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ABSTRACT
!e association between Guillain-Barré syndrome (GBS) and cytomegalovirus (CMV) is already well established in the literature, 
"rst reported in 1967. However, this association is rare in solid organ transplant patients, although the incidence of symptomatic 
CMV infection is higher in this population. Due to its potential severity, high morbidity and mortality, the possibility of GBS 
cannot be ruled out in the case of neurological complications in transplant patients. In this report, a case of GBS secondary to 
CMV is described in an eight-year-old kidney transplant patient in the pediatric age group, an interval with an even greater 
scarcity of reports on this association. !e patient had negative antibodies (IgG and IgM) for CMV in pre-transplant tests, 
while the donor had positive IgG antibodies, meaning a higher risk of developing the disease. !e clinical condition began 
approximately two months after the transplant, with classic symptoms and the evolution of GBS. !e clinical aspects, diagnosis, 
treatment and evolution of the disease are discussed, in addition to the evidence in the world literature.
Descriptors: Kidney Transplant; Child; Guillain-Barré Syndrome; Cytomegalovirus.

Síndrome de Guillain-Barré Secundária à Infecção por Citomegalovírus em Paciente 
Pediátrico Transplantado Renal

RESUMO
A associação entre síndrome de Guillain-Barré (SGB) e citomegalovírus (CMV) já é bem estabelecida na literatura, tendo sido 
primeiramente relatada em 1967. Porém, essa associação é rara em pacientes transplantados de órgãos sólidos, apesar da incidência 
de infecção sintomática por CMV ser maior nesta população. Devido ao seu potencial de gravidade, alta morbidade e mortalidade, 
a possibilidade de SGB não pode ser afastada em caso de complicação neurológica em pacientes transplantados. Neste relato, é 
descrito um caso de SGB secundária a CMV em um paciente transplantado renal de 8 anos de idade, na faixa etária pediátrica, 
intervalo com ainda maior escassez de relatos sobre essa associação. O paciente apresentava sorologia (IgG e IgM) negativa para 
CMV em exames pré-transplante, enquanto o doador possuía IgG positiva, havendo dessa forma alto risco de desenvolvimento da 
doença. A abertura do quadro clínico ocorreu cerca de dois meses após a realização do transplante, com sintomas e evolução clássicos 
de SGB. São discutidos os aspectos clínicos, diagnósticos, de tratamento e de evolução da doença, além da relação com as evidências 
presentes na literatura mundial.
Descritores: Transplante Renal; Criança; Síndrome de Guillain-Barré; Citomegalovírus.

CASE REPORT
https://doi.org/10.53855/bjt.v27i1.609_ENG

INTRODUCTION
Cytomegalovirus (CMV) infection is one of the most common infectious complications a!er solid organ transplantation.1 It can occur 
early or late but is more common in the "rst three months post-transplant due to the more intense immunosuppressive state. Its prevalence 
in this population is essential, as it has a signi"cant impact on the morbidity and mortality of these patients, signi"cantly a#ecting their 
survival and gra! survival.2
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In kidney transplant patients, the development of CMV occurs either through primary infection (through contact with 
bodily $uids or through transplantation of an organ from a CMV-seropositive patient into a seronegative recipient) or through 
reactivation of a latent CMV infection due to immunosuppression state.1-3

Guillain-Barré syndrome (GBS) is the most common cause of $accid paralysis in the world, with an incidence rate of 0.5 to  
4 cases per 100,000 in the general population, with its peak incidence in young adults between 20 and 40 years old.4

It is characterized by symmetrical and progressive motor weakness (initially in the lower limbs), associated with the loss of 
deep tendon re$exes. It may also be associated with pain, paresthesia and loss of limb sensitivity. Other more severe complications 
are acute respiratory failure and autonomic dysfunction. Around 30% of patients require ventilatory support during the  
disease process.5

%e association of CMV with GBS is already well established in the literature, having been "rst reported in 1967.6 CMV is the 
second most common cause of GBS and the leading viral cause. Still, it is more common in patients with HIV or bone marrow 
transplants.7-8

Despite the high incidence of CMV infection in this population, this association is infrequent in solid organ recipients, with 
few cases described in the literature.9-14 Among kidney transplant recipients, Ostman and Chacko 2018 conducted an extensive 
literature review, "nding only 12 cases, none in the pediatric age group.15

CASE DESCRIPTION
An 8-year-old male patient with grade V chronic kidney disease secondary to congenital malformation of the urinary tract 

(neurogenic bladder and Prunne-Belly syndrome) has been on a renal replacement therapy program (hemodialysis) for two years.
He underwent a deceased donor kidney transplant at the Instituto de Medicina Integral Prof. Fernando Figueira, with a cold 

ischemia time of 13 hours, using basiliximab as induction of immunosuppression and subsequent maintenance with a triple 
regimen: Tacrolimus, sodium mycophenolate and prednisone. %e patient had negative pre-transplant serology (IgG and IgM) 
for CMV, toxoplasmosis, Chagas disease and Epstein Barr. In addition to negative VDRL and serology for HIV and HTLV, he also 
had non-reactive HbS-Ag and AntiHCV with reactive Anti-HbS.

 Deceased female donor, 14 years old, with cause of death of traumatic brain injury and positive IgG serologies for CMV and 
toxoplasmosis, the others being negative. Basal creatinine of 0.5 mg/dL (input and "nal).

 %e patient had no complications in the immediate post-transplant period, evolving with rapid recovery of renal function. He was 
discharged from the hospital seven days a!er transplantation with a creatinine of 1.11 mg/dL and was using immunosuppression 
and usual prophylaxis. During outpatient follow-up, he had no clinical complications, maintaining good diuresis and reaching a 
creatinine of 0.58 mg/dL.

61 days a!er the transplant, the patient was readmitted to the service with complaints of paresthesia in the lower limbs and 
changes in gait. %ese symptoms began approximately three days before admission. He denied fever or any other symptoms. 
Computed tomography of the skull without contrast was requested urgently, and no changes were observed. Serum tests collected 
on admission also showed no signi"cant changes (Table 1), maintaining renal function within normal limits. Urine tests showed 
urinary infection, with a positive culture for Klebsiella pneumoniae above 100,000 CFU, and treatment with ce!riaxone 100 mg/
kg/day was started, carried out for seven days, with a negative control urine culture.

48 hours a!er admission, the patient presented a progression of neurological symptoms, with paresthesia in the hands and 
strength de"cits in the lower limbs. He was evaluated by pediatric neurology, whose clinical neurological examination showed 
reduced profound sensitivity, tetraparesis with distal predominance, abolished re$exes and ataxic gait. %e hypothesis of deep and 
peripheral sensory syndrome and motor syndrome, possibly associated with B vitamin de"ciency, neurosyphilis or secondary to 
drugs. Serum tests were requested, as shown in Table 2, collection of cerebrospinal $uid (CSF) and magnetic resonance imaging 
(MRI) of the skull and cervical, thoracic and lumbosacral spines with contrast.

Despite the serum level of Tacrolimus being within normal limits, the team decided to change the medication to Sirolimus 
due to the potential neurotoxicity of the calcineurin inhibitor. Vitamin D supplementation was also started.

Between the fourth and fifth days of the hospital stay, the patient presented a significant worsening of neurological 
symptoms, with strength deficits in the lower and upper limbs and an inability to walk or even stand. He also had paresthesia 
in his lips, difficulty swallowing and frequent choking. It was decided to apply a nasoenteral tube diet to avoid broncho-
aspiration until the results of exams and a new opinion from pediatric neurology. A place in the pediatric Intensive Care 
Unit (ICU) was also requested, and CSF collection was performed, with results as shown in Table 3 below:
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Table 1. Admission exams.

Exam Results Reference value
Creatinine 0.70 mg/dL 0.57 – 0.88 mg/dL

Urea 38 mg/dL 15 – 40 mg/dL 
Oxaloacetic transaminase 24 U/L 5 – 34 U/L

Pyruvic transaminase 22 U/L 0 – 55 U/L
Total bilirubin 0.37 mg/dL 0.2 – 1.20 mg/dL

Potassium 3.9 mmol/L 3.5 – 5.1 mmol/L
Sodium 135 mmol/L 136 – 145 mmol/L
Chloride 102 mmol/L 98 – 107 mmol/L

Alkaline reserve 20 mmol/L 20 – 28 mmol/L
Uric acid 3.4 mg/dL 2.6 – 6.0 mg/dL
Calcium 9.5 mg/dL 8.8 – 10.8 mg/dL

Phosphorus 4.8 mg/dL 2.3 – 4.7 mg/dL
Alkaline phosphatase 220 U/L Less than 500 U/L

Magnesium 1.6 mg/dL 1.6 – 2.6 mg/dL
Blood glucose 87 mg/dL 70 – 99 mg/dL

Total cholesterol 155 mg/dL Desirable: less than 170mg/dL
Hemoglobin 11.6 g/dL 12 – 16 g/dL
Hematocrit 38.2% 35 – 47%
Leukocytes 5.100 /µL 3,500 - 11,000 / µL
Neutrophils 61% 50 – 70%
Monocytes 8% 2 – 12%

Lymphocytes 30% 20 – 30%
Platelets 233,000 /µL 150,000 - 450,000 /µL

Source: Elaborated by the authors

Table 2. Exams requested after Neurology evaluation.

Exam Results Reference value
Vitamin B12 313 pg/mL 210-980 pg/mL

25-OH-vitamin D 16 ng/mL Deficiency: less than 20ng/mL
TSH 2.53 µUI/mL 0.4-5.0 µUI/mL

Free T4 1.61 ng/dL 0.8-1.75 ng/dL
Thyroxine – T4 13.1 µg/dL 6.4 – 13.3 µg/dL

VDRL Non-reactive Non-reactive
Tacrolimus serum level 8.6 ng/mL 5.0-20 ng/mL

Source: Elaborated by the authors

Table 3. Cerebrospinal fluid assessment result.

Parameter Result Reference value
Aspect Clear and colorless Clear and colorless

Glucose 86 mg/dL 60-80 mg/dL
Proteins 335 mg/dL 15-45 mg/dL

Cell count 0 / mm3 Up to 3 mm3

RBC count absent absent
Culture Negative Negative

Source: Elaborated by the authors

An MRI of the skull and spine with contrast was also performed. It showed a slight thickening of the roots of the cauda equina, 
with slight enhancement by venous contrast, an aspect suggestive of in$ammatory changes/polyradiculopathies. Other changes 
were absent (Figure 1). An electroneuromyography of the four limbs was also requested, but it was not performed.
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Source: Authors' archive.

Figure 1. MRI of the spine.

On the 7th day of hospitalization, the patient began to present dysphoric speech, associated with the other symptoms already 
reported and was reevaluated by pediatric neurology, which, based on the clinic and examinations (signs of polyradiculopathy 
on MRI associated with CSF with increased proteins without infectious signs), diagnosed $accid are$exic tetraparesis – Guillain-
Barré syndrome.

  %e patient was transferred to the pediatric ICU, and intravenous immunoglobulin 400 mg/kg/day was started. In investigating 
the cause of the neurological condition, serum and CSF serology and PCR for serum CMV were collected.

  On the 8th day of hospitalization, already in the pediatric ICU, the patient developed severe respiratory failure, requiring 
orotracheal intubation and assisted mechanical ventilation support. Chest X-ray suggestive of le! diaphragmatic paralysis (Figure 2).

 

Source: Authors' archive.

Figura 2. Radiografia de tórax

Serum serology results showed active CMV infection (IgG 97 AU/mL and IgM 9.9 index), and treatment with intravenous 
ganciclovir 10 mg/kg/day was initiated. Subsequently, the PCR result for serum CMV con"rmed the diagnosis with 20 copies/mL. 
Serology for CMV in CSF also corroborated the diagnosis with reactive IgG and strong reactive IgM.

%e patient remained clinically stable in the pediatric ICU, completing "ve days of intravenous immunoglobulin. %e patient 
was extubated on the 15th day of his hospital stay. He tolerated room air well, with good lung expansion and spontaneous 
breathing, but he maintained $accid quadriparesis and a swallowing disorder.

https://creativecommons.org/licenses/by/4.0/


5Braz J Transpl ■ v27 ■ e4124 ■ 2024

Lopes DSG, Araujo IO, Gallindo RM, Ribeiro CT, Genesio PAS

From that moment on, while still in the pediatric ICU, he began a rehabilitation program with respiratory physiotherapy, motor 
physiotherapy and speech therapy. On the 19th day of hospitalization, he was discharged from the ICU to the ward a!er accepting 
an oral so! diet and progressive recovery of movement, especially in the upper limbs.

During the period in the ward, he continued treatment with ganciclovir, completing 21 days. He also underwent an intensive 
rehabilitation program with motor physiotherapy and speech therapy, with progressive improvement. He also presented a new 
episode of urinary tract infection (Escherichia coli), being treated for seven days with piperacillin-tazobactam.

%e patient was discharged a!er 36 days of hospitalization, with satisfactory recovery from the neurological condition and only 
changes in gait, to undergo outpatient physiotherapeutic monitoring. During the hospitalization, renal function did not change, 
and good diuresis and serum urea and creatinine levels were maintained within the patient's baseline.

A!er discharge from the hospital, he maintained outpatient follow-up, with a complete improvement in neurological symptoms 
and an adequate return to social and school activities two months a!er the onset of the condition.

DISCUSSION
CMV is a herpes virus common in the general population. It has a long life cycle and persists latently, mainly in endothelial 

cells, "broblasts, and monocytes. Its transmission occurs through body $uids and, in most immunocompetent people, it is 
asymptomatic or oligosymptomatic, self-limited, with mild and non-speci"c symptoms, such as fever, asthenia and mild to 
moderate arthralgia.3

In immunosuppressed patients, the disease can progress more seriously, leading to hepatosplenomegaly, pancytopenia, changes 
in liver enzymes, gastrointestinal symptoms, retinitis, pneumonia, pericarditis and encephalitis.2,3 %e patient reported that the 
disease evolved asymptomatically, with no clinical or laboratory test changes until hospitalization.

In kidney transplant patients, a high incidence of CMV infection is reported, up to 32%.16,17 And although the incidence of GBS 
in the general population who contract CMV is reported to be 1:1,000, there is no proportional increase in the transplant patient 
population.7,8,16-18 Some authors suggest that the immunosuppressive therapy used by these patients could act as a protective factor 
due to the autoimmune nature of GBS.18

%erefore, it is important to highlight that GBS is a disease of autoimmune etiology, which consists of the production of 
antibodies against gangliosides present in the myelin sheath or axons of peripheral nerves, leading to acute or subacute 
in$ammatory demyelinating polyradiculopathy. It generally occurs a!er an infectious condition (bacterial or viral). Still, it has 
been related to drug use and surgical trauma, and some cases remain without a de"ned cause, even a!er investigation.4,5 Although 
GBS, in most cases, is a self-limited disease, with symptoms peaking between two and four weeks into the illness, it still has a 
relatively high mortality rate, ranging from 4% to 10%, depending on the speed of diagnosis. , installation of multidisciplinary 
clinical support and initiation of treatment.4-7 In addition to the high mortality rate, around 20% to 30% of patients require 
assisted mechanical ventilation, and between 15% and 30% of patients have some residual neurological de"cit to a lesser or greater 
extent in the long term.5,6,9,19

%erefore, when there is a clinical suspicion of GBS, for greater e#ectiveness and to reduce the possibility of sequelae, treatment 
must be promptly instituted, which consists of the use of intravenous immunoglobulin and/or plasmapheresis, in addition to 
the necessary support depending on the severity of the condition and treatment of the underlying cause of the disease.4,5,9,19  
In the case of GBS secondary to CMV infection, treatment with speci"c intravenous (ganciclovir) or oral (valganciclovir) antiviral 
medication was performed and recommended in all reported cases.10-13,15,17,18

%e patient in our report presented classic symptoms and evolution of GBS, with ascending symmetric $accid quadriparesis, 
paresthesias and progression to acute respiratory failure in the second week of the disease. %e response to treatment was quick 
and satisfactory, with the child overcoming the need for ventilatory support eight days a!er the institution of speci"c therapy and 
showing full recovery from the neurological condition two months a!er the onset of symptoms.

In a recent review, Khan et al.5 de"ned the challenges for diagnosis and treatment in underdeveloped and developing countries 
due to limited access to diagnostic and therapeutic resources, leading to inadequate or late diagnosis.

Despite the favorable outcome, the reported case showed de"ciencies and weaknesses in the country's public health system, 
such as the di&culty of carrying out adequate medical prophylaxis for CMV in serodivergent recipients (IgG positive donor/IgG 
negative recipient) due to the high cost of the indicated medication, and the delay in carrying out and releasing the results of more 
complex tests, such as magnetic resonance imaging, serology and PCR for CMV. Furthermore, the di&culty in rapid assessment 
by a specialist (pediatric neurologist) and the failure to carry out a vital test to con"rm the diagnosis (electroneuromyography of 
the limbs) also contributed to some delay in the diagnosis and institution of treatment.
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CONCLUSION
CMV infection is a relatively common infectious complication a!er kidney transplantation, occurring in a signi"cant percentage 

of this population. In turn, GBS is an uncommon but severe and potentially fatal complication of CMV infection. Although 
the association of these diseases is infrequent in solid organ recipients, especially in the pediatric age group, professionals at 
transplant centers must understand them, as early diagnosis and the institution of therapeutic measures quickly and e#ectively 
increase the chances of favorable outcomes for the patient.
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