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Abstract
Coronary angiography (CA) became the golden tool for coronary artery disease (CAD) management. Transient
cortical blindness following coronary angiography (TCBCA) is a rare complication of CA, in comparison with the
other common complications. The neurotoxic effect of contrast medium is the possible cause of this clinical
phenomenon, by disrupting blood brain barriers (BBB). TCBCA usually occurs during or immediately after CA. The
clinical picture includes loss of vision that progressively resolves within hours or days. Ophthalmologic examination
reveals normal findings, while computed tomography scan (CT scan) may show contrast accumulation in the
occipital area. No current clinical protocols to manage this condition, except of excluding other possible causes of
blindness after CA. Further well-organized studies are recommended to understand this clinical phenomenon, and
more effort is needed to set a variety of interventional strategies regarding TCBCA management.

Keywords: Coronary angiography; Arrhythmia;
infarction; Nephropathy; Neurotoxic effect

Myocardial

Introduction
Coronary angiography (CA) is the headmost clinical tool for both
diagnosis and intervention of coronary artery disease (CAD), and
therefore, CA procedures occupy a huge space in modern healthcare
practices. At the same time, the recurrent complications which
accompany CA are extensively investigated. Such these complications
are allergy to contrast, infection, nephropathy, embolism, local
vascular injury, great vessel dissection, arrhythmia, myocardial
infarction, and even death [1].
Transient cortical blindness following coronary angiography
(TCBCA) is scarcely documented in the literature, and poorly studied.
TCBCA is rare and less frequent; however, it has a devastating effect on
patients who have already finished their CA. In this paper, a thorough
investigation of this phenomenon and a comparison review of the
available published literatures that specifically discuss TCBCA.
CA is defined as “the radiographic visualization of the coronary
arteries after direct opacification with contrast media” [2]. While
cortical blindness is defined as visual impairment or loss, despite
normal ophthalmologic examination findings regarding eye structures,
pupillary characteristics and responses [3].
Early recognition of TCBCA was in 1970 by Fischer-Williams and
his colleagues. Fischer-Williams and co-workers published their paper
in effort to explain the differences between the hysterical blindness that
rarely follows CA patients, and the TCBCA, which was unusually
encountered in the same patients [4] .
In fact, the incidence of TCBCA is not well known. However, one
study suspects that up to 0.45% of all CA patients develop TCBCA [5].
Furthermore, the majority of the published literatures are case-report
papers, rather, surveillance or national survey studies.
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Many hypotheses tried to explain the pathophysiological process
that explains the development of TCBCA. Contrast medium which is
used in CA procedure has a neurotoxic effect on blood-brain barriers
(BBB), especially on the occipital cortex [6], which has a selective
vulnerability for contrast medium [7], and that leads to reversible
visual impairment or loss. Computed tomography scan (CT scan) for
TCBCA patient shows accumulation of contrast medium in this
anatomical area [8]. Keeping in the mind the nature of CA procedure
that requests the patients to stay at supine position during the
procedure and the few hours follow [9], which supports the previous
hypothesis.
Using an ionic contrast or contrast with high osmolarity in CA
increases the risk of developing TCBCA [10], but still, few cases have
been reported with non-ionic or low osmolarity contrast [11].
Moreover, volume of the contrast agent may play a significant role in
the disease severity, particularly, when the volume of the introduced
medium is more than 80 ml [12].
Schwartz et al. suggest the hypertensive encephalopathy as possible
explanation of TCBCA. Hypertensive encephalopathy is a sudden
increase of blood pressure during or after the CA, that interrupts the
autoregulation of cerebral arteries, especially the occipital area, which
in turn forms vasodilation and local congestion, then rapidly, leads to
disruption of BBB and leak of fluid to the occipital lobe, and finally
forming edema that reaches to cortical surface [13].
The immunological mechanism is another proposed explanation of
how TCBCA develops [14]. The endothelins, specifically, ET-1, ET-2
and ET-3 increase the brain endothelial cells permeability, and the
consequent development of cerebral edema [15]. Endothelins are
strong vasoconstrictors and are released from the endothelial cells, as
well as other organs, including the brain, lungs and kidney. It is
believed that these chemical substances are released in some
pathological circumstances also, such as developing sensitivity to
contrast agent during CA procedure.
Typically, symptoms of TCBCA start during CA, or the few hours
after the procedure, and last for 48 hours [16], but it may rarely extend
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for five days [17]. Clinical picture improves as BBB restore its
protective function. Patients start to return normal visual function
gradually; first light perception followed by color vision, and eventually
full sight and pre TCBCA vision status [18].
Vulnerable patients such those with impaired renal function have a
higher risk for developing TCBCA, because of the decreased ability of
kidney to clear the contrast medium [17]. Other risk factors include
conditions with BBB disruption, as seen in eclampsia and using of
immunosuppressive substances [18].
Alp et al. stated that neurological examination reveals normal
findings, particularly, cranial nerve, sensory and motor function [19].
In the same study by Alb and co-workers, they found normal extra
ocular movements and pupillary reflexes when applying
ophthalmological examination. On the other hand, positive findings
include visual field defect bilaterally, that sooner became total
blindness, and hypertensive retinopathy when fundi examination was
carried out. In conclusion, bilateral cortical blindness is the main
clinical picture, rather than, central neurological deficit.
CT scan and magnetic resonance image (MRI), in addition to the
routine neurological and ophthalmological examinations are useful to
confirm TCBCA. Indeed, these usual diagnostic techniques are
essential, and used usually to exclude other possible causes of visual
impairment after CA. Other possible causes of the blindness after CA
include hysterical blindness, hypotension, embolism, or cerebral
arteries vasospasm [17]. Considering these differential diagnoses is
crucial before giving final decision about the disease.
Restoring normal vision is the ultimate goal for TCBCA
management, and current therapy tends to exclude major cerebral
focal injury, as the worst possible etiology for developing blindness
after CA procedure. Meanwhile, no specific treatment is tested or
recommended for this type of blindness, but fast resolution of visual
impairment is an agreed outcome. The available recommendations
suggest maintaining normal blood pressure and enhancing diuresis to
accelerate contrast medium clearance [20].
Fortunately, TCBCA has a favorable prognosis, and most patients
restore their normal vision after 24-48 hours of incidence [6].
Although, the unpredicted and disabling nature of this condition
should be the counted one, rather than how minor is the percentage of
TCBCA incidence among CA patients.

Review of Literature

clearance of contrast material, and this period of vision disability may
extend to five days [17].
In the same study, Frantz observed 12 cases of left internal
mammary artery (LIMA) bypass graft surgery that have developed
transient cortical blindness after operation. Frantz’s explanation of this
clinical event is the possible pass of contrast medium during LIMA
bypass graft surgery to left vertebral artery, because of its proximity to
left subclavian artery, and then to the posterior circulation.
Yazici et al. have claimed that the type and amount of administered
contrast may play a significant role in the development and severity of
TCBCA, particularly, hyper-osmolar or ionic contrast medium which
poses a greater risk of BBB disruption, in contrast with hypo-osmolar
or non-ionic contrast medium. Usual amount of contrast in this
procedure ranges from 80 ml to 400 ml, however, the same patients in
Yazici’s study have received smaller amount of contrast (75 ml), and
even though, they developed TCBCA [18].
Further discussion about this phenomenon is built to exclude other
possible causes of blindness after coronary angiography, which
addresses more clinical challenges in diagnosing and managing this
phenomenon. TCBCA has the clinical picture of post CA embolism,
and therefore, careful radiology examination as CT scan is necessary
[21]. CT scan procedure can provide the clinical judgment about
whither there is a contrast enhancement in the occipital lobes and the
antecedent cause of TCBCA, or cerebral embolism [19].
Other researchers have reported transient cortical blindness in
different procedures; few cases have been documented after vertebral
angiography [24]. Patients who undergo CT with contrast [25], spinal
surgery [26], and cerebral angiography [27] have a comparable
incidences of and similar manifestation.

Conclusion
This clinical focus paper about TCBCA demonstrates the
remarkable gap in current clinical knowledge and practice regarding
this rare phenomenon. More research efforts are on demand to achieve
better understanding of this clinical complication, and therefore,
healthcare providers will not rely only on limited experiences and
recommendations. Moreover, proper protocols and guidelines for
patients who undergo CA can minimize occurrence of TCBCA, or
even prepare patients and healthcare providers for such unpredictable
and devastating vision disability. Finally, nurses who take the role of
first line contact with CA patients should have a clear assessment,
interventional and teaching skills for patients who may develop
TCBCA.

Current knowledge regarding TCBCA is scarce despite numbers of
exploring efforts that have been made to understand the possible
factors that sit behind this phenomenon. In addition, modern
healthcare practices do not provide a clear intervention to manage
such complication, or formulate a well-planned protocol to prevent or
even minimize the occurrence of TCBCAC.

References

The majority of recent studies about TCBCA address the temporary
and reversibility nature of this clinical phenomenon [20-23].

2.

Giving the surprising and non-predicting effect of TCBCA on CA
patients, this clinical problem holds a devastating impact on both
patients and healthcare providers. TCBCA may develop immediately
as the patient still on the catheterization table, and may remain as less
as only one hour [21]. But in the other hand, patients with renal failure
are susceptible for longer period of TCBCA because of their decreased

J Clin Exp Cardiolog
ISSN:2155-9880 JCEC, an open access journal

1.

3.

Tavakol M, Ashraf S, Brener SJ (2012) Risks and complications of
coronary angiography: a comprehensive review. Glob J Health Sci 4:
65-93.
Scanlon, Patrick J, Faxon, David P, Audet, et al. (1999) ACC/AHA
guidelines for coronary angiography123: A report of the American
College of Cardiology/American Heart Association Task Force on
Practice Guidelines (Committee on Coronary Angiography) developed in
collaboration with the Society for Cardiac Angiography and
Interventions. Journal of the American College of Cardiology 33:
1756-1824.
Math RS, Singh S, Bahl V (2008) An uncommon complication after a
common procedure. J Invasive Cardiol 20: E301-303.

Volume 7 • Issue 4 • 1000435

Citation:

Al-irr

KI

(2016)

Transient

Cortical

Blindness

Following

Coronary

10.4172/2155-9880.1000435

Angiography.

J

Clin

Exp

Cardiolog

7:

435.

doi:

Page 3 of 3
4.
5.
6.

7.
8.
9.
10.

11.
12.
13.
14.

15.

Huo R, Burden SK, Hoyt CS, Good WV (1999) Chronic cortical visual
impairment in children: aetiology, prognosis, and associated neurological
deficits. British Journal of Ophthalmology 83: 670-675.
Fischer-Williams M, Gottschalk PG, Browell JN (1970) Transient cortical
blindness An unusual complication of coronary angiography. Neurology
20: 353-355.
Brown PP, Kugelmass AD, Cohen DJ, Reynolds MR, Culler SD, et al.
(2008) The frequency and cost of complications associated with coronary
artery bypass grafting surgery: results from the United States Medicare
program. Ann Thorac Surg 85: 1980-1986.
Borghi C, Saia F, Marzocchi A, Branzi A (2008) The conundrum of
transient cortical blindness following coronary angiography. J Cardiovasc
Med (Hagerstown) 9: 1063-1065.
Borowik H, Ku A‚ akowska A, Drozdowski W, Dubicki A, Kranicki P
(2008) [Transient cortical blindness--a complication after coronary
angiography--case report]. Pol Merkur Lekarski 24: 430-432.
Kwok BW, Lim TT (2000) Cortical blindness following coronary
angiography. Singapore Med J 41: 604-605.
Saigal G, Bhatia R, Bhatia S, Wakhloo AK (2004) MR findings of cortical
blindness following cerebral angiography: is this entity related to
posterior reversible leukoencephalopathy?. AJNR Am J Neuroradiol 25:
252-256.
Lim KK, Radford DJ (2002) Transient cortical blindness related to
coronary angiography and graft study. Med J Aust 177: 43-44.
Sticherling C, Berkefeld J, Auch-Schwelk W, Lanfermann H (1998)
Transient bilateral cortical blindness after coronary angiography. The
Lancet 351: 570.
Schwartz RB, Jones KM, Kalina P, Bajakian RL, Mantello MT, et al. (1992)
Hypertensive encephalopathy: findings on CT, MR imaging, and SPECT
imaging in 14 cases. AJR Am J Roentgenol, 159: 379-383.
Demirtas, Mustafa, Birand, Ahmet, Usal, et al. (1994) Transient cortical
blindness after second coronary angiography: is immunological
mechanism possible?. Catheterization and cardiovascular diagnosis 31:
161.
Sait A, Harun O (2005) MR imaging findings of cortical blindness
following cerebral angiography: is this entity related to posterior
reversible leukoencephalopathy?. American journal of neuroradiology 26:
193-194.

J Clin Exp Cardiolog
ISSN:2155-9880 JCEC, an open access journal

16.

17.
18.
19.
20.
21.
22.
23.
24.
25.

26.
27.

Garcia de Lara, Juan, Vázquez-Rodríguez, Jose M, Salgado-Fernández
(2008) Ceguera cortical transitoria como complicacion del cateterismo
cardiaco: alarmante, pero infrecuente y de buen pronóstico. Revista
Española de Cardiología, 61: 88-90.
Frantz WM (2006) Cortical blindness following coronary angiography in
a patient with LIMA bypass graft and end stage renal failure. Proceedings
of EuroPCR 21-24.
Yazici M, Ozhan H, Kinay O, Kilicaslan B, Karaca M, et al. (2007)
Transient cortical blindness after cardiac catheterization with iobitridol.
Tex Heart Inst J 34: 373-375.
Alp BN, Bozbu A, Ya N, Tuncer MA, Yakut C (2009) Transient cortical
blindness after coronary angiography. J Int Med Res 37: 1246-1251.
Terlecki M, Wojciechowska W, Rajzer M, Jurczyszyn A, Bazan-Socha S, et
al. (2013) Transient cortical blindness after coronary artery angiography.
Postepy Kardiol Interwencyjnej 9: 105-108.
Akhtar N, Khatri IA, Naseer A, Ikram J, Ahmed W (2011) Transient
cortical blindness after coronary angiography: a case report and literature
review. J Pak Med Assoc 61: 295-297.
Clarke TR, Johnson P, Webster D, Gilbert DT, Barton EN (2011)
Transient cortical blindness post angiography--a case report. West Indian
Med J 60: 357-359.
Pasha K, Sengupta P, Alauddin S, Sheikh AK, Hossain MZ, et al. (2015)
Transient Loss of Vision after Coronary Angiogram - A Case Report.
Mymensingh Med J 24: 615-618.
Lo LW, Chan HF, Ma KF, Cheng LF, Chan TK (2015) Transient cortical
blindness following vertebral angiography: a case report.
Neurointervention 10: 39-42.
Mentzel HJ, Blume J, Malich A, Fitzek C, Reichenbach JR, et al. (2003)
Cortical blindness after contrast-enhanced CT: complication in a patient
with diabetes insipidus. American journal of neuroradiology 24:
1114-1116.
Goni V, Tripathy SK, Goyal T, Tamuk T, Panda BB, et al. (2012) Cortical
blindness following spinal surgery: very rare cause of perioperative vision
loss. Asian Spine J 6: 287-290.
Newman CB, Schusse C, Hu YC, McDougall CG, Albuquerque FC (2011)
Acute transient cortical blindness due to seizure following cerebral
angiography. World Neurosurg 75: 83-86.

Volume 7 • Issue 4 • 1000435

