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Sir,
Conventionally, renal transplantation is done between ABO 
compatible blood groups. Blood group O is considered 
as universal donor. Bombay blood group (Oh phenotype) 
is a very rare blood group, where anchoring antigen 
“H” is absent and thus their serum contains anti “H” 
antibodies. It was originally discovered in India.[1] Its 
incidence is 1 in 10,000 in India and 1 in 1,000,000 in 
Western countries.[2] To the best of our knowledge, renal 
transplantation, involving a donor with Bombay blood 
group has not been described in the literature in the past 
though there is a case report, in which donor’s blood group 
is AB para Bombay blood group, which is different from 
Bombay blood group.[3]  Here,  we  are  reporting  the  first 
such kind of a case.

Our patient, a 23‑year‑old female, was a known case of 
chronic pyelonephritis which had progressed to end‑stage 
renal disease. She was on thrice weekly maintenance 
hemodialysis for 2 months. She had a history of 
uncontrolled  hypertension  and  five  episodes  of  status 
epilepticus, on evaluation diagnosed as posterior reversible 
encephalopathy syndrome and had been taking the 
antiepileptic levetiracetam.

In view of the recurrent episodes of status epilepticus and 
uncontrolled hypertension that were life‑threatening, she 
was evaluated for priority, live‑related renal transplantation. 
Her blood group was “B” Rh +ve. Her father was diagnosed 
with diabetes mellitus, and the husband’s blood group was 
“A” Rh +ve. Mother was found to have the Bombay blood 
group. We searched the literature for transplants involving 
donors with Bombay  blood  group  but were  unable  to  find 
any.

As “H” antigen is absent in individuals with Bombay blood 
group, formation of immune complexes, and occurrence of 
rejection are unlikely, according to Landsteiner’s principle[4] 
of blood group compatibility, after transplanting the kidney 
from Bombay blood group person to any other blood group 
person. Before transplantation, the complement‑dependent 
cytotoxicity  crossmatch  was  negative,  and  donor‑specific 
antibodies were negative. No induction was given, and 
desensitization was not done in the pretransplant period. 
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The renal transplant was done without any immediate 
complications, and the patient was started on triple immune 
suppression with tacrolimus/mycophenolate mofetil and 
steroid.

In the posttransplantation period, she achieved immediate 
graft function. After attaining the graft function, blood 
pressure was well controlled, with minimal dose of calcium 
channel blocker. She received two units of packed cell 
transfusion, within the posttransplant period, without any 
adverse events. She was discharged on postoperative day 
10 in stable condition. At discharge, serum creatinine was 
0.8 mg/dl, and urine output was 7 L/day.

In conclusion, although the Bombay blood group is a rare 
blood group, it is safe to accept them as a donor, and 
desensitization is not required before transplantation.
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Cystinuria in a 13-month-old Girl with Absence of Mutations in the 
SLC3A1 and SLC7A9 Genes

Sir,
A 13‑month‑old developmentally normal girl presented 
with red‑colored urine for 2 days. She had been referred 
to us from another hospital with an ultrasonogram 
revealing renal stones. There was no history of oliguria, 
edema, hearing abnormalities, or passage of stones in the 
urine.  She  was  the  first  child  born  of  nonconsanguineous 
Tamil‑Muslim parents, and the family history was 
significant for renal stones in the father that was diagnosed 
during the evaluation of lumbar pain. On examination, she 
weighed 8.65 kg (Z score of − 1 to − 2), height was 78 cm 
(Z  score  of  −  1  to  0),  and  head  circumference was  44  cm 
(Z score of − 1 to − 2). There was no pallor, rickets, or edema. 
Vital signs were normal; she was afebrile, and there was no 
hypertension. There was no organomegaly or renal angle 
tenderness. Rest of the systemic examination was normal. 
By the time she arrived at our hospital, the red‑colored 
urine  had  subsided  macroscopically;  however,  15–20  red 
blood cells/high‑power field (nondysmorphic, without casts 
or crystalluria) were detected on urine microscopy. There 
was no proteinuria. Renal ultrasonogram showed bilateral 
renal pelvic calculi; 0.5 mm in the right renal pelvis and 
0.6 mm in the left renal pelvis, with no hydronephrosis. 
X‑ray  abdomen  did  not  reveal  any  calcifications.  Blood 
investigations were as follows: hemoglobin, 11 g/dl 
(normal  9–11);  urea,  18  mg/dl  (range  15–40);  creatinine, 
0.4  mg/dl  (0.3–0.7);  pH,  7.38;  bicarbonate,  23  mEq/L; 
sodium, 140 mEq/L; potassium, 3.9 mEq/L; calcium, 
9.0 mg/dl; and magnesium 2.1 mg/dl (all within normal 
reference ranges). Urine investigations were as follows: 
spot calcium creatinine ratio, 0.06 (normal <0.2); 24‑h 
urine oxalate, 9 mg/1.73 m2/day (normal <40); 24‑h 
urine uric acid, 213 mg/1.73 m2/day (normal <815); 
and 24 h citrate, 303 mg/g creatinine (normal >400). 
Hence, the investigations showed hypocitraturia, with no 
hypercalciuria, hyperoxaluria, hyperuricosuria, metabolic 
acidosis, uremia, hypercalcemia, or hypomagnesemia.

Subsequently,  a  urine  sodium  cyanide–nitroprusside  test 
on an early morning specimen was consistently found 
to be positive on multiple occasions (bright red color) 
[Figure 1], suggestive of cystinuria. The parents’ urine 
sodium  cyanide–nitroprusside  test  was  also  found  to  be 
consistently positive. Twenty‑four hour urine cystine levels 
were deferred due to logistic constraints. Genetic studies 
for SLC3A1 and SLC7A9 mutations for the child as well 
as the parents failed to demonstrate mutations in these two 
genes by Sanger sequencing and multiplex ligand‑dependent 
probe  amplification  (MLPA)  (SALSA  MLPA  P426 
Cystinuria probemix, MRC Holland). The child was treated 
with potassium citrate for alkalinization of the urine and 
was advised plenty of fluids, a low salt diet, and avoidance 
of red meat.

We diagnosed our patient as having cystinuria based on 
a  consistently  positive  sodium  cyanide–nitroprusside  test 
in the child as well as in the parents in the setting of 
nephrolithiasis.  The  sodium  cyanide–nitroprusside  test 
is commonly used for rapid qualitative determination of 
cystine concentration in the urine. Cyanide breaks the 
disulfide  bond  of  cystine  liberating  cysteine,  which  has 
an SH group. Nitroprusside then binds to the SH group 
in an alkaline medium (sodium hydroxide), causing a 
bright  red  hue  in  2–10  min.  The  test  detects  cystine 
levels of higher than 75 mg/g of creatinine. If performed 
on a concentrated urine sample, this test is very accurate 
in diagnosing cystinuria (expected error of only 1%).[1] 
There was no history of an intake of ampicillin, sulfa 
drugs, or a clinical/biochemical setting of homocystinuria 
or Fanconi syndrome, which could have led to false 
positivity. Moreover, the parents were also consistently 
positive for the test, making false positivity unlikely. 
Earlier published studies also used the sodium 
cyanide–nitroprusside  test  for  establishing  the  diagnosis 
of cystinuria.[2] We could not perform ion‑exchange 
chromatographic quantitative analysis of a 24‑h urine 
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