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Idiopathic thrombocytopenic purpura 
and its fundus features in a patient 
with diabetes mellitus

Rajesh R, Mahesh P Shanmugam, Pradeep Sagar1

In	this	case	report,	we	present	a	patient	with	thrombocytopenia	
secondary	to	idiopathic	thrombocytopenic	purpura	(ITP),	whose	
fundus	 appearance	 had	 features	 of	 diabetic	 retinopathy	 with	
macular	edema.	The	macular	edema	did	not	respond	to	multiple	
intravitreal	Anti-Vascular	endothelial	growth	factor	(Anti-VEGF),	
contrary	 to	 diabetic	 cystoid	 macular	 edema	 (CME).	 He	 was	
systemically	 investigated	 and	 was	 found	 to	 have	 ITP,	 and	 its	
management	resulted	in	complete	regression	of	the	hemorrhages	
and	CME.
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Macular	edema	is	the	leading	cause	of	vision	loss	in	patients	
with	diabetic	retinopathy.

Timely	 and	 appropriate	management,	which	 not	 only	
includes	diagnosing	 but	 also	 identifying	 the	 confounding	
factors	and	mimickers	goes	a	long	way	in	preventing	redundant	
treatment.

We	present	a	case	of	idiopathic	thrombocytopenic	purpura	
(ITP)	with	fundus	picture	akin	to	moderate	nonproliferative	
diabetic	retinopathy	(NPDR)	and	posed	a	diagnostic	dilemma	
but	 responded	 to	 unconventional	 therapy	 consisting	 of	
systemic	steroid	therapy	for	thrombocytopenia.

Case Report
A	63-year	gentleman	presented	with	complaints	of	decreased	
vision	in	both	eyes	left	more	than	the	right.	He	was	a	known	
diabetic	with	moderate	 control	 (HbA1C	of	 8.6%).	He	was	
diagnosed	 elsewhere	with	moderate	NPDR	with	macular	
edema	for	which	he	had	already	received	multiple	anti-VEGF	
injection	 to	 both	 eyes	without	much	 response	 (persisting	

cystoid	spaces	at	macula	on	OCT).	He	had	received	the	last	
injection	to	both	eyes,	2	weeks	before	presenting	to	us.

His	BCVA	was	6/18p	in	right	eye,	while	the	left	had	6/36.	
Ocular	evaluation	disclosed	grade	1	nuclear	sclerosis	in	both	
eyes	with	posterior	subcapsular	cataract	only	in	left.	Dilated	
fundus	showed	multiple	large	dot	and	blot	retinal	hemorrhages,	
while	the	OCT	confirmed	persistent	macular	edema	with	CMT	
of	346	µ	in	right	eye	and	338	µ in his left [Fig.	1a-d].	Since	his	
fundus	picture	 consisting	of	 large	 retinal	hemorrhages	did	
not	resemble	to	DR,	we	asked	for	systemic	evaluation	which	
included	complete	haemogram,	 renal	 and	 lipid	profile.	His	
platelet	count	was	significantly	less	at	75,000/mm3,	while	the	
rest	of	the	blood	parameters	was	normal.	He	was	referred	to	a	
haemato-pathologist	where	he	was	diagnosed	with	ITP	(with	
bone	marrow	biopsy).	Oral	steroid	was	started,	and	the	fundus	
picture	improved	despite	altered	glycaemic	control	albeit	for	
a	short	duration.	No	other	intervention	was	planned	or	given.	
The	patient	was	 followed	up	periodically	and	was	noted	 to	
have	betterment	in	his	fundus	picture.	At	7	months	of	follow-up	
most	of	the	retinal	hemorrhages	had	decreased	with	complete	
resolution	of	 the	macular	 edema	 [Fig.	 2a	 and	b].	Right	 eye	
showed	 conglomeration	 of	 hard	 exudate	 in	 the	 subfoveal	
region.	Despite	this,	he	was	followed	up	without	any	active	
intervention.

At	16	months	of	follow-up,	the	patient	complained	of	sudden	
onset	painless	vision	 loss	 in	his	 left	 eye.	He	had	developed	
vitreous	hemorrhage	 in	his	 left	 eye	without	any	changes	 in	
the	 fundus.	Fundus	fluorescein	angiography	did	not	 reveal	
any	neovascularization	[Fig.	3a-d]	and	there	was	no	posterior	
vitreous	detachment	(PVD).	His	platelet	count	correlated	with	
this	incident	was	noticed	to	have	decreased	(68,000	cells/mm3).	
He	was	managed	 conservatively	 and	 at	 the	 end	 of	 three	
years	his	fundus	was	near	normal	with	significant	regression	
of	 retinal	 and	pre-retinal	hemorrhages,	hard	 exudates	 and	
edema [Fig.	 4a	 and	b].	 Both	 eyes	had	 few	 residual	 retinal	
hemorrhages	 and	micro-anuerysms.	Left	 fundus	view	was	
hazy	due	to	progression	of	the	cataract.

Discussion
ITP	 is	 a	 relatively	 uncommon	 autoimmune	 haematologic	
condition,	 wherein	 platelets	 are	 destroyed	 leading	 to	
thrombocytopenia.	Ophthalmic	involvement	in	ITP	is	rare	and	
mostly	 limited	 to	 subconjunctival	hemorrhage,[1]	 preretinal,	
intraretinal,	subretinal	and/or	vitreous	hemorrhage,[2-6]	which	
may	be	associated	with	intracranial	bleeding	in	a	Terson	type	
phenomenon,[7]	hemorrhage	within	the	optic	tract[8]	and	non-
arteritic	anterior	ischaemic	optic	neuropathy.[9]

Our patient presented to us with persistent edema and 
hemorrhages,	 akin	 to	 fundus	manifestation	 of	 diabetic	

Cite this article as: Rajesh R, Shanmugam MP, Sagar P. Idiopathic 
thrombocytopenic purpura and its fundus features in a patient with diabetes 
mellitus. Indian J Ophthalmol 2020;68:2587-9.

This is an open access journal, and articles are distributed under the terms of 
the Creative Commons Attribution‑NonCommercial‑ShareAlike 4.0 License, 
which allows others to remix, tweak, and build upon the work non‑commercially, 
as long as appropriate credit is given and the new creations are licensed under 
the identical terms.

For reprints contact: WKHLRPMedknow_reprints@wolterskluwer.com

Access this article online
Quick Response Code: Website: 

www.ijo.in

DOI:
10.4103/ijo.IJO_933_20

PMID: 
*****



2588	 Indian Journal of Ophthalmology	 Volume	68	Issue	11

retinopathy.	 Though	 ocular	 hemorrhages	 are	 common	 in	
ITP,[2-6] large retinal hemorrhages as presented in our patient 
without	underlying	anemia	has	never	been	reported	earlier.	
This	 fundus	picture	 leads	 to	 the	diagnostic	 dilemma,	 and	
probably	 the	 reason	 for	 the	previous	 ophthalmologists	 to	
consider	injecting	intravitreal	anti-VEGF.

Nonresponse	 to	multiple	 anti-VEGF	 and	 the	 presence	
of	 “Large	dot	 and	blot	 retinal	 hemorrhages”	prompted	us	
to	 re-evaluate	 the	patient	 for	 systemic	 status.	This	 revealed	
thrombocytopenia	 (secondary	 to	 ITP)	 and	 its	pathogenesis.	
The	patient	was	treated	with	systemic	steroids	as	a	standard	
protocol	for	ITP.	He	responded	favorably	with	an	increase	in	
the	platelet	count	as	well	as	clearing	of	the	retinal	hemorrhages	
and	macular	 edema.	 This	 improvement	was	 despite	 the	
fact	 that	 the	patient’s	glycaemic	 control	was	altered	due	 to	
systemic	steroids.	This	gives	us	an	indirect	evidence	that	the	
manifestation	was	due	 to	 the	underlying	 thrombocytopenia	
rather	than	diabetes.

The patient developed spontaneous vitreous hemorrhage at 
the	end	of	16	months	from	the	presentation.	FFA	was	also	done	

which	did	not	reveal	any	neovascularisation,	nor	any	posterior	
vitreous	detachment.	 Spontaneous	vitreous	and	 sub-retinal	
hemorrhage	is	associated	with	ITP	and	well	documented.[3,10] 
This	prompted	us	to	follow	conservative	management.	Three	
years	 after	 the	 initial	 presentation,	 fundus	 picture	 had	
completely	normalized	with	stable	platelet	count.	The	patient	
had	been	completely	weaned	off	from	medications.

Conclusion
Retinal	 and	vitreous	hemorrhages	may	be	 indicative	of	 an	
underlying	blood	dyscrasia	and	 their	presence	without	any	
known	underlying	 etiology	warrants	 a	 thorough	 systemic	
evaluation.	ITP	may	present	with	subretinal,	preretinal,	and	
vitreous	hemorrhages	 and	a	high	 index	of	 suspicion	along	
with	a	comprehensive	systemic	examination	and	appropriate	
laboratory	work-up	aids	in	diagnosing	this	grave	disease.	The	
ophthalmic	manifestations	respond	adequately	to	correction	
of	 hematologic	 parameters	 and	 no	 additional	 therapy	 is	
warranted.
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Figure 1: (a and b) Fundus picture of the right and left eye showing 
large dot and blot hemorrhages, hard exudates at the macula. (c and d) 
Radial OCT images of the Right and Left eye showing diffuse macular 
edema and loss of foveal contour
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Figure 4: (a and b) Significant regression of the retinal hemorrhages. 
Both eyes show persisting minimal residual retinal hemorrhages and 
microaneurysms. Left eye fundus view is hazy due to progression of 
cataract
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Figure 2: (a and b) 7 months of follow‑up––Fundus picture showing 
partial resolution of macular edema and hard exudates
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Figure  3: (a‑d) Fundus images with the left eye showing vitreous 
hemorrhage. FFA does not show any neovascularization associated 
leakage
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Amycolatopsis sulphurea as the first 
reported agent of endophthalmitis in 
a patient after penetrating eye trauma 
with intraocular foreign body: A case 
report

Berna Yuce, Sila Dogan, Gamze Ture, Nisel Ozkalay1

We report an Amycolatopsis sulphurea endophthalmitis after 
the	 surgical	 repair	 of	 penetrating	 eye	 trauma	 with	 a	 metallic	
intraocular	 foreign	 body.	 A	 27-year-old	 male	 referred	 with	
occupational	injury	by	a	nail	from	his	left	eye.	Endophthalmitis	
occurred	 12	 h	 after	 the	 removal	 of	 foreign	 body	 and	 repair	 of	
the	globe.	The	culture	of	vitreus	samples	revealed	gram-positive	
bacillus	proliferation,	 confirming	A. sulphurea.	Endophthalmitis	
was	 eradicated	 successfully	 with	 intravitreal,	 topical,	 and	
systemic	antibiotics.	To	the	best	of	our	knowledge,	this	is	the	first	
case,	reporting	A. sulphurea	endophthalmitis.

Key words: Amycolatopsis sulphurea,	endophthalmitis,	intraocular	
foreign	body

Posttraumatic	endophthalmitis	is	a	severe	vision-threatening	
condition	 which	 occurs	 in	 2.1–17%	 of	 open	 globe	
injuries.[1]	Bacillus cereus	is	the	major	cause	of	posttraumatic	
endophthalmitis,	 but	 any	microorganism	may	 be	 the	
causative	 agent. [1,2]	Amycolatopsis 	 is	 a	 gram-positive	
filamentous	 bacillus	 from	 the	Pseudonocardiaceae	 family.	
Amycolatopsis	genus	was	 isolated	from	soil,	plants,	human	
and	animal	clinical	sources,	water,	and	rocks.[3]	Herein,	we	
describe	a	case	of	posttraumatic	endophthalmitis	caused	by	
Amycolatopsis sulphurea.

Case Report
A	27-year-old	male	presented	with	an	occupational	injury	from	
his	left	eye.	He	was	a	worker	in	a	seafood	shop	and	injured	
from	his	left	eye	while	he	was	trying	to	open	a	wooden	box	
containing	mussels.	A	nail	which	he	was	 trying	 to	pull	out	
from	the	box	was	suddenly	broken	and	shot	his	left	eye.	His	
visual	acuity	(VA)	at	presentation	was	20/20	in	the	right	eye	
and	20/40	 in	 the	 left	 eye.	 Slit-lamp	examination	 revealed	 a	
metallic	foreign	body	(FB)	which	was	partially	penetrated	the	
globe	3	mm	from	the	limbus	at	9–10	o’clock	quadrants	[Fig.	1a].	
Anterior	chamber	(AC)	depth	was	normal;	no	AC	reaction	was	
observed.	Pupillary	irregularity	and	mild	posterior	subcapsular	
lens	opacity	were	detected.	Central	retina	and	optic	disc	were	
normal;	peripheral	retina	could	not	be	evaluated	due	to	the	
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