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A	 preterm	 female	 baby	 was	 born	 vaginally	 as	 a	
second	 twin	 to	 a	 24	 year	 old	 third	 gravida	 mother.	
The first twin was male, with birth weight 1.10 kg. 
Combined	weight	 of	 second	 twin	with	 placenta	was	
1.35	kg.	Both	cried	immediately	after	birth	and	were	
shifted	 to	 nursery.	 Mother	 had	 infrequent	 antenatal	
check-ups	and	an	unremarkable	medical	history	with	
non-consanguineous	marriage.	There	was	no	history	of	
any specific drug intake in the mother, or family history 
of	 neural	 tube	 defects.	 Last	 ultrasound	 done	 at	 22	
weeks	of	gestation	had	suggested	partial	exencephaly	
in	one	twin.	She	had	gone	into	premature	labour	at	28	
weeks	of	gestation	after	which	she	delivered	twins.	On	
examination,	second	twin	baby	was	anencephalic	with	
placenta firmly adhered to the deficient cranial margins 
(Figure	1).	Cord	length	was	only	24	cm.	Placenta	was	
normal	with	no	missing	part	or	cotyledon.	Apart	from	
anencephaly,	 baby	 had	 saddle	 nose,	 low	 set	 ears,	
bilateral	cleft	 lip	and	palate,	and	bilateral	congenital	
talipes equinovarus. Baby’s reflexes were poor and 
tone	was	decreased.	All	the	other	systems	and	spine	
were	normal.	Baby	was	hemodynamically	stable,	and	
given	supportive	care.	Hemogram,	serum	electrolytes,	
blood	sugar	were	normal.	X	ray	chest	and	ultrasound	
abdomen	 were	 normal.	 She	 develop	 clinical	 sepsis	
on	3rd	day	and	intravenous	antibiotics	were	started.	
She had apnea and expired on fifth day of life. After 
death,	an	autopsy	was	planned,	but	was	refused	by	
the	 parents.	 First	 twin	 had	 no	 congenital	 anomaly.	
However,	 he	 also	 expired	 due	 to	 severe	 respiratory	
distress	syndrome	and	sepsis.	

Figure 1: Anencephaly with adherent placenta

Anencephaly	 is	 a	 neural	 tube	 defect	 in	 which	
there	is	congenital	absence	of	major	portion	of	brain,	
skull	 and	 scalp.	 The	 primary	 abnormality	 is	 failure	
of	 cranial	 neurulation,	 which	 is	 the	 embryologic	
process	separating	the	precursors	of	 forebrain	 from	
the amniotic fluid, leading to exposed cranial tissues. 
Because	 of	 variation	 in	 the	 embryologic	 process,	
anencephaly	 takes	on	various	appearance.	 (1)	 It	 is	
on	 the	 severe	 end	 of	 the	 spectrum	 of	 open	 neural	
tube	defects,	and	is	invariably	lethal	before	or	after	
birth.	(2)	Anencephaly	can	be	subdivided	into	those	
cases	 mainly	 affecting	 the	 rostral	 brain	 and	 skull	
(meroacrania)	and	those	also	affecting	posterior	brain	
and	skull	(holoacrania).	(3)	Placental	adhesion	along	
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deficient cranial margins of anencephaly have rarely 
reported	previously	in	which	one	baby	was	full	term	
with	long	umbilical	cord,	while	other	had	amniotic	band	
sequence.	(4,5)	However	our	case	had	unusually	short	
umbilical	cord,	apart	from	being	one	of	the	twins.	Other	
associated	craniofacial	anomalies	with	anencephaly	are	
diprosopus, flattened nasal bridge, low set ears, cleft 
palate,	 corneal	 clouding,	 microcornea,	 exopthalmos	
of	which	many	 features	were	 seen	 in	our	 case	 too.	
Patients	may	also	have	cardiac	and	 lung	anomalies,	
abdominal	 wall	 defects,	 gut	 and	 renal	 anomalies.	
Skeletal	defects	are	also	common.	(1)	
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A	 17-year-old	 boy	 with	 end	 stage	 renal	 disease	
received	a	renal	transplant	from	a	deceased	donor.	Both	
donor	and	recipient	were	negative	for	cytomegalovirus	
(CMV)	 infection.	 His	 past	 medical	 history	 included	
end	 stage	 renal	 disease	 due	 to	 Alport	 syndrome.	
Haemodialysis through an arteriovenous fistula was 
given	for	4	years	and	9	months	prior	to	transplant.	The	
initial	 immunosuppression	 post-transplant	 consisted	
of	 quadruple	 therapy	 including:	 corticosteroids,	
mycophenolate	mofetil,	induction	with	thymoglobulin	
and	 delayed	 use	 of	 tacrolimus.	 Anti-infectious	
prophylaxis	 with	 cotrimoxazole	 was	 prescribed.	
Antithrombotic	prophylaxis	with	low-molecular-weight	
heparin	 was	 used.	 The	 early	 postoperative	 course	
was	 uncomplicated.	 The	 patient	 was	 transferred	
to	 our	 department	 from	 urology	 unit,	 7	 days	 after	
transplantation	 on	 tacrolimus	6	mg/day,	 prednisone	
60mg/day	 and	 mycophenolate	 mofetil	 2g/day.	 His	
urine	output	was	estimated	at	3	liters/day.	The	serum	
creatinine	 level	was	320µmol/l.	Three	days	 later,	he	
suddenly	developed	dyspnea	with	severe	hypoxemia	
and	massive	hemoptysis.	Chest	X-ray	revealed	diffuse	
pulmonary interstitial infiltrate without cardiomegaly 
or	 pleural	 effusion.	 Computerized	 tomography	
scan confirmed the chest X-ray findings (fig1). He 
developed	respiratory	failure	and	needed	mechanical	

ventilation.	 Bronchoscopy	 and	 bronchial	 biopsy	
revealed aspergillus flavus growing in mucosa. He was 
started	on	intravenous	voriconazole	to	which	he	had	a	
good	response.	Concerning	the	allograft	function,	the	
patient	developed	oligo-anuria	and	increasing	serum	
creatinine.	Renal	graft	biopsy	performed	 two	weeks	
after	transplantation,	revealed	diffuse	glomerular	injury	
with	capillary	thrombosis	and	marked	tubulointerstitial	
injury.	 All	 immunosuppressive	 medications	 were	
stopped.	Patient	was	detransplanted	and	he	returned	

Fig 1: Chest Computerized tomography showing 
Diffuse Pulmonary Interstitial Infiltrates


