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Could the latex of Semecarpus anacardium (Kiri Badulla) cause
nephrotic syndrome?
Ceylon Medical Journal 2012; 57: 92-93

Introduction
Minimal change disease (MCD) accounts for 10-15%
of primary nephrotic syndrome cases in adults [1]. Most
cases are idiopathic. However, approximately 10% may
have an identifiable cause. Secondary causes may include
drugs, toxins, infections and tumours [2]. Non-steroidal
anti-inflammatory drugs (NSAIDs) mercury, lithium and
bee stings are some established causes of MCD. Although
some plant products are known to cause nephrotoxicity,
external contact of plant latex has not been reported as a
nephrotoxin. We are reporting a possible case of an
unusual cause of nephrotic syndrome following skin
contact of latex of Semecarpus anacardium (SA).

Figure. Renal histology showing protein casts in
a tubule and interstitial lymphocytic infiltration.

Case report
A 27-year old previously healthy male presented with
features of nephrotic syndrome following skin contact
with latex from the bark of SA. Immediately following the
contact, he developed generalised urticarial pruritic rash
which resolved spontaneously over a period of 24 hours.
From the 3rd day of exposure, he developed generalised
body swelling with reduced urine output. There was no
history suggestive of any infections, drug ingestion or
insect bites. Examination revealed generalised oedema but
cardiac, neurological and respiratory systems were
clinically normal. Investigations confirmed heavy
proteinuria (more than 3 g a day), hypoalbunaemia and
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oedema suggestive of nephrotic syndrome. Urinary
sediments revealed 10-15 pus cells without red cells or red
cell casts. He had an elevated serum creatinine level of
156.2 μml/l. Anti nuclear antibody was negative.
Ultrasound scan of kidneys were normal and renal
histology showed an acute interstitial nephritis with
negative immunofluorescence (Figure). He responded well
to high doses of oral prednisolone and was free of
proteinuria at three months.

Discussion
SA is a plant distributed mainly in India and some
other parts of subtropical regions [3]. Many parts of this
plant have been used in indigenous medicine since ancient
times [3]. A variety of nut extract preparations from this
source have been effectively used against many diseases
like arthritis, tumours and infections [4]. Chemical and
phytochemical analyses of SA nut have revealed the
presence of biflavonoids, phenolic compounds,
biflavones, minerals, vitamins and amino acids [4]. Ethyl
acetate extract of SA, contains 3,4,2’,4’-tetrahydroxychalcone (butein) and 7,3’,4’-trihydroxy (flavone), which
has COX-1 and to a certain extent COX-2 inhibitory
activity.
Here we report a case of nephrotic syndrome
following skin contact with latex of SA. Light microscopy
revealed normal glomeruli and interstitial nephritis. Heavy
proteinuria cannot only be explained by light microscopic
findings. Therefore we suspected co-existing minimal
change disease which might have caused heavy
proteinuria and hypoprotenaemia. Unfortunately electron
microscopy had not been performed due to unavailability.
The chemical components of the plant that have COX
inhibitory activities might be responsible for the nephrotic
syndrome and interstitial nephritis. Similar presentation is
seen in NSAID induced acute kidney injury in which an
acute interstitial nephritis with an interstitial infiltrate of T
lymphocytes and the nephrotic syndrome due to minimal
change disease [5]. So we suggest renal injury similar to
NSAIDs exposure could occur following exposure to SA
which has COX-1 and COX-2 inhibitory activity.
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Intra-uterine fetal blood transfusion
Ceylon Medical Journal 2012; 57: 93-94

Introduction
Fetal anaemia is a recognised complication of both
immune and non-immune conditions. In the absence of
intra-uterine transfusion (IUT), fetal anaemia carries a very
poor prognosis. IUT is not routinely performed in Sri
Lanka. We report three successful IUTs in Sri Lanka.

A 31-year old Rhesus negative woman was referred
at 22 weeks’ gestation to the University Obstetrics Unit at
De Soysa Hospital with a Rhesus antibody titre of 1:64.
She had been given anti D prophylaxis after an
uncomplicated first pregnancy. However, her four previous
pregnancies had been complicated with Rh
alloimmunization.

Table. Summary of ultrasound and laboratory findings in chronological order
POG

EFW
(g)

22+2

MCA-PSV
(cm/s)

Hb%

PCV

Volume of blood
transfusion (ml)

Post transfusion
MCA-PSV (cm/s)

10.2

30

20

33

9.3

27

30

38

6.3

20

30

53

Post procedure
Hb%

31

25+2

841

47

27+2

1026

34

29+2

1400

63

32+2

1987

53

34+4

2200

70

10.4

POG: period of gestation, EFW: estimated fetal weight, MCA-PSV: middle cerebral artery peak systolic velocity, PCV: packed cell
volume
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