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Abstract. Epstein-Barr virus (EBV) affects 9 out of 10 people at some point in their lives. Though generally
a benign infection, it can present with a plethora of symptoms and complications. We present the case
of a 21-year-old previously healthy male suffering from EBV who presented with an 8-day history of odyno-
phagia, pharyngitis, cough, abdominal pain and fatigue, previously he also had a fever which reached
a maximum of 38.5 °C. The patient’s clinical exam was positive only for abdominal tenderness. During
his hospitalisation for EBV, our patient suffered sudden renal failure over the course of 4 days, with a glo-
merular filtration rate dropping fo 33 mL/min/1.73 m?, before spontaneously recovering to normal levels.
This occurred with supportive freatment only and without the use of corticosteroids. This case illustrates an
atypical presentation of EBV infection and provides a further example of spontaneous recovery of renal

function.
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Introduction

Epstein Barr virus (EBV), responsible for mononucleo-
sis, is one of the world’s most common human viruses, with
9 out 10 people worldwide having been infected [1]. Patients
typically present with pharyngitis, cervical lymphadenopa-
thy, fatigue, anorexia, fever and upper respiratory symptoms
and, rarely, abdominal pain [1]. The acute illness lasts for
around 3 weeks, with spontaneous recovery thereafter [1].

The most common routes of transmission are kissing
and sexual intercourse, though it also possible to be infected
by contaminated blood or organ transplants [1].

Though usually benign, around 1 % of patients pre-
sent with complications, which may be serious or even life
threatening [1]. The complications include but are not
limited to; haemolytic anaemia, thrombocytopenia, sple-
nomegaly, meningoencephalitis, cholecystitis or pharyn-
geal obstruction, though any organ system can be affected
[1, 2]. However, rare cases of acute renal failure secondary
to EBV infections have been reported in the literature, with
references to renal involvement being reported as far back as
1889 when first described by E. Pfeiffer, at which time it was
referred to as glandular fever [2, 3].

We present a case of a 21-year-old man with a rapid and
unexpected decline in renal function during a hospitalisa-
tion, following a recent EBV infection.

Case presentation

Our patient presented to the emergency department
(ER) following an 8-day history of odynophagia, pharyn-
gitis, cough, abdominal pain, and fatigue. He also reported
a low-grade fever that lasted for 4 days at the start of the
episode and a single episode of vomiting. He had been
self-medicating with ibuprofen and paracetamol before
presenting to the ER but did not habitually take any medi-
cations. His medical history was unremarkable. His vitals
were as follows; temperature was 36.3 °C, blood pressure
118/61 mmHg, pulse 100 bpm and 100 % oxygen satura-
tion. His physical examination revealed a tenderness in
both the hypogastric and right hypochondral regions with
no palpable organomegaly, with the rest of his exam being
unremarkable.

No PCR for EBV was performed. The diagnosis was
made clinically due to the patient having highly suggestive
symptoms and history, with the addition of IgG (242 U/ml)
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Table 1. Evolution of blood test and urine dipsticks from the first ER visit. Hospitalisation is day 2 onwards

Day from 1st ER visit 0 2 4 6
Urea (mg/dl) 29 54 32 14
Creatinine (mg/dl) 1.2 25 1.4 1
GFR (mL/min/1.73 m?) 76.43 33 64 94
Blood test Platelets (1000/mm?g) 43 72 161 271
AST (UI/L) 82 194 127 33
ALT (UIL) 77 272 304 152
CRP 28.6 14.9 14.2 8.6
pH 6 5 5
Urine dipstick Haemoglobin ++ ++ 0
Protein +++ ++ 0

and borderline positive IgM levels, which we interpreted as
being recovery from an initial infection ( his symptoms ha-
ving started a week before the blood test/antibody serology
was performed).

The patient had presented to the ER two days prior with
a 38.5 °C fever. A non-contrast CT-scan was performed,
which was unremarkable. A blood test was performed, vi-
sible in table 1 as day 0. His blood test revealed a thrombo-
cytopenia of 43 000/mm?, a low white blood cell count of
4 300/mm?, ALT 82 U/L, ALT 77 U/L, CRP 28.6 mg/L,
creatinine of 1.2 mg/dL, and an estimated creatinine clear-
ance rate of 76.43 mL/min/1.73m?. He also had a mild
hyponatraemia at 133 mmol/L and hypochloraemia at
92.4 mmol/L.

Upon his second presentation two days later he still
had a thrombocytopenia at 71 000/mm?, a recovered white
blood cell count of 6 100/mm?, worsened liver tests of ALT
194 U/L, ALT 272 U/L, and an improved CRP 14.9 mg/L.
His kidney function, however, had rapidly degraded with a
creatinine of 2.5 mg/dL and an estimated creatinine clea-
rance rate of 33 mL/min/1.73 m2. He remained hyponatrae-
mic and hypochloraemic with 127 mmol/L and 89 mmol/L
respectively. Anti-nuclear antibodies (ANA) and antineu-
trophil cytoplasmic antibodies (ANCA) were tested to rule
out an auto-immune origin, with both returning negative
results. A urine dipstick was performed, revealing a pH of 5,
2 crosses of protein and 2 crosses of haemoglobin, with no
signs of a urinary tract infection.

Two days following admission, the patient’s renal tests
spontaneously began to improve, and he required no further
treatment. Due to the improvement in renal function, a re-
nal biopsy was not performed.

On the 6" day of hospitalisation, the patient was dis-
charged, having fully recovered.

Discussion

EBV, the causative agent of mononucleosis, is gener-
ally self-limiting and typically presents with a triad of fever,
pharyngitis and cervical adenopathy, though complications
may occur and involve other organ systems [1].

When our patient presented at the emergency depart-
ment it is likely that they had already been ill for some time

as the IgM to IgG shift had already occurred, with hepatic
and renal involvement also present.

Our patient presented with both typical and atypical
signs of EBV infection, having had the typical fever, pharyn-
gitis, fatigue, and hepatic enzyme elevation with the atypical
signs being abdominal pain, and acute renal failure. Nota-
bly, we observed no cervical adenopathy.

Previous studies of students of similar ages to our patient
also found most patients suffered from pharyngitis, pyrexia
and cervical adenopathy, with less than half suffering from
cough and only 15 % presenting with abdominal pain [1].
Other studies found haematuria and proteinuria in 11 and
14 % of patients respectively, making it an even rarer occur-
rence, our patient presenting with both simultaneously [4].

Although our patient had taken ibuprofen and vomited
once, we do not believe this caused the renal failure as it pro-
gressed in the days following hospitalisation at which time
the medication has been stopped and the patient rehydrated.
We also believe that the presence of protein and blood in the
urine dipstick pleads against simple dehydration being the
cause of the renal failure.

The physiopathology of EBV associated kidney failure
is thought to result from interstitial nephritis with two pos-
sible explanations being put forward [5]. The first of these
suggests that the kidney is subject to an attack by T-lym-
phocytes targeting infected lymphocytes presenting EBV
antigens which are passing through it [5]. The second hy-
pothesis is that EBV directly infects renal cells, causing an
auto-immune response against the infected cells, resulting
in the kidney damage and subsequent failure [4]. Case re-
ports of EBV related kidney failure in which biopsies were
performed, though heterogenous in nature, revealed inter-
stitial infiltrates without much glomerular involvement [5].

The patient very briefly presented with mild anemia a
few days after admission and at one point had slightly el-
evated conjugated bilirubin. We did not make a clinical di-
agnosis of anemia.

We did not consider HUS as a possible diagnosis due to
the lack of a history of diarrhea and the anemia being very
mild and transient.

Corticosteroids use can be found in many case reports,
with some finding that there is marked improvement after
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administration, though others note that their use is deba-
table for the treatment of EBV in general, as well as in the
context of EBV induced renal failure [1, 2, 6]. Our patient
recovered spontaneously within 5 days, lending more cre-
dence to the argument that treatment may not be necessary.
As this was the case, no renal biopsies were taken.

Conclusions

In conclusion, this case is an example of an uncommon
complication of EBV. Though the acute renal failure may
be rapid, it does not necessarily require treatment and in
some cases, patients can fully recover with only supportive
care.
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FOCTPA HUPKOBA HEAOCTATHICTb, LLLO PO3BMHYAQCH HA TAI Bipycy EnwrtenHa — bapp
Y 3AOPOBOro 21-piYHOro YOAOBIKA: KAIHIYHMIA BUNAAOK

Pe3iome. Bipyc Enmreitna — Bapp (BEB) Bpaxae 9 i3 10 oci6
B SIKUIICH MOMEHT iX XKUTTsS. Xodya 3a3BMuail mepedir iHdexiii
CTIPUSITIIMBU, BOHA MOXKE MPOSIBIISITUCS OE3TiY9I0 CUMIITOMIB I
ycKiIagHeHb. My HaBogumo Bumnamok BED y panimre 3mopoBoro
21-piyHOrO 4OJIOBiKa, y SIKOTO MPOTSITOM 8 IHIB CIIOCTEpiraaucs
nucdarist, papuHTIT, Kalelb, 00 B XXMBOTI i CTOMJIIOBAHICTh, a
paHillle TaKOX TiABUIILYBaJIacs TeMIlepaTypa, 1o Jocsrajia Mak-
cuMmaiabHoro 3HadeHHs 38,5 °C. [Ipu KiriHIYHOMY OITISIAI Bim3Ha-
YEHO TiIbKY XBOPOOIUBICTh XKMBOTA. I1if yac rocmitamizatiii 3 mpu-
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Boay BED y nanieHTa panToBo BUHMKJIA HUPKOBA HEAOCTATHICTb,
10 CrocTepirajgacs MpOTIroM 4 IHIB, IBUIKICTh KIyOOUKOBOL
dinbrpanii sHU3MIacs no 33 mu/xs/1,73 M2, a 3romoM IOBiTEHO
BiIHOBWJIACS IO HOpMaIbHOTO piBHA. Lle cTamocs e mpu min-
TPUMYIOUOMY JIiKyBaHHi 0€3 3aCTOCYyBaHHSI KOPTUKOCTepoiniB. Ja-
HUI BUTIAJOK UTIOCTpY€E aTunoBuid mepeoir indekiiii BED i craHo-
BUTb COOOI0 TIPUKJIAJ CTIOHTAHHOT HOpMaJTi3allii (hyHKIIii HUPOK.
KiouoBi cioBa: sipyc Emmreiina — bapp; MoHOHYK1€03; TO-
CcTpa HUPKOBA HEIOCTATHICTh; KOPTUKOCTEPOIIN

OCTPas NoYEUHAS HEAOCTATOYHOCTb, PA3BMBLLASCS HO pOHe BUpyca dnwTtenHa — bapp
Y 3A0POBOro 21-A€THEro My>UnHbl: KAMHUYECKUIA CAYUQi

Pestome. Bupyc Dmureitna — bapp (BDB) nopaxaer 9 13 10 ue-
JIOBEK B KAKOM-TO MOMEHT MX XXM3HU. XOTsI OOBIYHO TeYEHUE UH-
dexinm 6;1aronpusiTHOe, OHa MOXET MPOSIBISTHCS MHOXECTBOM
CUMINTOMOB M OCJOXHEHMI. Mbl mpenacrabiseM ciydaii BOb y
paHee 310poBOro 21-JIeTHero MyXX4MHbI, y KOTOPOTO B TeUeHUe §
nHei Habmonanuch nucdarusi, GapuHITUT, Kallelb, 00JU B XU-
BOTE M YyTOMJISIEMOCTb, & paHee TakKe MOBbIIIaTach TEMITEpaTypa,
JocTUraBiias MakcuMaibHoro 3HaueHus 38,5 °C. [pu kiauHuye-
CKOM OCMOTpP€ OTMEUeHa TOJIbKO 00JIE3HEHHOCTh XXMBOTa. Bo Bpe-
M1 TOCTIUTATM3AIMHU 110 1ToBoxy BOB y nmaireHTa BHe3anmHo BO3-

HUKJIa TOYeYHasi HeIOCTaTOYHOCTh, HAOJTI0IaBIIasiCsI B TeueHue 4
JTHEM, CKOPOCTb KITyOOUKOBOI (huiibTpalimu cHU3mach 1o 33 mit/
MuH/1,73 M2, a BITOCJIEICTBUU MTPOU3BOJIHLHO BOCCTAHOBUIIACH 10
HOPMaJIbHOTO YPOBHsI. DTO MPOU3O0ILIO JUILIb [TPU MOIEPKUBA-
IOILEM JIeYeHUN 0e3 MPUMEHEHMS] KOPTUKOCTepOUIoB. [laHHbIN
ciIydail WUTIOCTPUPYET aTUINMYHOe TedyeHue nHbekunu BOB u
MpeCTaBIsieT co00M MpUMep CIOHTAHHOW HOpMaIU3auuu (GyHK-
LIMU TOYeK.

KioueBble cji0Ba: supyc Dmuteitna — Bapp; MOHOHYKIIE03;
oCTpasl ovYeyHasi HeIOCTATOUHOCTh; KOPTUKOCTEPOUTBI

Vol. 10, No. 3, 2021

http://kidneys.zaslavsky.com.ua

183


https://pubmed.ncbi.nlm.nih.gov/29525635/
https://pubmed.ncbi.nlm.nih.gov/29525635/
https://pubmed.ncbi.nlm.nih.gov/29525635/
https://pubmed.ncbi.nlm.nih.gov/32399317/
https://pubmed.ncbi.nlm.nih.gov/32399317/
https://pubmed.ncbi.nlm.nih.gov/32399317/
https://pubmed.ncbi.nlm.nih.gov/20770231/
https://pubmed.ncbi.nlm.nih.gov/20770231/
https://journals.lww.com/infectdis/fulltext/2008/03000/acute_renal_failure_associated_with_acute.13.aspx
https://journals.lww.com/infectdis/fulltext/2008/03000/acute_renal_failure_associated_with_acute.13.aspx
https://journals.lww.com/infectdis/fulltext/2008/03000/acute_renal_failure_associated_with_acute.13.aspx
https://pubmed.ncbi.nlm.nih.gov/8783702/
https://pubmed.ncbi.nlm.nih.gov/8783702/
https://pubmed.ncbi.nlm.nih.gov/8783702/
https://pubmed.ncbi.nlm.nih.gov/8783702/
https://pubmed.ncbi.nlm.nih.gov/8783702/
https://pubmed.ncbi.nlm.nih.gov/11096030/
https://pubmed.ncbi.nlm.nih.gov/11096030/
https://pubmed.ncbi.nlm.nih.gov/11096030/
https://pubmed.ncbi.nlm.nih.gov/11096030/

