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Reversible cortical blindness in childhood: An unusual
case of PRES associated with post streptococcal
glomerulonephritis
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Abstract

Introduction: Posterior reversible encephalopathy syndrome (PRES) is a rare neurological disorder in
children, characterized by distinctive clinical presentations and radiological findings, which may also be
associated with renal conditions. We report an unusual case of reversible cortical blindness due to poste-
rior reversible encephalopathy syndrome in a child with post-streptococcal glomerulonephritis (APSGN),
highlighting the importance of early recognition and management.

Case presentation: A 9-year-old male with a recent diagnosis of pharyngotonsillitis presented to the
hospital with persistent headache and vomiting. These symptoms were followed by transient visual loss
and somnolence. Neurological examination revealed dysarthria, incoherent speech, ataxic gait, and cor-
tical blindness. Blood pressure above the 95th percentile for his age led to the diagnosis of hypertensive
emergency with cerebral target-organ damage. Antihypertensive therapy was initiated promptly. Labora-
tory tests demonstrated a positive Group A Streptococcus (GAS) antigen, along with proteinuria and he-
maturia, while abdominal computed tomography (CT) revealed kidney enlargement. These findings con-
firmed the diagnosis of post-streptococcal glomerulonephritis. Brain magnetic resonance imaging (MRI)
demonstrated findings compatible with hypertensive leukoencephalopathy. Continuous blood pressure
monitoring was maintained until optimal ranges were achieved, resulting in complete vision recovery. No
neurological deficits were observed at the 20-week follow-up.

Discussion: Patients with posterior reversible encephalopathy syndrome present distinctive symptoms
such as epileptic seizures, headaches, and visual disturbances, often mimicking other conditions, under-
scoring the importance of accurate diagnosis for timely intervention. Imaging findings are essential for
confirming the diagnosis and guiding management.

Conclusions: This case highlights the importance of recognizing posterior reversible encephalopathy sy-
ndrome in pediatric patients. Appropriate and timely control of blood pressure contributed significantly
to complete neurological recovery.

Keywords: Brain edema, Posterior reversible encephalopathy syndrome, Glomerulonephritis, Hyperten-
sive encephalopathy, Cortical blindness, Pediatrics.

Ceguera cortical reversible en la infancia: un caso
inusual de PRES asociado con glomerulonefritis
postestreptococica

Resumen

Introduccién: el sindrome de encefalopatia posterior reversible (PRES) es un trastorno neurolégico poco
frecuente en la poblacion pediatrica, caracterizado por manifestaciones clinicas distintivas y hallazgos
radiolégicos particulares, que puede asociarse con enfermedades renales. Presentamos un caso inusual
de ceguera cortical reversible secundaria al sindrome de encefalopatia posterior reversible en un nifio con
glomerulonefritis postestreptocécica aguda (GNPE), destacando la importancia de su reconocimiento y
manejo oportunos.

Presentacién del caso: paciente masculino de 9 afios con diagnéstico reciente de faringoamigdalitis, quien
ingres6 al hospital por cefalea persistente y vomito. Posteriormente, present6 pérdida visual transitoria
y somnolencia. El examen neuroldgico reveld disartria, lenguaje incoherente, marcha ataxica y ceguera
cortical. La presion arterial por encima del percentil 95 para su edad condujo al diagnéstico de emergencia
hipertensiva con dafio cerebral como 6rgano blanco. Se inicié de inmediato tratamiento antihipertensivo.
Los exdmenes de laboratorio mostraron antigeno positivo para Streptococcus del grupo A, asi como pro-
teinuria y hematuria. La tomografia computarizada (TC) abdominal evidencié agrandamiento renal, lo que
confirmé el diagnéstico de glomerulonefritis postestreptocécica aguda. La resonancia magnética cerebral
(RM) mostré hallazgos compatibles con leucoencefalopatia hipertensiva. Se realizé monitoreo continuo
de la presion arterial hasta alcanzar rangos dptimos, logrando recuperacion visual completa. No se evi-
denciaron déficits neurolégicos durante la evaluacion clinica en el sequimiento a 20 semanas.

Discusién: los pacientes con sindrome de encefalopatia posterior reversible presentan sintomas caracte-
risticos como crisis epilépticas, cefalea y alteraciones visuales, que a menudo simulan otras condiciones,
lo que resalta la importancia de un diagnoéstico preciso para una intervencion oportuna. Los hallazgos por
imagenes son esenciales para confirmar el diagndstico y orientar el manejo.

Conclusiones: este caso subraya la importancia de reconocer el sindrome de encefalopatia posterior re-
versible en pacientes pediatricos. El control adecuado y oportuno de la presion arterial contribuy6 de
manera significativa a la recuperaciéon neurolégica completa.

Palabras clave: edema cerebral, sindrome de encefalopatia posterior reversible, glomerulonefritis, ence-
falopatia hipertensiva, ceguera cortical, pediatria.
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Introduction

Posterior reversible encephalopathy syndrome
(PRES) is a rare neurological disorder in the pedia-
tric population that features distinctive clinical ma-
nifestations and specific radiological findings, it was
initially described in 1996 by Hinchey et al. (1). Its
clinical presentation is variable but typically includes
acute-onset symptoms such as visual disturbances,
headaches, vomiting, epileptic seizures, and altered
consciousness (2). This syndrome is associated with
multiple conditions that cause moderate to critically
high blood pressure, including systemic disorders,
obstetric conditions (3), autoimmune diseases (4),
renal disorders (5), and oncological or hematological
conditions (6-8), among others (9,10).

From a radiological perspective, PRES is characteri-
zed by a typical pattern of bilateral and symmetrical
vasogenic edema, predominantly affecting the te-
rritories of the posterior cerebral circulation, parti-
cularly the subcortical white matter, and most fre-
quently involving the parieto-occipital regions (10).
Approximately 70% of patients with PRES require
intensive care unit management. While most recover
within two weeks, neurological sequelae and perma-
nent PRES have been reported (11).

The aim of this case is to describe the clinical and
neuroradiological features of a patient and its as-
sociation with post-infectious glomerulonephritis
(APSGN) caused by group A Streptococcus.

Case presentation

We present the case of a 9-year-old male patient
from a rural area in Antioquia, Colombia, with a cha-
llenging biopsychosocial background, including a
history of forced displacement due to armed conflict
one month prior. The patient had a recent diagnosis
of pharyngotonsillitis, established 12 days before
the onset of symptoms. He presented with a global
headache, acute vision loss, and persistent vomiting
lasting approximately 10 hours.

On physical examination, the patient was in fair ge-
neral condition with marked pallor. Neurological as-
sessment revealed somnolence, dysarthria, incohe-
rent speech, and ataxic gait. Muscle strength and
sensation were preserved, with no signs of menin-
geal irritation. Fundoscopic examination showed no
papilledema, and the pupils were isochoric and reac-
tive. However, he exhibited progressive visual acuity
loss, evolving into cortical blindness.
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Blood pressure at admission (223/140 mmHg) was
significantly above the 95th percentile for his age,
confirming a hypertensive emergency with central
nervous system target-organ damage. Antihyper-
tensive treatment was initiated promptly, beginning
with an oral antihypertensive agent, and was care-
fully managed to ensure a gradual reduction in blood
pressure, thereby minimizing potential risks asso-
ciated with rapid decreases. Table 1 displays the ini-
tial paraclinical findings, which include leukocyto-
sis predominantly due to neutrophilia. Additionally,
mild metabolic acidosis was recorded.

In the context of central nervous system involve-
ment, a non-contrast cranial computed tomogra-
phy (CT) scan was performed, which revealed no
significant abnormalities. Cerebrospinal fluid (CSF)
analysis showed an opening pressure of 22 mmHg.
The FilmArray Meningitis/Encephalitis Panel PCR
tested negative for pathogens, and blood cultures
were also negative. Considering the recent infec-
tious history, a rapid test for Streptococcus pyoge-
nes and anti-streptolysin O (ASO) titers were per-
formed, both yielding positive results. Complement
component C3 levels were mildly decreased. These
findings supported the diagnosis of concomitant
APSGN.

The patient was transferred to the intensive care
unit (ICU) two days after symptom onset due to
neurological deterioration characterized by somno-
lence, irritability, and cortical blindness, along with
focal seizures involving the right upper limb. These
seizures progressed to status epilepticus, necessi-
tating continuous intravenous midazolam infusion,
phenytoin administration, and endotracheal intuba-
tion. On day 4 after symptom onset, prolonged vi-
deo-electroencephalographic monitoring (12 hours)
revealed diffuse encephalopathic slowing with loss
of age-appropriate background rhythms and no
electrographic ictal discharges. Intracranial angio-
graphy and orbital CT showed no significant abnor-
malities, and visual evoked potentials were within
normal limits.

The management of high blood pressure was com-
plex, requiring multiple adjustments to achieve sta-
bilization. A stepwise approach to antihypertensive
therapy was adopted, ultimately involving the use of
four antihypertensive agents, including intravenous
medications. As shown in Table 2, on the fifth day of
the clinical course, laboratory tests indicated a decli-
ne in renal function, accompanied by mild hematuria
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Table 1. Paraclinical findings at admission

Paraclinical | Result References values
assessment
BG 181 70-110
CBC WCB: 20,48 x 10° WBC:4,2-9,x 10°
RBC: 4,3 x10° RBC: 4,6 x 10°
Hb: 14 Hb:13,7-17,5
PLT:340x 10° PLT:163-337x10°
CRP 0,32 0-1
LDH 288 140 - 240
BUN 15,2 9-20
SC 0,39 06-1,3
SE Na: 135 Na: 137 - 145
K:3,76 K:3,5-5,1
CL:103 CL:98-107
P:6,1 P:2,5-45
Ca:9,6 Ca:8,4-10,2
MG: 1,9 MG:1,6-2,3
LFT AST: 23 AST:14-36
ALT: 13 ALT:0-35
PT:13,6 PT:11,4
aPTT: 33,3 PTT: 30,2
INR: 1,2
hs-Tnl 0,012 <0,034
TFT FT4:1,2 FT4:0,8-1,8
TSH: 2,76 TSH: 0,4-4,5
Others Alb: 3 Alb:3-5
C3:18 C3:80-150
C4:26 C4:17 -51
ANA: Reactive (1:80)
ANCA: No reactive
VDRL: No reactive
RSPT: Positive
ASO: 200
VBG: Mild metabolic acidosis
LCR: Glucose 62 (mg/dL), Pro-
teins < 10 mg/dL, Colorless,
Clear odor, Fresh red blood cell
counts 0 cells/pL, Culture: ne-
gative, KOH: Negative, Oligo-
clonal bands: negative.

Note. Abbreviations: BG: Blood glucose (mg/dL); CBC: Complete
blood count; WBC: White blood cells (cells/mm3); RBC: Red blood
cells (cellsymm3); Hb: Hemoglobin (g/dL); PLT: Platelets (cells/mm3);
CRP: C reactive protein (mg/dL); LDH: Lactate dehydrogenase (U/L);
BUN: Blood urea nitrogen (mg/dL); SC: Serum creatinine (mg/dL); SE:
Serum electrolytes; Na: Sodium (mmolL/L); K: Potassium (mmoL/L);
CL: Chloride (mmoL/L); P: Phosphorus (mg/dL); Ca: Calcium (mmol/
dL); Mg: Magnesium (mg/gL); LFT: Liver function test; AST: Asparta-
te aminotransferase (UI/L); ALT: Alanine aminotransferase (UI/L); PT:
Prothrombin time (seconds); aPTT: Activated partial thromboplastin
time (seconds); INR: International normalized ratio; hs-TIn: Troponin
I high sensibility (ng/ml); TFT: Thyroid function tests; FT4: Free thyro-
xine (ng/dL); TSH: Thyroid stimulating hormone (ulU/mL); Alb: albu-
min (g/dL); C3: Complement 3 (mg/dL); C4: Complement 4 (mg/dL);
ANA: Antinuclear antibody; ANCA: antineutrophil cytoplasmic anti-
bodies; VDRL: Venereal disease research laboratory test; RSPT: Rapid
Streptococcus pyogenes test; ASO: anti-streptolysin O (IU/mL); VBG:
Venous blood gas; LCR: Cerebrospinal fluid analysis; KOH: Potassium
hydroxide.

Source: Own elaboration.
|

and persistent proteinuria. Abdominal CT imaging
revealed enlarged kidneys.

Brain magnetic resonance imaging (MRI) was per-
formed on day 8 after symptom onset, revealing
predominantly hyperintense focal lesions in the pa-
rieto-occipital regions, with flattening of the gyri
and effacement of the sulci on both T2-weighted
and FLAIR sequences. These findings were consis-
tent with a diagnosis of hypertensive leukoencepha-
lopathy (Figure 1). Following confirmation with con-
trast-enhanced MRI, antihypertensive management
was continued with strict blood pressure monitoring
to maintain values within optimal ranges.

The patient showed an initial improvement in cen-
tral vision, achieving complete recovery of visual
acuity 11 days after symptom onset. By day 18, he
was free of proteinuria and hematuria, and his blood
pressure remained below the 90th percentile with
adequate control using two oral antihypertensive
medications. After clinical stabilization, he was dis-
charged on day 26. Given the patient's social context,
a multidisciplinary follow-up plan was implemented,
including support from social work and psychology.
Follow-up was coordinated through pediatric neu-
rology, nephrology, and ophthalmology.

A follow-up brain MRI was performed 15 weeks
post-discharge, revealing isolated punctate hyper-
intensities in the subcortical regions of both hemis-
pheres on FLAIR and T2 sequences, consistent with
sequelae, with no parenchymal abnormalities in the
periventricular areas. No neurological deficits were
observed at the 20-week follow-up.

Discussion

This case illustrates a rare but well-documented pre-
sentation of PRES in a previously healthy pediatric
patient who developed APSGN with acute and seve-
re elevation in blood pressure following an episode
of pharyngotonsillitis. It is crucial to consider this
pathology when a hypertensive emergency presents
accompanied by target organ damage in the brain, as
prompt diagnosis and appropriate therapeutic inter-
vention are key to preventing potential sequelae.

PRES is characterized as a clinico-radiological sy-
ndrome presenting with neurological features that
occur in decreasing order of frequency, including
epileptic seizures, headaches, nausea, altered men-
tal status, and visual disturbances. The hallmark of
PRES is the reversibility of symptoms with appro-

https://doi.org/10.22379/anc.v41i4.1930
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Table 2. Paraclinical follow-up data

Paraclinical 2 Days post 5 Days post 9 Days post Discharge Reference values
assessment symptoms symptoms symptoms
onset onset onset
CBC WBC15x 103 WBC11,17x 103 WBC 10,18 x 103 WBC9,5x 103 WBC:4,2-9,x 103
RBC:4,85x 103 | RBC:4,74x 103 RBC: 4,2 x 103 BC:5x 103 RBC: 4,6 x 103
Hb: 124 g/dL | Hb: 13 g/dL Hb: 13 g/dL Hb: 11,8 g/dL Hb: 13,7-17,5 g/dL
PLT: 281 x 103 PLT:303 x 103 PLT:439x 103 PLT: 365 x 103 PLT: 163-337 x 103
BUN 18 13 11,2 12 7-20
Serum creatinine 04 0,42 0,41 0,5 0,6-1,3
Urine creatinine - 60 13,8 33 -
Proteinuria - 79 40 13 <12
P/C - 1,3 2,8 0,39 <0,2
Urinalysis - Yellow urine with clear Yellow urine with clear Yellow urine with
appearance, pH of 7,5. appearance, pHof 7, 5. clear appearance. pH
P:30, Hb: 0.15 (Eu 95% P:15.Hb: 0.75 (Eu 98% of 7,5. P: 30. Hb: 0,06.
and Dys 5%). Negative and Dys 2%). Negative Negative for
for leukocyte esterase, for leukocyte esterase, leukocyte esterase,
nitrites and glucose. nitrites, glucose, ketones, | nitrites, glucose,
But ketones 30 mg/dL. and bilirubin. ketones, and bilirubin. | -

Note. Abbreviations: CBC: Complete blood count; WBC: White blood cells (cells/mm3); RBC: Red blood cells (cells/mm3); Hb: Hemoglobin (mg/
dL); PLT: Platelets (cellsymm3); P/C: Protein/creatinine ratio; BUN: Blood urea nitrogen (mg/dL); SC: Serum creatinine (mg/dL); UC: Urine creati-

nine (mg/dL); P: Protein (mg/dL); Eu: eumorphic; Dys: Dysmorphic.

Source: Own elaboration.

priate management, which typically occurs within
the first two weeks (11). Due to its potential for
reversibility, early recognition is crucial, particularly
in pediatric patients presenting with risk factors and
nonspecific neurological symptoms.

In patients with APSGN, as observed in the present
case, severe complications have been documen-
ted, including hypertensive emergencies (21.5%),
encephalopathy (4.6%), congestive heart failure
(12.3%), retinopathy (1.5%), and PRES in 2.9% of
cases (12). The incidence of PRES in pediatric pa-
tients with renal abnormalities is estimated to range
between 4% and 9%; however, some studies report
rates as high as 29.4%, with a higher prevalence ob-
served in male patients, as seen in this case (11,13).

Furthermore, it has been demonstrated that PRES
associated with APSGN predominantly manifests in
pediatric patients with blood pressure readings ex-
ceeding the 95th percentile for age (14). Early re-
cognition of PRES within this context is crucial, as
diagnosis is often challenging due to the nonspecific
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nature of symptoms, which may include both neu-
rological and renal manifestations, often mimicking
a variety of other conditions (15,16). Prompt initia-
tion of antihypertensive therapy is essential to redu-
ce blood pressure safely. The target blood pressure
should be tailored according to the initial levels, and,
in accordance with established guidelines for severe
symptomatic acute hypertension, it is generally re-
commended to reduce the mean blood pressure by
no more than 20-25% within the first 6 to 9 hours to
mitigate the risk of adverse outcomes (17).

In pediatric patients with PRES, clinical presenta-
tions are notably heterogeneous, as documented in
Table 3. The most prevalent features include epileptic
seizures, reported in approximately 88—95% of ca-
ses. Treatment options include phenytoin, phenobar-
bital, and, in cases of refractory status epilepticus,
continuous midazolam infusion (14,17,18). These
seizures may manifest as generalized tonic-clonic
episodes, accounting for approximately 72.1% of
cases, and as relapsing seizures in 64.7%. In some
instances, seizures may progress to status epilepti-
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Figure 1. Brain MRI performed on day 8

Note. (A - C) Axial cuts in the T2 sequence show hyperintense areas in the bilateral cortico-subcortical substance, affecting the fron-
tal, parietal, and occipital lobes, along with punctate foci in the corona radiata and semioval centers. (D - F) Axial cuts in the T2-FLAIR
sequence reveal asymmetric enhancement predominantly in the occipital gyri, associated with flattening of the gyri and effacement of
the cortical sulci, findings suggestive of vasogenic edema secondary to PRES.

Source: Own elaboration.

cus, with reported rates ranging from 13.2% to 52%
(11,17,18). Other frequently observed manifesta-
tions encompass altered consciousness, reported in
38% to 63.2% of cases; headaches, present in 6.31%
to 85%; and visual disturbances, occurring in 12.6%
to 56% of patients (11,17,18). Additionally, renal ab-
normalities have been documented in approximately
25% of these cases, with a concomitant initial pre-
sentation involving renal and other neurological or
systemic alterations occurring in 4% of patients (18).

Imaging correlation plays a crucial role in the diag-
nosis of PRES. In pediatric populations, the sensi-
tivity of initial computed tomography (CT) remains
limited, with detection rates as low as 46%. Conver-
sely, brain MRI offers a sensitivity of up to 98% and
is considered the gold standard for diagnosis (17).
MRI enables early identification of hallmark featu-
res, such as cortico-subcortical hyperintensities on
T2-weighted and FLAIR sequences, which can be
detected from the first day of presentation. These
radiological findings typically reflect vasogenic ede-
ma and indicate the potential reversibility of the con-

dition within the first week, predominantly affecting
posterior regions, especially the parieto-occipital
lobes (19). This imaging modality facilitates timely
diagnosis and allows for the prompt initiation of tar-
geted treatment, which is essential for optimal pa-
tient outcomes.

A wide spectrum of atypical presentations of PRES
has also been documented, including involvement of
less common regions such as the frontal lobes, basal
ganglia, corpus callosum, cerebellum, and brainstem
(20). Additionally, hemorrhagic changes and findings
of restricted diffusion on diffusion-weighted ima-
ging (DWI) and apparent diffusion coefficient (ADC)
sequences may be observed. These atypical features
are particularly relevant in pediatric patients, where
they have been reported in 61-82% of cases. Nota-
bly, involvement of the superior frontal sulcus has
emerged as a distinctive characteristic in this popu-
lation (19,21).

PRES generally has a favorable prognosis when
management of elevated blood pressure is initiated

https://doi.org/10.22379/anc.v41i4.1930
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Table 3. Clinical, neurological, and radiological characteristics reported in pediatric patients with PRES in
different international studies

References Population Demographic Neurological MRI Outcome
characteristics manifestations (%) | Changes (%)
Koller et al. (2024) (22) | 2 cases of Press in Ages 15 and 10, Male | Headache (100%), nau- | Hyperintensity on T2, | Alive, no sequelae,

patient with renal

(100%).

sea (50%), vomiting

FLAIR symmetrically

Nno recurrences.

involvement. (50%), seizures (100%), | distributed in the

altered mental status | bilateral cortical-sub-

(50%), visual distur- cortical hemispheres;

bances (50%). frontal lobe, parietal,
occipital, post-central
gyru and cerebellar
(50%).

Tomarelli et al. (2024) | A case of PRES with | 4 years old, male. Headache, nausea, Brain MRI Day 5: Alive, no sequelae,

@)

acute glomeru-
lonephritis and
hemolytic anemia.

vomiting, status epi-
lepticus.

Bilateral symmetric
occipital subcortical
hyperintensity. No
diffusion restriction.

Nno recurrences.

Ekinci et al. (2023) (11)

68 Pediatric Patients
with PRES.

Mean age 9.3 years;
66.2% male.

Altered consciousness
(80%), seizures (60%).

Parieto-occipital
(72.1%), typical le-
sions (29.4%), atypical
lesions (70.6%), supra-
tentorial (76.5%).

Complete recovery
(80.9%), death
(13.2%), neurolo-
gical deficit (5.9%),
recurrence (4.4%).

Castellano-Martinez A
etal. (2022) (16)

2 pediatric patients
with PRES as onset of
acute post-infectious
glomerulonephritis.

Ages 9 and 11 years.
Male (100%).

Generalized tonic-clo-
nic seizures (100%),
somnolence (50%),
headache (100%),
blurry vision (50%).

Symmetrical areas of
cortico- subcortical
hyperintensity in the
temporo-occipital
and frontoparietal re-
gions of both cerebral
hemispheres.

Full neurological
recovery (100%),
normal renal
function (100%),
persistent microsco-
pic hematuriain 1
patient (50%).

Orlando et al. (2022)
(18)

52 Patients with
Post-Infectious Glo-
merulonephritis.

Age: <18 years (96%);
male (61.5%).

Neurological manifes-
tations (71%), In severe
hypertension: hea-
dache-nausea (85%),
altered consciousness
(71%), seizures (90%),
visual disturbances
(54%).

Severe changes
(2%), moderate (4%),
mild (94%). In severe
hypertension: poste-
rior changes (58%),
diffuse (41%).

Complete clinical re-
solution 3-16 weeks
(90%). Radiological
resolution (100%).

Darwish (2020) (14)

28 pediatric patients
with PRES.

Mean age 6 £ 2.2,
58.3% male.

Seizures (100%), status
epilepticus (20.8%),
headache (62.5%),
visual disturbances
(37.5%).

Hyperintensity on

T2, FLAIR, and ADC
(100%), hyperintense
DWI (75%), parie-
to-occipital (62.5%),
frontal cortico-sub-
cortical (33.3%),
periventricular (4.2%).

Normal neurological
exam at 2, 6, and

12 months (100%),
complete brain

MRI resolution at 2
months (87.5%), 6
months (95.8%).

Source: Own elaboration.

gradually and appropriately, with clinical and radio-
logical resolution occurring within 3 to 16 weeks in
approximately 70-90% of cases (13,18,21). None-
theless, despite limited data in the literature regar-
ding long-term outcomes, residual brain damage
has been documented through neurological assess-
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ments and follow-up brain MRI. Although most
patients typically exhibit reversibility of MRI ab-
normalities at the time of discharge, outcomes can
vary, and persistent abnormalities may be evident in
a minority of cases, estimated to range from 12.5%
to 38.5% (21). These findings highlight the critical
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importance of ongoing neurological and radiological
surveillance.

In this case, the patient achieved complete resolu-
tion of cortical blindness by day 11 and recovery of
renal function by day 18. A follow-up brain MRI at
15 weeks revealed minor sequelae, while no neuro-
logical deficits were observed during clinical evalua-
tion at 20 weeks.

Conclusions

This case underscores the fundamental importan-
ce of early recognition and prompt management of
PRES in pediatric patients, especially in the con-
text of hypertensive emergencies associated with
APSGN. Strict surveillance and adequate blood
pressure control were essential for achieving com-
plete neurological recovery, including the resolution
of cortical blindness. Additionally, this case highli-
ghts the value of a multidisciplinary approach that
integrates clinical evaluation, laboratory findings,
and brain MRI, considered the gold standard in diag-
nosing this condition, ensuring timely and guided
treatment. The favorable outcome reinforces that
PRES is a reversible condition when identified and
treated promptly, emphasizing the importance of vi-
gilant monitoring and comprehensive care in similar
cases.
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