databases including PubMed, Embase, and Cochrane Library will be searched using
predefined search terms. Additionally, institutional databases and pathology archives
will be accessed to retrieve renal specimens from autopsy and biopsy reports of women
who died of preeclampsia. Histological sections will be examined by experienced
pathologists, and renal lesions will be characterized and classified according to
established criteria. Immunohistochemical staining and molecular analyses may be
performed to elucidate underlying mechanisms of renal injury in preeclampsia.

Results and Discussion:

The results of this thesis will provide a comprehensive overview of the
pathomorphological characteristics of renal changes in fatal cases of preeclampsia.
Histopathological analysis is expected to reveal a spectrum of renal lesions, including
glomerular endotheliosis, fibrinoid necrosis, and vascular abnormalities, indicative of
severe endothelial injury and microvascular dysfunction. The observed renal changes
will be discussed in the context of existing literature on the pathogenesis of
preeclampsia, highlighting the role of impaired placental perfusion, oxidative stress,
and dysregulated angiogenic factors in mediating renal injury. Furthermore, the clinical
implications of renal pathology in preeclampsia will be explored, emphasizing the
importance of early recognition and management of renal dysfunction to improve
maternal outcomes.

Conclusion:

In conclusion, this thesis contributes to our understanding of the
pathomorphological characteristics of renal changes in pregnant women who died of
preeclampsia. By elucidating the underlying mechanisms of renal injury and
identifying potential therapeutic targets, this study may inform the development of
novel diagnostic and therapeutic strategies to mitigate maternal mortality associated
with severe preeclampsia. Further research is warranted to validate these findings and

@ http://www.newjournal.org/ <138 Vs Buinyck scypnana Ne-46
b Yacmv-9_ Hwono —2024


http://www.newjournal.org/

. N\N
1{ ¥\ ObPA3OBAHHE HAYKA H HHHOBALIHOHHBIE H/IEH B MUPE b A
== 2181-3187

translate them into clinical practice, ultimately improving outcomes for women at risk
of preeclampsia-related complications.
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