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Introduction Oxalate nephropathy after RYGB, albeit rare,
has a poor prognosis, with a rapid progression to kidney
failure1. Oxalate nephropathy has many etiologies and
remains a rare cause of renal failure. It is characterized by
tubular crystalline deposits of calcium oxalate leading to
acute and chronic tubular injury, interstitial fibrosis, and
progressive renal insufficiency.

Case presentation
A 39 years old diabetic woman came to our nephrology
clinic for progressive increase in serum creatinine from 1 to
4.2 with nausea, dizziness and malase during two months .
there was no history of fever ,diarrhea , steatorrhoea
,urinary tract symptom and use of nephrotoxic agent .her
past medical history included diabetes mellitus from 15
years ago , diabetic retinopathy and neuropathy from 5
years ago, renal stone two month ago and gastric bypass
surgery of stomach (RYGB) 6 month ago and treated
diabetic foot ulcer and two episode of cesarean.n.she had
undergone a surgery for morbid obesity 6 months earlier
subsequently she had lost more than 30 Kg of body weight
after surgery during 6 months and there was significant
improvement in the control of blood glucose . there was no
prior of renal disease .her serum creatinine was 1 mg/dl and
urinalysis was normal at the time of surgery.
There was no family history of kidney disease ,Her vital
signs was stable and clinical examination was unremarkable
.Laboratory investigation showed a normocytic
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normochromic anemia with a hemoglobin 7.5 g/dl and renal
insufficiency with a serum Bun 33mg/dl ,creatinine
4.2mg/dl.urinalysis revealed PH 5 , specific gravity 1.025 ,
6-8 white cells /hpf without any casts ,proteinuria or
hematuria.
A 24 hours urine collection revealed hypocalciuria and hypo
phosphaturia urinary .uric acid was within normal range and
urinary oxalate wasn’t determined . immunological test
were negative .anti GBM Ab ,Anti ds DNA antibody, AncA-MP
and AncA PR3 antibodies completment levels were within
the normal range .
Ultrasound of kidney showed normal size kidneys without
any evidence of obstruction. Color doppler sonography of
renal arteries was normal, abdominal and pelvis CT scan
was normal In view of progressive unexplained increase in
creatinine a kidney biopsy was done. Histological
examination of the biopsy specimen under light microscopy
revealedthat glomeruli appeared normal . There was an mild
interstitial inflammation with moderate interstitial fibrosis
and tubular atrophy,and bright intra‑tubular calcium oxalate
crystals.
The immunofluorescence was negative and electron
microscopy did not show any electron dense deposits .
Despite medical management of hyperoxaluria her acute
kidney injury worsen
Subsequently no recovery of renal function was observed so
the patient is currently undergoing regular hemodialysis
Discussion
The prevalence of severe obesity in both the general and
the chronic kidney disease (CKD) populations continues to
rise,. Severe obesity has significant renal consequences,
including increased risk of end-stage renal disease (ESRD)
and nephrolithiasis. Bariatric surgery represents an effective
method for achieving sustained weight loss, and bariatric
surgery is also effective in improving (1)
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in hypertension control diabetes, dyslipidemia, urinary
albumin excretion, markers of atherosclerosis, and
progression of chronic kidney disease (CKD) after weight
reduction surgeries.[2,3,4] There is also evidence for
reduction in mortality and morbidity after bariatric
surgery.[5]
The most common bariatric surgery is Roux-en-Y gastric
bypass (RYGB)(,6 )which has been associated with
hyperoxaluria and nephrolithiasis. Oxalate nephropathy is a
seemingly rare but underrecognized complication of RYGB.
Considering the substantial increase in the number of RYGB
surgeries performed annually in the United States (from
14,000 in 1998 to 108,000 in 2002) (7), the incidence of
oxalate nephropathy likely will increase. Oxalate
nephropathy is progressive in nature and has a poor
prognosis.[8,9] with progression to ESRD within 3 mo in
72.7% of patients in this study(10)
In the setting of fat malabsorption/enteric hyperoxaluria,
enteric free fatty acids are elevated and bind calcium within
the intestinal lumen, inhibiting the formation of calcium
oxalate. The increased amount of soluble free oxalate is
absorbed by the colonic mucosa. The absorbed oxalate is
excreted by the kidney and then deposited in the renal
parenchyma forming stones (11).Oxalate nephropathy is
associated with surgery, ethylene glycol poisoning,
inflammatory bowel disease, or food ingestion(1 ). The most
common clinical presentations Nephrolithiasis,
nephrocalcinosis, progressive chronic kidney disease, and
end stage kidney disease (11). Oxalate nephropathy is the
most severe renal complication of bariatric surgery and has
been reported in patients after jejunoileal bypass and RYGB
surgery. A case series of 11 patients with oxalate
nephropathy after RYGB demonstrated Time from surgery to
AKI ranged from 4 to 96 months, and the majority of
patients progressed to ESRD (10)
In 2005, Nelson et al. first described the presence of
hyperoxaluria in patients after a standard RYGB.[12] Until
now, only a few case reports of oxalate nephropathy have
been reported after bariatric surgery. In a Mayo clinic series
of 60 cases of post-RYGB, only two had oxalate nephropathy
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and both reached end-stage renal disease (ESRD).[13]
Nasr et al. have reported the largest series of oxalate
nephropathy with 11 cases diagnosed post-RYGB of which
eight reached ESRD.[10] ]
Definitive diagnosis of oxalate nephropathy is made by
kidney biopsy and the characteristic finding of oxalate crystals in renal tubules with associated inflammatory injury. 14
Oxalate nephropathy is an entity characterised by the
presence of tubular crystalline deposits of calcium
oxalate,which can lead to both acute and chronic tubular
injury(10)
Treatment of oxalate nephropathy post-bariatric surgery
targets reduction of enteric hyperoxaluria. A low-fat diet is
recommended to reduce the binding of calcium by free fatty
acids. Low oxalate, high-fluid intake and citric salts, such as
potassium citrate are also recommended. The use of
calcium salts to bind oxalate is the mainstay of therapy,
though there is little published on the efficacy of this
approach.[15]. Cholestyramine may also be helpful as the
presence of bile salts in the colon may increase colonic
permeability to organic acids such as oxalate.[16 )
Reversal of RYGB be considered in patients with progressive
loss of kidney function due to proven oxalate nephropathy,
especially if medical therapies fail to reduce hyperoxaluria.
(14).. Reversal of RYGB may be considered to reduce
hyperoxaluria, although it is unclear whether this improves
long-term outcomes.(17)
In one case report in 2016 Laparoscopic reversal of RYGB
was performed and within 1 month hyperoxaluria resolved
(urine oxalate 20 mg/day) and AKI improved(14)..Bariatric
surgeons report reversal of RYGB to be safe and
postoperative complications are minimal [18].
However,there are also renal risks in bariatric surgery,
namely, acute kidney injury, nephrolithiasis, and, in rare
cases, oxalate nephropathy,Although bariatric surgery may
improve long-term kidney outcomes, this potential benefit
remains unproved and must be balanced with potential
adverse events(1)
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Our case, oxalate nephropathy and kidney failure occurred
six months after RYGB surgery. Our case demonstrates that
a patient presenting with AKI and a history of RYGB should
be evaluated for oxalate nephropathy and nephrolithiasis.
We recommend prompt initiation of measures to reduce
24-hour urine oxalate and addressing other lithogenic
factors (such as decreased urine volume and citrate) [19]. In
this case incomplete data are available on serum and urine
oxalate levels, and we were unable to obtain detailed
dietary information . patients who undergo RYGB should
have long-term follow-up of renal function and metabolic
parameters with the hope of instituting dietary modifications
or even surgical reversal at an early time point at which
these interventions may be beneficial . (10)
outcome of oxalate nephropathy is usually disappointing
because of its rapid progression to end-stage kidney
disease. Ultimately, because no effective treatments are
currently available, substantial further research is necessary
to find efficacious ways to extend the lives of patients with
oxalate nephropathy (11)
Conclusion
Oxalate nephropathy is a rare and poor prognosis
complication of RYGB. In patients with a history of RYGB
presenting with acute or chronic renal injury of unclear
etiology, Renal biopsy should be considered for definitive
diagnosis. Considering the rapid
progression of oxalate nephropathy to kidney
failure,patients who undergo Roux-en-Y gastric bypass
surgery should have regular follow up of renal function
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