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CASEREPORT

Recurrence of oxalosis in isolated
renal allograft recipient

J. Thanka’, E. Indhumathi”, P. Soundararajan™, S. Rajendiran™
Departnent of Pat hol ogy’ and Nephrol ogy” i Ranachandra Medical @llege &R 1 (DU, Chennai

Abst r act

Renal oxal osisisthefinal stage of hyperoxal uriawhen reduction of G-Rproduces oxal at e
accurul ation. It invol ves bones, arteries, eyes, heart, nerves and ot her structures. Liver
transplantationis curativefor patientswth Type | prinary hyperoxal uria For oxal osis patients
W th minor enzyne defi ci enci es, renal transpl antation nay be t he t herapy of choi ce al t hough
concern exi sts about recurrent of oxal osisinthetranspl anted ki dney. V& are presenting a
case of recurrence of oxal osis inapost transpl ant ki dney i n an adult nal e wi t hout any
evi dence of systemc oxal ate deposition, wthafunctioningrenal allograft for one year.
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| ntroduction

alosis canbe prinmary (aninborn error of oxal ate
net abol i sm or secondary due to i ncreased i ngesti on or
absorption (bowel di sease) or decreased excretion
(Gronicrena failure)®. Inthekidneyit shows w despread
birefringnent tubular andinterstitial oxal ate crystal
deposition. Interstitia oxa ate nay i nduce ani nfl anmat ory
reacti on occasi onal | y wth granul onas. The consequence
ischronicinterstitia nephritis!|ead ngtoendstagerend
di sease.

dinical Sumary

Thirtythreeyear ddnal e, statuspost liverel atedrena
transpl antation 6 nonths, was admtted for a suddenrise
inbloodureanitrogenandcreatinineonroutinefa | owup.
The donor was his own sister. Howas ontriple
i mmunosuppr essi on (azat hi opri ne, cycl osporin and
predni sd one). Oeyear prior tothistransp antationpeti ent
devel oped severe renal failure and was eval uat ed
el sewher e t hat showed nornal si zed ki dneys wi t h severe
hypertensi on. Arenal bi opsy done at that ti ne showed
hi stol ogi cal features of BEhd S age Renal O sease with
oxal aecrystasinthetuou es. The patient vas not willing
tocontinuel ong-termdi al ysi s.

The patient was eval uat ed for oxal at e deposi tionin ot her
tissues. H sk of recurrence of oxal osis foll owng renal
transpl antati onvas expl ainedtothe patient. I nviewof
t he absence of ot her co-norbi d feat ures of oxal osi s and

Address for Correspondence:

Dr. P. Soundararajan

Professor and Head of Nephrology
1, Ramachandra Nagar

Porur, Chennai — 600 116.

e-mail: srajan_51@hotmail.com

oxal ate depositionin other tissues isolated renal

transpl antati on was consi dered. Hs sister was eval uat ed
for oxal osi s prior todonation and found to have no
evi dence of oxal osis. Her urinary oxal at e val ues were
wthinnornal linnts.

The pati ent underwent adequat e preoperativedia ysisto
reduce the oxa atel oad, andwas g venora sodi umcitrate,

nagnesi umand pyri doxi ne. Renal transpl antati on was
done. There was i rmedi at e di uresi s on tabl e and good
graft function subsequently. The patient was ontriple
i rmunosupr essi on wi t h azat hi opri ne, cycl osporin,

predni sol one and pati ent continued totake oral sodi um
citrate, nagnesi umand pyridoxinewthhighfluidintake.

The post oper at i ve peri od was uneventful and at thetine
of discharge patient had nornal renal functi onwth nornal

I evel s of 24 hours urinary oxal ate. The pati ent was on
nonthly fol owup and 6 nonths | ater presented with
el evat ed bl ood urea ni trogen and creat i ni ne.

Arenal biopsy was done whi ch showed Banff G ade | A
rej ecti onwth superi nposed pyel onephriti s and deposi ti on
of birefringent oxal ate crystal depositioninthetubul es
(Fgl. Theinterstiti umshowed scattered granul onas.
Ui ne exam nati on al so showed bi refri ngent oxal ate
crystals (Fig 2). Patient was pul sed wi th met hyl
predni sol one and vas treat ed wth appropriat e antibi otics
for urinary tract infection. Therena functions inproved
and for the past one year heis maintaini ng serum
creatini ne of 2 ng%

D scussi on

Prinmary hyperoxal uria (PH is a heterogenous di sease
wthavariabl e age of onset andavariabl e progressionto

ki dney fai lure?. Asagroupprinary hyperoxal uri aconpri se
three inborn errors of netaboli smw th recessive
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Fig 1: H & E, x 200. Renal biopsy showing intratubular
crystalloid structures. Left upper corner : H & E x 100.
Partially polarized intratubular oxalate crystals along with
background renal structures. Left Lower Corner :
Completely polarized oxalate crystals.

autosonal transmssionthat present sinmlarlywth
recurrent urinary cal culi and hyperoxal uria. Typically
pl asna oxal ate i s el evat ed even when t he gl oner ul ar
filtrationisstill wthinthenornal range. The nai n
synpt ons at diagnosis are urolithiasis (54% and
nephr ocal ci nosi s (30%. PHTypel isduetothe defici ency
of hepati c specific peroxi sonal enzyne al anine- d yco ate
anmno transferase (AS) whichutilizes pyridoxine (Mt
B6) as a coenzyne. Metabolic defect inTypell PHis the
deficient activity of D G ycerat e dehydr ogenase and of ten

Fig 2: Urine Sediment, unstained x 400, showing typical
oxalate crystals.
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fol | owa nore beni gn course thanin Type | di sease. Type
[l FHisduetoincreasedintestina absorptionof oxa ate
of unknown pat hophysi ol ogy3. Al the three types of
hyper oxal uri a have the sane clinical features, nay be
dfferentiatedh ochenca |y onthebasis of urinary organic
aci d excretion®. PHType | di sease excret e an excess of
olycdicacidwilethosewthPHType |l excrete an excess
of L-g ycericacidPHType |1l does not showany el evation
of organi c aci d excretion. 30%of patients are di agnosed
only at end stage renal disease. Oagnosisis usualy
based on hi story and uri nary oxal at e excreti on. Gyco ate
and L-gl yceric acid excretionand | i ver bi opsy for enzyne
defect is confirnat ory?

Hstorical lyrenal transpl antati on has yi el ded very poor
resultsinPHType | because of recurrent oxal osis of the
graft. Inthelast 10 years, conbi ned hepat orenal

transpl ant ati on has been successful |y applied
si nul taneousl y correctingthenetabd iclesionintheliver
and repl aci ng t he darmaged ki dneys. However there are
successful liverd atedsd ectiverend transplatationwth
excel lent renal functionfor patientswthPHTypel are
asoreported. Especiallythere areisol at ed successf ul

renal transplantationfor patients wthout significant

syst em ¢ oxal osi s and have evi dence of residual AGI
aivityb.

S udi es al so have shownthat it i s possibletoperform
successful renal transplantationinsna |l childrenand
adults wth prinary oxal osi s and conpl et el y prevent the
deposi tion of oxalateinrena allograft. Aspecialized
strategy for nedi cal nanagenent i ncl uded i nt ensi ve
pretranspl ant henodi al ysi s, post transpl ant | ong-term
di uresis, admnistrationof neutral phosphate, nagnesi um
andpyri doxi ne®. Rend transplantationwthastrict nedi ca

protoca woul dappear tobetheinitia treatnent of choice
for renal failureduetoprinary oxal osisincentres vhere
liver transplantationfacilities arenot wel |l devel oped.

Qreral |l rend transp ant isbetter for patient survival than
notranspl ant”’.

Goncl usi on
Renal transpl antation experiencefor oxa osisis|inted.
Bven t hough confi ned | i ver and ki dney transpl ant ati on

isidea still isdatedkidneytranspl ant i nproves surviva
asinour case.
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