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Treatment	included	oral	clindamycin	300	mg,	qid	for	8	weeks.	
Oral	steroids	were	started	3	days	after	starting	clindamycin	and	
tapered	by	10	mg/week	over	4	weeks.	At	3	weeks,	his	BCVA	
had	improved	to	CF	2	meters.	Fundus	examination	showed	
near	 complete	 resolution	of	 retinitis	with	 formation	of	near	
full	 thickness	macular	hole.	[Fig.	2a]	OCT	confirmed	loss	of	
macular	 tissue	with	 intact	overlying	 ILM	akin	 to	 a	 “bridge	
sign”.	A	small	hyperreflective	scar	was	seen	at	the	base	and	
edema	noted	at	the	margins	of	the	macular	hole.	[Fig.	2b]	At	
8	weeks	there	was	complete	resolution	of	retinitis	with	loss	of	
intraretinal	tissue	with	intact	overlying	ILM.	[Fig.	3a	and	b]	
At	6	months,	his	BCVA	remained	stable	at	CF	2	meters	with	
complete	loss	of	intraretinal	tissue	with	overlying	intact	ILM	
or	the	bridge	sign	on	the	OCT	[Fig.	3c	and	d].

Discussion
Macular	 hole	 following	 toxoplasma	 retinitis	 secondary	 to	
vitreous	traction	have	been	described.[1‑3]	Macular	infarction	
has	been	described	in	toxoplasma	retinochoroiditis.[4] In this 
case,	we	speculate	 that	 the	retinitis	was	 fulminant	and	had	
caused	destruction	of	the	macular	tissue	resulting	in	a	near	
full	thickness	macular	hole.	This	unusual	pattern	of	resolution	
of retinitis with sparing of the overlying ILM, resulted in a 
“bridge	sign”	on	the	OCT.	This	“bridge	sign”	pattern	on	OCT	
has	been	described	in	idiopathic	parafoveal	telangiectasia.[5] 
A	small	scar	was	also	seen	at	the	base	of	the	macular	hole	in	
our	case	on	OCT.	

Conclusion 
Unusual	pattern	of	resolution	of	retinitis	with	the	characteristic	
finding	of	“bridge	sign”	on	OCT	is	unique	and	has	not	been	
described	before	in	toxoplasma	retinitis.
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Commentary: Internal limiting 
membrane sparing in necrotizing 
focal retinitis

Necrotizing	 focal	 retinitis	 is	 a	vision‑threatening	 condition	
which	 can	 lead	 to	 fulminant	 loss	 of	 vision	 if	 not	managed	
promptly.	The	etiology	for	the	same	can	be	either	infective	or	
autoimmune,	with	infective	causes	forming	the	major	chunk	
of	 the	 cases	 in	 India.[1]	With	 the	 advent	 of	 high‑resolution	
optical	coherence	tomography	(OCT),	newer	insights	are	being	
provided	 into	 the	pattern	and	extent	of	 retinal	 involvement	
in	various	causes	of	retinitis.	In	the	current	issue,	Babu	et al.	
presents	 a	 case	of	 acquired	 toxoplasma	 retinitis	with	 serial	
OCT	documentation	of	the	course	of	retinitis.[2]	They	describe	
the	findings	of	“bridge	sign”	on	OCT	in	toxoplasma	retinitis.	
The	 “bridge”	 is	 essentially	 the	 spared	 internal	 limiting	
membrane	 (ILM)	 in	 the	 area	 of	 the	 full	 thickness	 retinitis	
“bridging”	between	the	surrounding	healthy	retinas.

While	being	well‑documented,	this	finding	of	ILM	sparing	is	
not	unique	to	toxoplasma	retinitis.	It	has	been	characteristically	
described	 in	 retinitis	 associated	with	 subacute	 sclerosing	
panencephalitis	(SSPE).[3]	The	classic	presentation	in	SSPE	is	
bilateral	 sequential	 involvement	of	 the	posterior	pole	with	
rapid	necrolysis	of	the	neurosensory	retina	and	sparing	of	the	

ILM.	The	quantum	and	rapidity	of	visual	loss	is	often	striking	
and	is	rarely	seen	in	any	other	form	of	posterior	necrotizing	
focal	retinitis.	Viral	retinitis,	secondary	to	herpes	viruses	like	
varicella‑zoster	virus	(VZV),	herpes	simplex	virus	(HSV),	and	
cytomegalovirus	(CMV)	may	also	present	with	a	similar	finding	
of	full‑thickness	retinitis	with	progressive	loss	of	retinal	layers	
and	sparing	of	 the	 ILM.[1,4]	The	 ILM	has	been	postulated	as	
the	third	retinal	barrier	after	the	tight	junctions	of	the	retinal	
pigment	 epithelium	 (RPE)	and	 the	 retinal	 capillaries.[5] This 
could	be	a	possible	explanation	of	the	sparing	of	the	ILM	and	
limiting	of	 the	necrosis	 to	 the	 retina.	 In	 the	natural	 course,	
the	ILM	bridge	eventually	crumbles	over	the	retinal	pigment	
epithelium	 leading	 to	 complete	 effacement	 of	 the	 retinal	
architecture.

In	 conclusion,	 ILM	sparing	on	OCT	 is	 essentially	a	 sign	
of	 rapidly	progressive,	 full‑thickness	 necrotizing	 retinitis.	
Its	presence	should	prompt	us	to	think	in	terms	of	infective	
etiology	and	tailored	investigations	should	be	ordered	to	rule	
out SSPE, toxoplasmosis, and herpes viruses like HSV, VZV, 
and	CMV.
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Combined brilliant blue G and xenon 
light induced outer retinal layer 
damage following macular hole 
surgery

Ramesh Venkatesh, Aditya Aseem, Kushagra Jain, 
Naresh Kumar Yadav

We	report	a	case	of	combined	brilliant	blue	G	and	endoilluminator	
retinal	 toxicity	 in	 a	 patient	 who	 has	 undergone	macular	 hole	
surgery.	 The	 patient	 developed	 extensive	 degeneration	 of	 the	
retinal	pigment	epithelium	as	early	as	1	week	following	surgery	
that	 eventually	 lead	 to	 poor	 visual	 outcome.	We	 look	 into	 the	
pathogenesis	of	BBG	and	endoilluminator	causing	retinal	toxicity	

and	 also	 suggest	 measures	 to	 avoid	 this	 irreversible	 retinal	
damage.
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Surgical	management	of	a	full‑thickness	macular	hole	(MH)	
requires	vitrectomy	with	posterior	hyaloid	removal,	stripping	
of	internal	limiting	membrane	(ILM),	and	gas	tamponade.[1] 
The peeling of the ILM helps in relieving the tangential 
traction	 from	 the	 retina	 and	also	 removes	 the	 scaffold	 for	
a	 possible	 recurrent	 epiretinal	membrane.	Vital	 dyes	 like	
indocyanine	green,	brilliant	blue	G	(BBG)	and	bromophenol	
blue	have	a	higher	affinity	to	stain	the	ILM.[2] Studies have 
demonstrated	 the	 toxic	 effects	 of	 vital	 dyes,	 especially	
indocyanine	green	on	the	retinal	cells.[3] Studies on BBG have 
shown	promising	 safety	profile	 compared	 to	 indocyanine	
green	 after	 subretinal	 and	 intravitreal	 injections.[2] BBG 
use	 showed	 better	 final	 visual	 and	 structural	 outcomes	
after	surgery	compared	to	indocyanine	green.[4,5] However, 
Ambiya	 et al.	 have	 reported	 reduction	 in	 the	 inner	 retinal	
layer	thickness	with	use	of	BBG	in	MHs.[6]	This	case	report	
describes	an	unusual	case	of	macular	outer	retinal	damage	
following	vitreoretinal	 surgery	 for	 full	 thickness	MH	and	
explains	 the	possible	 role	 of	 BBG	and	 endoilluminator	 in	
this	regard.
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