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Abstract. Hemolytic uremic syndrome (HUS) is a microangi-
opathy characterized by hemolytic anemia, thrombocytopenia
and acute renal failure. It affects 2 to 3 individuals per 100,000
in the population, with a higher prevalence among adult women.
HUS is caused by the abnormal activation of the complement
system, leading to endot2helial damage and the formation
of microthrombi in renal capillaries, which determines the
severity of the condition. Pregnancy may predispose individ-
uals to HUS due to changes in the maternal immune system.
The present study describes the case of a 29-year-old female
patient who presented postpartum with purulent discharge,
severe anemia (hemoglobin level, 4.6 g/dl), thrombocytopenia,
acute kidney injury (creatinine level, 10.6 mg/dl) and elevated
levels of lactate dehydrogenase (1,450 U/1). Despite antibiotic
therapy and blood transfusions, she developed anuria, metabolic
acidosis and acute pulmonary edema, requiring admission to
the intensive care unit and mechanical ventilation. A periph-
eral blood smear revealed >10 schistocytes per high-power
field. A kidney biopsy confirmed HUS. Following stabilization
with plasma infusions, corticosteroids and supportive care, she
was discharged with intermittent hemodialysis and continues
under nephrology follow-up. On the whole, HUS is a rare
condition that is increasingly recognized. The case presented
herein highlights the rapid clinical progression of this condi-
tion, emphasizing the importance of diagnostic suspicion to
reduce mortality and improve prognosis.
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Introduction

Hemolytic uremic syndrome (HUS) is a thrombotic
microangiopathy (TMA) characterized by the triad of
microangiopathic hemolytic anemia, thrombocytopenia
and acute kidney injury (1). HUS is classified into two main
types: i) Typical HUS, most commonly caused by Shiga
toxin-producing Escherichia coli infections; and ii) atypical
HUS (@HUS), which is primarily related to the dysregulation
of the complement system due to genetic mutations. Typical
HUS mainly affects children, whereas aHUS is more frequent
among adults, particularly women during pregnancy or post-
partum. Distinguishing between these forms is essential for an
accurate diagnosis and management (2,3). First documented
by Gasser et al (4) in 1955, HUS primarily affects the renal
vasculature, resulting in arteriolar fibrinoid necrosis (5). Its
global incidence is ~2 to 3 cases per 100,000 individuals
annually (6). While typical HUS affects children of both sexes
equally, aHUS is more frequently diagnosed in adult women,
potentially linked to pregnancy-related triggers (7). As
aforementioned, the syndrome is categorized into two forms:
Typical HUS, commonly associated with infections such as
Shiga toxin-producing Escherichia coli (STEC), and aHUS,
often driven by genetic mutations affecting the complement
system (8). Both variants arise from the dysregulation of the
alternative complement pathway, leading to the formation
of the membrane attack complex (C5b-9) (9). This process
damages endothelial cells and promotes a procoagulant state,
inducing platelet deposition and resulting in microthrombi
within the renal microvasculature that determines disease
severity (10).

Clinically, HUS presents with fatigue, pallor due to anemia
and lethargy, progressing to renal manifestations, including
hematuria, proteinuria, and, in severe cases, anuria (11).
Extrarenal complications, such as cardiac and neurological
involvement, occur in up to 20% of patients (12,13). Diagnosis
is established through laboratory findings, such as elevated
levels of lactate dehydrogenase, schistocytes, thrombocyto-
penia and renal impairment, supported by imaging to assess
kidney involvement (14). A histological evaluation may be
required to differentiate HUS from other TMAs, such as
thrombotic thrombocytopenic purpura (15,16). Treatment is
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tailored to disease severity and recurrence risk (17), encom-
passing supportive care (e.g., hydration and transfusions),
immunosuppressive therapy (18), and, in refractory cases,
renal replacement therapy or kidney transplantation. Genetic
testing is recommended, as ~50% of aHUS cases are associ-
ated with mutations in complement-regulating genes, notably
complement factor H (CFH) (19-21). Additional risk factors
include certain medications, autoimmune disorders and
chronic illnesses (22,23).

Pregnancy is a recognized risk factor for aHUS, likely due
to the decreased production of complement regulatory proteins
and altered maternal immunity (24). However, diagnosis in
the postpartum period is challenging, as its features overlap
with obstetric conditions such as preeclampsia and hemolysis,
elevated liver enzymes and low platelets (HELLP) syndrome,
often delaying appropriate management (25,26). Given the
rarity of aHUS and its potential for severe morbidity and
mortality, the present study describes the case of a 29-year-old
female patient who developed aHUS 4 days following a
cesarean delivery.

Case report

Initial presentation. A 29-year-old female patient (G2P1C1)
presented to the Emergency Department at the Gynecology
and Obstetrics Hospital No. 15 of the Mexican Social Security
Institute (Chihuahua, Mexico) on the 4th day postpartum
following a cesarean section, reporting purulent discharge
from the vaginal and surgical sites, along with urinary symp-
toms. The patient described a 4-day history of fever (38.9°C),
asthenia, fatigue, dyspnea and pallor. Her medical history was
notable for a cesarean section at 39 weeks of gestation, compli-
cated by an estimated 3-liter obstetric hemorrhage.

Upon admission, laboratory tests revealed severe normocytic
normochromic anemia (hemoglobin level, 4.6 g/dl) and acute
kidney injury (creatinine, 10.6 mg/dl; urea, 286 mg/dl; blood urea
nitrogen, 133.47 mg/dl); urinalysis revealed leukocyturia (20-22
leukocytes per field) with granular casts. The patient received
empirical intravenous antibiotics and 3 units of packed red blood
cells before being transferred to a secondary care facility the
Regional General Hospital No. 1 of the Mexican Social Security
Institute, Morelos, Mexico for further management.

Diagnostic workup. The nephrology service evaluation
identified anuria (urine output 0.08 ml/kg/h), metabolic
acidosis, azotemia and hyperkalemia, necessitating transfer
to the intensive care unit (ICU) for intermittent hemodialysis.
Initially, acute tubular necrosis secondary to ischemic injury
from obstetric hemorrhage was suspected. A wound culture
was obtained and dual antibiotic therapy was initiated. The
general surgery team drained 20 ml of purulent fluid from the
surgical site, resulting in transient clinical improvement.

After 3 days, the patient developed lower respiratory
symptoms requiring supplemental oxygen. A chest computed
tomography scan revealed bilateral hilar reticular opacities.
Given these findings, and considering it was peak influ-
enza season, empirical treatment with oseltamivir (75 mg,
administered orally twice daily) was initiated following the
institutional protocol (27). However, subsequent testing ruled
out influenza infection.

Treatment course. The patient subsequently exhibited signs
of fluid overload and acute pulmonary edema, which was
refractory to non-invasive ventilation, leading to 4 days of
mechanical ventilation.

Due to persistent severe anemia, thrombocytopenia and
laboratory evidence of hemolysis (schistocytes on blood smear,
elevated lactate dehydrogenase without hyperbilirubinemia),
a peripheral blood smear was performed, revealing >10
schistocytes per high-power field. She received fresh frozen
plasma and intravenous corticosteroids. Thrombotic micro-
angiopathy was investigated; however, complement levels
were normal and autoantibody tests yielded negative results:
ANCA, 0.8 ng/m; anti-dsDNA, 9.3 IU/ml; C3, 107 mg/dl; C4,
24.8 mg/dl; ADAMTSI13 activity, 70%; and anticardiolipin,
1.2; these findings ruled out thrombotic thrombocytopenic
purpura.

Given the ongoing hemolytic anemia, renal impairment
and the absence of positive autoantibodies, a percutaneous
kidney biopsy was performed. Renal tissue samples were
fixed in 10% neutral buffered formalin for 24 h at room
temperature, embedded in paraffin, and cut into 4-gm-thick
sections. Hematoxylin and eosin (H&E), periodic
acid-Schiff (PAS), Masson's trichrome and Jones silver
staining were performed following standard histopatholog-
ical protocols using reagents supplied by Sigma-Aldrich®
(Merck KGaA). The sections were stained at room tempera-
ture according to the manufacturer's recommendations
(H&E, hematoxylin 10 min, eosin 3 min; PAS, periodic
acid 5 min, Schiff's reagent 15 min; Masson's trichrome:
Sequential staining was performed with Weigert's iron
hematoxylin, Biebrich scarlet-acid fuchsin, phosphotung-
stic/phosphomolybdic acid and aniline blue; Jones silver:
Methenamine silver impregnation with periodic acid oxida-
tion). Microscopic examination and image acquisition were
performed using a Nikon Eclipse E200 microscope® (Nikon
Corporation). A histopathological analysis demonstrated
thrombotic microangiopathy in both acute and chronic
phases, with glomerular and interlobular artery throm-
bosis, membranoproliferative glomerulonephritis, diffuse
endothelialitis without immune complex deposition and
severe arteriolonephrosclerosis with onion-skin elastosis.
Later, the sections were incubated overnight at 4°C with the
following primary antibodies: IgA (1:100; cat. no. A0262),
IgG (1:200; cat. no. A0423), IgM (1:100; cat. no. A0425),
Clq (1:100; cat. no. A0136), C3c (1:200; cat. no. A0062),
fibrinogen (1:100; cat. no. A0O080), kappa light chain (1:200;
cat. no. A0191), lambda light chain (1:200; cat. no. A0193)
and albumin (1:200; cat. no. A0001) (all from Dako,
Agilent Technologies, Inc.). After washing, the slides were
incubated with horseradish peroxidase (HRP)-conjugated
secondary antibodies [goat anti-rabbit IgG (cat. no. P0448)
or goat anti-mouse IgG (cat. no. P0447) (both from Dako,
Agilent Technologies, Inc.), depending on the primary
antibody] for 1 h at room temperature. Visualization was
achieved using 3,3'-diaminobenzidine (DAB) substrate
solution (cat. no. K3468; Dako, Agilent Technologies, Inc.).
Immunohistochemical staining for immunoglobulins (IgA,
IgG and IgM), complement components (Clq and C3c),
fibrinogen, kappa, lambda and albumin was uniformly
negative , confirming the diagnosis of HUS (Fig. 1).
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Figure 1. Kidney biopsy findings consistent with thrombotic microangiopathy (magnification, x40). (A) Glomerulus with mesangiolysis, endothelial swelling
and segmental duplication of the glomerular basement membrane (H&E staining). (B) Glomerular capillary loops illustrating mesangial expansion and occlu-
sion of capillary lumina by proliferating mesangial and endothelial cells (PAS staining). (C) Extensive thrombotic occlusion of glomerular capillaries and
mesangial matrix expansion (Masson’s trichrome staining). (D) Duplication of the glomerular basement membrane and collapsed capillary tufts suggestive
of chronic microangiopathy (Jones silver staining). (E) Arteriolar thrombosis and marked intimal thickening of interlobular arteries (Masson’s trichrome
staining). (F) Immunofluorescence showing positive staining for fibrinogen (2+) within mesangium, endothelium, and arterial thrombi. (G) Low-power
panoramic view of the renal cortex illustrating widespread vascular changes, tubular atrophy (~10%), interstitial fibrosis, and vascular remodeling consistent
with arteriolonephrosclerosis and ‘onion-skin’ appearance of small arteries (Masson’s trichrome staining). These histopathologic findings are characteristic of
thrombotic microangiopathy in both acute and chronic phases, with the absence of immune complex deposition confirming a non-immune-mediated etiology.
Black arrows indicate endothelialitis and mesangiolysis. Black triangles indicate capillary lumen obstruction by cell proliferation. Black stars indicate fibrin
thrombi in the glomerulus. Black circle indicates glomerular basement membrane duplication (membranoproliferative pattern). Black asterisk symbols indicate
arterial thrombus with subintimal fibrosis. Black rhombus symbols indicate fibrinogen deposition (+2). Black squares indicate arteriolonephrosclerosis with
an ‘onion-skin’ pattern.

Clinical outcomes. Several days later, the patient developed
exsanguinating hemoptysis. Bronchoscopy revealed diffuse
alveolar hemorrhage without specific lesions, leading to a diag-
nosis of diffuse alveolar hemorrhage. However, no biopsy was
performed, as no specific lesions were visualized. The patient
required reintubation on hospital day 15 and was successfully
extubated after 10 days. However, she developed ventilator-asso-
ciated pneumonia, necessitating broad-spectrum antibiotics,
which delayed the initiation of immunosuppressive therapy.
The rapid postpartum onset of anemia, thrombocytopenia,
and acute kidney injury in the patient described herein closely
mirrors the presentation described in previously reported

cases of pregnancy-associated aHUS, in which early comple-
ment blockade has often been linked to improved hematologic
recovery, although renal outcomes remain variable. A distinc-
tive feature in the present case was the presence of multiple
severe complications, including diffuse alveolar hemorrhage
and ventilator-associated pneumonia, which are less frequently
described in the literature and may have contributed to delays
in targeted treatment. Following improvement and resolution
of the infection, she was discharged with ongoing intermittent
hemodialysis and remains under nephrology follow-up for renal
replacement therapy. Renal transplantation from a first-degree
relative (sister) was performed following renal replacement
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therapy, with preserved graft function on follow-up. A concise
summary of key laboratory parameters at major clinical mile-
stones is presented in Table I. The chronological sequence of
clinical events and interventions is depicted in Fig. 2.

Discussion

The present case report details a young female patient who, on
the 4th day postpartum following a cesarean section, experi-
enced an acute onset of hemolytic anemia, thrombocytopenia,
significant hemorrhage and acute kidney injury, culminating
in a diagnosis of pregnancy-associated HUS. HUS, a rare
TMA. It has an estimated global incidence of 2 to 3 cases per
100,000 individuals annually, and it predominantly affects
children and young adults, with incidence peaks at ages 21 and
25 uears for males and females, respectively (28).

TMAs are categorized by their underlying mechanisms:
Primary TMASs, such as thrombotic thrombocytopenic
purpura (TTP) and typical HUS (HUS-Tx), stem from intrinsic
genetic defects, whereas secondary TMAs, including aHUS,
are precipitated by infections, autoimmune conditions, or
other triggers such as aHUS or microangiopathic HUS (29).
Although rare, HUS can manifest during pregnancy or the
immediate postpartum period, particularly in genetically
susceptible young women (30). Typically emerging within the
first few days postpartum, it affects ~1 in 25,000 pregnancies.
Despite its rarity, HUS carries severe implications, with up
to 70% of affected women requiring long-term renal replace-
ment therapy, underscoring the need for prompt recognition to
improve prognosis (31).

The identification of HUS is challenging, as its differential
diagnosis includes all forms of TMAs, (both those directly
and indirectly mediated by the complement system), as well as
common pathologies that present with similar clinical manifes-
tations (5). The patient in the case described herein presented
a clinical picture consistent with various hemolytic disorders
associated with pregnancy and the puerperium. Additionally,
the history of significant bleeding during the obstetric event
is particularly noteworthy, as previous reports have suggested
that blood loss >1,500 ml in women without a prior patho-
logical history may indicate a diagnosis of HUS (32).

Acute anemia is a frequent finding in postpartum HUS and
presents a broad differential etiology, often delaying initial
diagnostic suspicion (33). Renal manifestations, including
azotemia and electrolyte imbalances, aligned with prior
descriptions, yet necessitated the exclusion of more common
entities such as preeclampsia, HELLP syndrome and hypovo-
lemic acute kidney injury through systematic evaluation (34).

This protocol included, for example, the identification of
abundant schistocytes on the blood smear, which suggests
microangiopathy, and an elevated level of lactate dehydroge-
nase, indicative of prolonged cellular lysis (35). These findings,
together with other laboratory results, clinical signs of cellular
ischemia, refractory anemia and worsening symptoms,
strongly supported the suspicion of microangiopathy.

For this reason, the analyses of antibodies and complement
fractions were performed (36). To determine the triggering
cause, the use of the ADAMTSI3 test via fluorometric assay
was also warranted (37). After evaluating the results, the diag-
nosis of the patient was ultimately determined. Additionally, it

Table I. Key laboratory values and clinical milestones following kidney transplantation.

Hospital day/

Notes

Hemoglobin (g/dl) Hematocrit (%) Platelets (x103/ul) Creatinine (mg/dl) LDH (U/1) BUN (mg/dl)

Clinical event/intervention

follow-up day

Stable baseline

46

16.2

241

37

12.0

Pre-transplant laboratory tests

Pre-Tx

Warm ischemia 5 min;

Living donor kidney transplant

Day 0

cold ischemia 48 min
Albumin 2.2 g/d;;

10

212

10

26 69

8.4

Routine laboratory tests

POD 2

tacrolimus 2.6 ng/ml

Tacrolimus 3.4 ng/m;
Improving counts

25 94 0.9 191
401
333

8.6
10.7

Routine follow-up

POD 4

1.0
10
10

34
36
38

Outpatient control

Stable

POD 12

13
14

12.0

2nd visit

Upper pole collection

19 cc

276

12.7

Ultrasound: mild collection

3rd visit

Asymptomatic

1.0

Staples and double J removal

Latest visit

POD, post-operative day; ‘-’ indicates values not available for that date.
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Figure 2. Clinical timeline and diagnostic approach in a postpartum patient with atypical HUS. AKI, acute kidney injury; CT, computed tomography HUS,

hemolytic uremic syndrome.

was found that complement levels were within normal ranges
(C3, 107 mg/dl; C4, 24.8 mg/dl) and ADAMTSI13 activity
was 70%, effectively ruling out thrombotic thrombocytopenic
purpura. aHUS has a strong genetic basis, with mutations
commonly identified in complement regulatory genes, such
as CFH, CFI, MCP, C3 and deletions in CFHR1/3. Genetic
testing is critical for confirming diagnosis, assessing prognosis
and guiding family counseling. However, genetic analysis
was not performed in the present study due to limited avail-
ability at the Gynecology and Obstetrics Hospital No. 15 of
the Mexican Social Security Institute. Expanding access
to such testing in the future is vital for optimizing patient
management and understanding disease pathogenesis. Given
the overlapping clinical features, distinguishing aHUS from
other pregnancy-associated thrombotic microangiopathies is
crucial. HELLP syndrome typically presents with hemolysis,
elevated liver enzymes and low platelets before or shortly after
delivery, often associated with hypertension and proteinuria,
both of which were absent in the patient described herein.
Although severe preeclampsia is characterized by hyperten-
sion and signs of organ dysfunction, the patient in the present
study had no hypertensive episodes or proteinuria throughout
her pregnancy or postpartum course. TTP is usually marked by
severe ADAMTSI13 deficiency (<10%), neurological symptoms
and minor renal involvement; by contrast, the ADAMTSI3
activity of the patient in the present study was within normal
limits (70%) and acute kidney injury was a prominent feature.

The constellation of findings, postpartum anemia,
thrombocytopenia, acute kidney injury, normal ADAMTSI13
activity and confirmation of thrombotic microangiopathy on
kidney biopsy, strongly supports the diagnosis of pregnancy-
associated aHUS, effectively distinguishing it from other
differential diagnoses.

However, multiple complications arose at that time,
extending her treatment and duration of hospitalization
and necessitating subsequent outpatient follow-up while
she continued renal replacement therapy. Eculizumab was
considered as a therapeutic option; however, it was not admin-
istered due to the presence of active infectious complications,
including sepsis and ventilator-associated pneumonia, which
contraindicated its use in this setting. Current treatment
options for aHUS include plasma exchange or infusion,
immunosuppressive therapies, such as corticosteroids and
complement inhibitors such as eculizumab (38). Eculizumab
has exhibited notable efficacy by inhibiting terminal comple-
ment activation, reducing disease progression, and improving
survival rates (39). However, its use may be contraindicated in
patients with active infections, as was the case here, and it is
also limited by availability and cost. Plasma exchange remains
a mainstay therapy when eculizumab is unavailable or unsuit-
able, although critical illness may restrict its feasibility (40,41).
Additionally, there were institutional and resource limitations
regarding its availability. As regards plasma therapy, the patient
received fresh frozen plasma infusions and intravenous cortico-
steroids, which led to temporary stabilization. Plasmapheresis
(plasma exchange) was considered but ultimately not initiated,
primarily due to the patient's critical hemodynamic status and
the decision of the multidisciplinary team prioritizing infec-
tion control and respiratory management.

The present case report highlights the rapid clinical
progression of a rare condition and emphasizes the importance
of maintaining a high index of suspicion in women presenting
with similar characteristics to facilitate prompt treatment.
This case shares a number of clinical and laboratory features
with previously reported cases of pregnancy-associated aHUS,
including rapid postpartum onset of anemia, thrombocytopenia


https://www.spandidos-publications.com/10.3892/mi.2025.270

QUINTANA BARRAGAN et al: ATYPICAL HEMOLYTIC SYNDROME DURING PREGNANCY

‘Ayredor3ueororu snoquiony) ‘yIALL ‘snuydouorniowo[s aanerajrjoxdou
-eIquIaW ‘NDJIA 2seua30IpAYap 23eIoe] ‘HA'T PIeY Jomod-ysiy ‘4dH ‘urqoisoway ‘qH ‘Amfur Asupny aInoe I3V “(SH-7# 0€) serpms snoraaxd woiy pajdepe are saseo payodar Ajsnoraard woiy eyep ayJ,

KI9A0D31 [RUI J[qRLIEA

KIOA0D3I [RUI J[qBLIEA

ouapuadap sISATeIp SWos

Kderoy) Juowaoedal [euax

$UOISSTUWAI J130[0JBWOH {UOISSTUWAI J130[0JRWAH AIOAODI [RUAI J[qBLIBA ¢AI9A0D31 [RUSI J[qBLIBA 3uro3uo ‘SIsA[eIp UO PagIeyosI( awonnQ
Surwmn pue suonedrdwos 03 onp
apexoo[q Juswa[dwod qewnzinog  qewnzindyg ou ‘uorssarddnsounwrur
UuoneNUIIUOISIP ‘o3ueyoxo ewse[d  soseo owos ‘a1ed danoddns PoKe[ap ¢SPIOIISOONIOD

QWIOS ‘qRUWINZI[NOY ~ 9SINOJ Ul A[1B9 qRWINZI[NOY ‘ared aantoddns :9[qerreA ‘o3ueyoxo ewise]d  ‘ewsed ‘sonorquue wnnods-peorg JjudueaI],
eruownaud pajeIo0sse-IOIR[IUIA

pauodar1oN panodar joN pauodar1oN panodar JoN ‘a8eyrroway Je[ooATe asnyjI  suonedrdwo)
s1so1o[osoaydouooriae
SUOIS VIALL ‘ouop SUOIS VIALL ‘oUOp uaym 210495 ‘uraped NOJIN

SUuoIS9[ VIALL SUOISO] VINL  uoym ‘paurtojrad sAem[e JON ‘poaurtojrad sAemye JON ‘soseyd oruoryo pue anoe ur yNL  ASojoyjedolsty
$D/€D S[oA9] Juawo[dwod

jasqns ut jasqns ut sonIEWIOUqR [ewIOU ‘T POIBAS[D [ewIOU ‘[p/SW 9° ()] SUIUTEAID sSurpuy

sanIeuouge jJuowe(dwo) - sanIeuLIouqe juswadwo)) juowd[dwod o[qerrep  ‘o[goid o130[0jewAY Je[IUIS ‘AdH/01< SAK20ISIY2S ‘Ip/3 9’ qH A103810QR
eruownaud
P9IBIO0SSE-IOIB[NUIA ‘QFBYLIOWY

DIV DIV IV ‘eruadojfooquiory) IV ‘eruadojfooquiory)  Ie[ooAe asnyyIp ‘Ainfur Aoupry 9noe SoINILJ

‘eruadojfooquioay; ‘erwauy  ‘eruadolAooquuioly) ‘eruduy ‘erwioue Yim susis VIALL ‘BILUQUE AIIAJS “eruad01£50quIoIy] ‘BIUAUER QIIAS [eo1uId urej

wnred}soq wnuedisod  wmredysod 10 AoueuIaid are| wnredysod arerpowwuy wnredysod sAe( + 1EN 1)

120T *(S) v 12 Lmoye 910 ‘(¥) HnOyye ¥20T “(Tp) 1 12 yeutig 910 *(0€) IV 42 pees 9582 JUSSI] ERULES

uoneorqnd Jo reak ¢(‘sjoy) (s)Ioyny

“QWIOIPUAS drwaIn onAjoway [eordAye pajeroosse-Aoueusdaid Jo sased pajrodar A[snoraaid pajoofes pue ased juasaxd ay) Jo sarnyedy aaneredwo)) [ 9[qe],



wd 2| SPANDIDOS
) PUBLICATIONS

and acute kidney injury (30). To further address the similarities
and differences between the present case and those previously
reported, a comparative summary is presented in Table II. This
table contrasts key aspects of presentation, laboratory findings,
complications, treatment strategies, and outcomes between
our patient and selected cases from the literature (42-45).
As demonstrated, the present case shares core features with
other pregnancy-associated aHUS presentations, such as rapid
postpartum onset of anemia, thrombocytopenia and acute
kidney injury, but is distinguished by the presence of severe
complications such as diffuse alveolar hemorrhage and venti-
lator-associated pneumonia, which are rarely documented.
These additional complications likely delayed the initiation of
targeted therapy, particularly complement blockade, and may
have contributed to the persistence of dialysis-dependent renal
failure, in contrast to some published cases where earlier inter-
vention was associated with improved hematologic recovery
and, in certain instances, partial renal recovery.

Variability in treatment decisions reflects differing clinical
scenarios and resource availability, highlighting the impor-
tance of individualized, multidisciplinary care (43). In this
regard, it is worth noting that the use of eculizumab and other
CS inhibitors, (a humanized monoclonal antibody that inhibits
terminal complement activity) has been shown to promote
symptom resolution and improve survival, although their
impact on renal function is more complex to analyze (44,45).
In the case described herein, the complexity of the complica-
tions and associated pathologies made it difficult to determine
their precise impact; however, a prompter diagnosis may have
reduced the morbidity of the patient. Although the present
case report highlights key aspects of aHUS management, its
findings are limited to a single patient experience and may not
be generalizable. Larger case series and systematic studies are
required to establish definitive clinical guidelines. Other limi-
tations of the present case report include the absence of genetic
testing results and limited long-term follow-up data beyond
initial discharge. Future studies are thus required to focus
on improving access to genetic diagnostics and on long-term
outcomes in pregnancy-associated aHUS. Heightened aware-
ness and timely diagnosis remain crucial to improve patient
prognosis and guide therapy. Finally, an important limitation
of the present report is the absence of peripheral blood smear
images, kidney biopsy histopathology annotations and labora-
tory trend graphs due to institutional constraints, which would
have further supported the diagnosis.

In conclusion, TMAs such as HUS, although rare, confer
high morbidity and mortality, often precipitated by pregnancy
or puerperal sepsis. The present case report describes a case
of postpartum HUS confirmed by renal biopsy following
a comprehensive workup including negative antibody and
complement tests and ADAMTSI3 analysis, which excluded
alternative diagnoses. Initial management with plasmapheresis
and intravenous steroids yielded favorable outcomes despite
in-hospital complications. Given the diagnostic complexity,
ruling out differential diagnoses and securing histopatholog-
ical confirmation remain essential for effective management.
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