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RETINAL NEOVASCULARIZATION IN A TRAUMATIC
MICROHYPHEMA
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ABSTRACT RESUMEN

Clinical case: This is a case of retinal ischaemia Caso clinico:Informar un caso de isquemia retinia-
with subsequent neovascularization, in a 13 yearna con desarrollo de neovascularizacion, en un ni
old boy who sustained a traumatic hyphema aftede 13 afios con hifema traumatico después de tr:
blunt trauma. matismo contuso.
Discussion:Hyphemas can occur after blunt trau- Discusion: El hifema puede ocurrir después de u
ma, intraocular surgery, spontaneously and in asscdrauma contuso, cirugia intraocular, espontane
ciation with the use of substances that alter platelemente y en asociacion con el empleo de sustanc
or thrombin function (aspirin, ethanol). Associatedque alteran la funcién de plaquetas o trombir
injuries are traumatic anterior uveitis, iridodialysis, (aspirina, etanol). Dafios asociados incluyen uvei
optic atrophy, secondary hemorrhage and a traumenterior traumatica, iridodialisis, atrofia o6ptica.
tic cataract. This case illustrates the formation olhemorragia y catarata. Este caso demuestra la pc
retinal neovascularization in association with able formacion de neovascularizacion retiniana as
microhyphema and the need for careful and prolonciado a microhifema y la necesidad de un exam
ged ophthalmological examination in this clinical oftalmolégico prolongado en este contexto.
context (Arch Soc Esp Oftalmol 2006; 81: 549-
552). Palabras clave:Microhifema, hemorragia retinia-
na, isquemia retiniana, neovascularizacién retinii
Key words: Microhyphema, retinal hemorrhage, na, trauma contuso.
retinal ischaemia, retinal neovascularisation, blunt
trauma.
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INTRODUCTION

Hyphema can arise after a concussion or intra
ocular surgery, spontaneously and in associatio
with the use of substances which alter the plate
let function or thrombine (aspirine, ethanol).
Microhyphema is defined as a suspension of blo
od cells in the anterior chamber without the for-
mation of a blood clot. Special measures must by
adopted with young patients, as those under ¢
exhibit an increased prevalence of clotting in thg
anterior chamber with the ensuing risk of develo-
ping amblyopia, which may arise as a result of
the cornea being colored with blood. It is impor-

:i:jaen; to identify and treat associated ocular damal':ig. 1. Fluorescein angiography showing retinal neo-

vascularization with early leakage.

CASE REPORT The retinal ischemia was treated with argon last
photocoagulation (fig. 2). After 15 months follow-
A 13-year old child was referred for assess-up, the patient’s VA remains at 20/20 without addi
ment after suffering an ocular traumatism in histional ocular complications.
left eye. His VA was of 20/20 in both eyes. The
right eye assessment was normal and the left eye
revealed a microhyphema and anterior uveitis. DISCUSSION
The left eye fundus under dilatation exhibited
equatorial rounded retinal hemorrhages. The Ocular damages secondary to eye concussio
intraocular pressure values were normalare frequently severe (1). These include corne
(15 mmHg and 12 mmHg respectively). The epithelial defects, traumatic anterior uveitis, irido:
patient developed an inferior peripheral retinaldialysis and cyclodialysis, damages in the iris-cot
ischemia (confirmed by means of AFG) threeneal angle, ocular hypertension, peripheral anterit
weeks after the traumatism, when the patiensynechiae, optical atrophy, corneal hematic tinctt
referred a superior temporal peripheral scotomae, secondary hemorrhage and traumatic cataract
which, twelve months later, developed with reti-
nal neovascularization in the inferior nasal qua
drant (fig. 1). A complete hematological study
and blood coagulation tests were normal. In addi
tion, the result of the falciform cell disease test
was negative. The microhyphema and retina
hemorrhages were resolved with medical treat
ment (atropine sulphate 1% and topical corti-
coids, one-week eye protection, rest in bed thg
first 4 days with gradual return to activity, and
restriction of salicilates and non-steroid anti-
inflammatory drugs, oral administration of ami-
nocaproic acid). Due to the complete resolutio
of the microhyphema in the first week and in
absence of additional bleeding, no further studie
were made for infrequent coagulation disorder
such as the factor VIII and Xl deficit or vitamin Fig. 2: Eye fundus photography showing laser photocc
K deficit. agulation.
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Retinal neovascularization in microhyphema

Additional eye fundus changes described in thaschemia, which can become a stimuli for the dev«
literature include retinal and vitreous hemorrhageJopment of retinal neovascularization together wit|
choroid rupture, epi-retinal membrane, combinedthe release of a vessel proliferative factor, as wi
occlusion of the central retinal artery and vein (2),0bserved in other conditions leading to the develo
parafoveal arterial obstruction, retinal rupture orment of retinal ischemia such as occlusion of th
detachment or eye globe rupture. The two most sigretinal vein, proliferative diabetic retinopathy or
nificant complications of traumatic microhyphema occlusive vasculitis (Eales disease).
are increases in IOP and secondary hemorrhage By way of conclusion, this case illustrates th
(bleeding: 0-38%). In the presence of a delay in thgossible formation of retinal neovascularization il
resolution of the hyphema or a predisposition toassociated with microhyphema and the need of
bleeding with greater possibilities of increased IOPcareful and prolonged ophthalmological assessme
it is recommended to discard other coexistent systan this clinical context.
mic diseases, falciform cell disease (3), hemophilia
A or Factor VIII deficit, hemophilia C or factor Xl
deficit (4) and vitamin K deficit, among others. The
treatment is focused on preventing further bleeding
and maintaining safe IOP levels in addition to resol-
ving the associated ocular damages (5). 1. lHarg“?“"E S Weakley D, k\]’.‘llgson c. gog.“p"cg“%“ﬁ (I’f ot

The case described in this paper is the first des- o hanial 2000: 57 538.345. J Pediatr Ophthalmo
cription of a neovascularization process after 2. Noble MJ, Alvarez EV. Combined occlusion of the centr:
microhyphema. If the neovascularization would retinal artery and central retinal vein following blunt ocu-
have progressed untreated, the patient would have ?ééraumai a case report. Br J Ophthalmol 1987; 71: 834-
suffered serlo_us Consequencesi 3. Hoc;per CY, Fraser-Bell S, Farinelli A, Grigg JR. Compli-

_In cases with ocular traumatism due to CONCUS- " cateq hyphaema: think sickle. Clin Experiment Ophthal
sion as in our patient, the anteroposterior compres- mol 2006; 34: 377-378.
sion leads to an equatorial expansion of the globe4. Al-Fadhil N, Pathare A, Ganesh A. Traumatic hyphem
which damages the small blood vessels of the iris agglf_a‘itfgr_xl'&eéi?gzgy (hemophilia C). Arch Ophthalmol
5?”0' the ciliar body, pro_ducmg ble.edmg in the ante- . %Naltén W; Von Hageﬁ S, Grigorian R, Zarbin M. Mana:
rior chamber. The peripheral retinal blood vessels ~ gement of traumatic hyphema. Surv Ophthalmol 2002; 4-
can be damaged in the same way giving rise to 297-334.
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