
ROZITA KHODASHAHI

ID SPECIALIST,FELLOWSHIP IN IC HOST & TRANSPLANT PATIENT

ASSOCIATE PROFESSOR

MASHHAD UNIVERSITY OF MEDICAL SCIENCES

Polyradiculopathy  in liver transplant patient



• 41-year-old male underwent orthotopic liver retransplantation for chronic allograft 
failure. His maintenance immunosuppression regimen included Tacrolimus and 
Mycophenolate Mofetil (MMF). 

• CMV D/R status was D-/R+, and he completed standard prophylaxis

• Clinical PresentationAt 12 months post-retransplantation, the patient presented with 
a two-week history of persistent fever, diffuse arthralgias, and progressive lower 
extremity weakness that evolved rapidly. Examination revealed severe, asymmetric 
motor weakness (grade 2/5 in the lower limbs), absent ankle reflexes, and saddle 
anesthesia, indicating a lumbosacral polyradiculopathy.
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DIFFERENTIAL DIAGNOSIS







• Immediate Workup Priority

• ​Given the patient's status (post-transplant, immunosuppressed) and the rapid, severe, 
asymmetric motor deficit with fever and saddle anesthesia, CMV Polyradiculomyelitis 
is the leading and most critical diagnosis to rule in/out, followed closely by GBS and 
Spinal Abscess/PTLD.

• Urgent: Spinal MRI (to rule out compressive lesions like abscess or PTLD)

• Urgent: Lumbar Puncture (LP) and CSF Analysis (Protein, WBC count/diff, Glucose, CMV 
PCR, VZV PCR, Culture/Gram stain, Cytology).

• Urgent: Blood work (CMV PCR/Antigenemia, Tacrolimus level, ESR/CRP)’HIV test.

• Early: NCS/EMG (to confirm the localization and assess for demyelination/axonal loss).



LUMBAR PUNCTURE
• Pleocytosis with polymorphonuclear leucocyte predominance

• Hypoglycorrhachia 

• Increased protein levels



• CSF analysis showed a WBC count of 291/μL, with 62% of 
Polymorphonuclear leukocytes, as well as a protein level 
of 269 mg/dL and glucose level of 31 mg/dL.

• Cryptococcus antigen assay and cultures for 
bacteria,mycobacteria and fungi were negative
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• Lumbar spine MRI performed without 
contrast showed no abnormalities

• Lumbar spine CE-MRI showed contrast 
enhancement in the cauda equina 
predominantly on the left side 



On day 2, the CSF CMV 
DNA level was 2.0×109 
copies/mL. 

ophthalmologic examination were done



• HIV screening test was positive, with an HIV-1 RNA level 
of 4.6×104copies/mL and CD4+ cell count of 80/μL. 
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• Critical Considerations:

• Rule out CMV First: Given the high morbidity, CMV Polyradiculopathy must be 
assumed until proven otherwise, and empirical antiviral therapy should often be 
initiated promptly pending CSF results.

• Imaging Urgency: Spinal MRI is mandatory to immediately exclude compressive 
structural emergencies like an abscess, hematoma, or PTLD mass.
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• A CSF sample obtained on day 22 revealed and, the CMV 
treatment regimen was stopped. 

• The patient’s left lower extremity strength subsequently 
improved, such that he was able to walk by himself with the 
help of a cane, and he was discharged on day 33.
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• Preferred Therapy

• Ganciclovira 5 mg/kg IV every 12 hours plus foscarneta (60 mg/kg IV every 
8 hours or 90 mg/kg IV every 12 hours) (BIII)

• The role of oral valganciclovir has not been established.

• Duration of Anti-CMV Therapy

• ≥21 days based on clinical response (AIII)

• Note: After resolution of acute disease, maintenance therapy is not routinely 
recommended for CMV CNS disease unless there is concurrent retinitis, there 
have already been recurrent infections, or severe disease was present initially.









• If the patient gives a history of previous monotherapy for similar or different 

CMV manifestations or if the serial CSF reading shows persistent pleocytosis 

and hypoglycorrhachia after induction of ganciclovir therapy, the likelihood of 

treatment failure is high, and treatment with alternative drug.



• Although early progression of CMV disease (within 2 months) in patients 
who recently started anti-CMV drug treatment is typically not a result of drug 

resistance, late CMV reactivation after many months of treatment may 
be due to resistance.

• By themselves, peripheral blood CMV viral load measurements have poor 
positive predictive value for treatment failure.

• Maribavir has recently been approved by the U.S. Food and Drug Administration 
for treatment of posttransplant refractory CMV but has not been studied 
extensively in people with HIV.



• CMV neurologic disease is diagnosed on the basis of a compatible clinical 
syndrome and the presence of CMV in CSF or brain tissue, most often 
evaluated with PCR.

•  Blood tests to detect CMV by antigen detection, culture, or PCR are not 
recommended for diagnosis of CMV end-organ disease because of their 
poor positive predictive value in people with advanced AIDS.

. A negative serum or plasma PCR assay does not rule out CMV end-organ.

Monitoring for CMV viremia is not recommended. 



•  CMV-associated polyradiculopathy, a devastating necrotizing radiculomyelitis, is 
typically seen in patients with advanced acquired immunodeficiency syndrome 
(AIDS) or in solid organ transplant (SOT) recipients under intense IS.



Thank 

You!
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