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Abstract

Background : Hypeuricemia is a common problem among renal tramspl
recipients, and may adversely affect graft surviltsl prevalence is clearly
attributable to cyclosporine (CsA) use, althougdividual patients may have
other risk factors as well. Hyperuricemia may add several other factors in
contributing to progressive deterioration of grafiaction and ultimately graft
loss.

Patients and methods : A cohort study was performed on 60 post-transplant
renal recipients in the transplantation outpateimic , Kasr Al Aini Hospital.

This study aimed to assess the prevalence of hgpentia and gout in renal

transplant patientand tocorrelate between hyperuricemia and patient vaggbl

such as cyclosporine level, dyslipidemia, diabetes ntedu and renal
impairment. 60 patients were analyzed including (86.6%) males and 20
(33.3%) females with mean age of 32+12 years. Waso@serum uric acid
levels in each routine visit approximately evepy sionths for two years in the
transplantation outpatient clinic. Also we Measugselosporine level, blood
sugar, lipid profile and kidnefpinctions (urea, creatininéVe also record the
general characteristics of the patients, historgait and diabetes, underlying
renal disorders, donor type, diuretic prescriptitype of immunosuppressive
regimen and urate lowering therapy. The patient®weided into two groups :
group (A) : patients on cyclosporine, steroid & azathioprgreup (B) : patients
on cyclosporine, steroid & MMF (cellcept).

Results : We found that mean uric acid level in all patientshe 1st year post-
transplant is 6.2+1.7, while the mean uric acidelem the 2nd year post-
transplant is 7+£1.8 with percentage of change &b 12 uric acid level during

the two years.



There is a statistically significant differencdween the 1st and 2nd year post-
transplant with increase uric acid level from tis¢ tb the 2nd year.

We found that patients with hyperuricemia repre€&i®to of the studied cases.
Also we found that there was a significant positogerelation between mean
uric acid post transplant versus cyclosporine, e$terol and creatinine. on the
other hand there was no significant correlatiorswe other variables such as
age, sex and donor type.

Conclusion : We concluded that there is a significant increasetha
prevalence of hyperuricemia in post-transplant reg@pients.

Key words: Hyperuricemia, Renal transplantation, Cyclosporine.



AHS
ALL
AMP
ARF
AT1
AZA
All
CAN
CIN
CKD
COX-2 :
Crcl
CRF
CRP
CsA
CvD
EDTA
eGFR
GFR
GMP
G-6-PD :
GHPRT:
HD
HU
IMP
MCP-1 :
MMF
NO
NSAIDs:
PRPP
RBF
RTRs
TLS
TNF
UA
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Introduction

| ntroduction

Despite the association of gout with renal disease,
controversy exists as to whether uric acid hastenogic role.
First, it has been difficult to ascribe the genesad renal injury
in gout to the deposition of urate crystals, fatlare often only
focally present. Second, many patients with goutveha
hypertension or are elderly, and the renal lesioght simply
reflect hypertensive or aging-associated renal gamdhird,
results of the studies are mixed as to whether riogeuric acid
will slow renal progression in patients with gotlihe inability to
resolve this issue has emphasized the need foti@ulistudies.

Hyperuricemia is a common feature of renal disedsa|
etiologies; as GFR falls the serum uric acid inceeadue to
reduced renal excretion. The hyperuricemia in refaglure
patients is generally mild, due to a compensatagreiase in
fractional excretion, reduced production, and iasezl excretion
of uric acid via nonrenal (gastrointestinal) rou(gsng et al.,
2002).

In many situations, ARF is associated with a risearum
uric acid as a result of both increased generaimh decreased
excretion. Although it is widely recognized that rkedly
elevated levels of uric acid can cause ARF via sgieration
within the tubules with crystallization and intrae¢ obstruction

(acute urate nephropathy), the possibility that wacid may

1-
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affect renal outcomes at concentrations that déeaat to tubular
obstruction have not been considered.

Most nephrologists will ignore uric acid valueshey are
<10mg/dl. However, even milder elevations of ur@dahave
been found to predict ARF in some patients (i.eiep&t who
receive cisplatinfEjaz et al., 2007).

Hyperuricemia is a common complication post-
transplant renal recipients, and frequently is essed with
chronic cyclosporine immunosuppressive therapy.digsu of
renal transplant recipients (RTRs) have shown ratés o
asymptomatic HU ranging 50-80 % with cyclospori@sA) and
11-25 % with azathioprine (AZA) therapy with theepalence of
gout with use of these agents ranging 4-28% ando(-8
respectively. Gout is the most common inflammatarthritis
seen in transplant recipients, can result in léggaductivity and
diminished quality of life. Furthermore, the intetians between
iImmunosuppressive drugs, gout medications and organ
dysfunction pose a therapeutic challe{®@amp et al., 2006).

Risk factors for hyperuricemia include decreased
glomerular filtration rate (GFR), diuretic use, apteexistent
history of hyperuricemia. The influence of hypecemia in
patient and graft survival is unclear because agm is not
usually considered a common risk factor for cardsmular

disease that affects graft and patient survivalweéieer, there
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have been small studies that have suggested thabtof uric

acid levels contributes to recovery of renal fumct{(in heart and
liver transplant recipients) and in an improvemantGFR in

renal transplant recipients. Despite controversigbe need for
hyperuricemia treatment in transplant patientsatsgies to
decrease uric acid levels includes a decrease @dawe of
cyclosporine treatment, adequacy of antihypertengieatment,
avoidance of diuretics, nutritional management, ase of uric
acid—decreasing agentd &zzal M, 2005).




