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Abstract

A brief review of retinal light damage is
presented. Thermal damage requires a local
rise in temperature of at least 10 °C, causing
an instant denaturation of proteins. The
primary absorber is melanin. Photochemical
damage occurs at body temperature and
involves cellular damage by reactive forms of
oxygen. The photosensitizers are
photoproducts of the visual pigments. First
indications that non-thermal damage might
exist, in particular in the case of eclipse
blindness, was presented by Vos in 1962.
Attribution thereof to photochemical action
was presented in 1966 by Noell et al who also
measured the first action spectrum, in rat. It
turned out to be identical to the absorption
spectrum of rhodopsin. However, in 1976 and
1982 Ham et al found a quite different
spectrum in monkeys, peaking at short
wavelengths. The latter spectrum, but not the
former, was confirmed since in numerous
publications with animal models including
rat. In ophthalmological practice a ‘sunburn’
was at first the only complaint caused by
light damage. To avoid this, patients with
dilated pupils should always be advised to
wear sunglasses. Since the invention of the
laser accidents have been reported, the most
recent development is youth playfully
pointing a strong laser pen in their eyes with
marked consequences. The operation
microscope and endoilluminators should
always be used as brief as possible to avoid
photochemical damage. Arguments for
implant lenses that block not only the UV but
also part of the visible spectrum seem too
weak to justify extra costs.
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Two main types of damage

Children might, on a sunny day, use a
magnifying glass to burn a hole in a newspaper

or to set fire to shoelaces. When grown up they
naturally take it that people who lose their eye
sight after prolonged staring in the sun have
burned their retina. This concept, around since
ancient times, survived until the 1960s. Vos1

then calculated that the local rise in temperature
of a human retina exposed to direct sunlight is
only some 2°C , far too low to cause thermal
damage. This rather restricted rise in
temperature should be attributed to the pupil
being fully constricted. With a dilated pupil the
damage would indeed be thermal in nature and
develop in a matter of seconds.2 Protecting the
retina against thermal damage is a very
important, often overlooked, property of the
pupil. An additional reason for the moderate rise
of the local temperature is the significant cooling
effect of the large blood flow in the choroid. Vos
speculated about a ‘metabolic overload’ as the
real cause for eclipse blindness. Extensive
research on this topic started in 1966 after Noell
published a breakthrough paper.3 He exposed
albino rats to long-lasting (412 h) fluorescent
light. Even without calculations, it is
immediately clear that in such a condition the
retina cannot be burned. A few years later it was
shown that other species, including monkey,
could also suffer from light exposures below the
thermal threshold.4,5 From that time on two
main types of retinal light damage are
distinguished, thermal and photochemical. In
thermal damage the structure of proteins is
corrupted by strong oscillations that break
bonds between molecules. When boiling an egg,
the change in protein from transparent to
opaque is all too familiar. Photochemical
damage involves cellular damage by
supercharged molecules. The most familiar
human photochemical damage is a ‘sunburn’ of
the skin. Table 1 summarizes the main
properties of the two types of retinal damage.6,7

For the sake of completeness a third type of
light damage to the retina is mentioned here,
photodisruption. This requires a pulsed laser
often operating in the infrared. In
ophthalmological practice a 1064-nm Nd-Yag
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laser is used for surgery of the posterior lens capsule, the
iris, vitreous strands, and occasionally, for retinal
embolysis.8

History of action spectra

The action spectrum of retinal damage is first of all
influenced by the spectral transmission of the eye media,
with a window from 400 to 1200 nm.9 At the short-
wavelength side the cutoff wavelength shifts to longer
wavelengths with increasing age, thereby offering
increased protection. The thermal action spectrum set by
absorption of light by melanin is nearly flat in the visible
range. For photochemical damage the situation is quite
different. Noell found in 1966 an action spectrum for
albino rats identical to the absorption spectrum of
rhodopsin. Harwerth and Sperling4 succeeded in
selectively damaging short-wavelength-sensitive (SWS)
and middle-wavelength-sensitive (MWS) cone receptors
by repetitive narrow band exposures close to the
maximum sensitivity of the respective cone system. With
these data an action spectrum cannot be calculated, but
they suggest that the absorption spectrum of the cones
has an important role. Ham et al10 found, with exposures
of up to 1000 s, that in monkey the action spectrum
strongly peaked in the blue part of the spectrum, and with
the lens removed, in the UV.11 This photic damage is
therefore often called the ‘blue light hazard’. International
standards for protection against light damage, drawn up
in the 1980s, ignored Noell’s spectrum, arguing that data
on rhesus macaque were more relevant (personal
communication with David Sliney). Yet, it later turned
out that rats could also exhibited an action spectrum
peaking in the short wavelengths.12 Kremers and van
Norren13 tried to reconcile both spectra by distinguishing
two classes of damage: one for relatively low level, long-
lasting (412 h) exposures and free running animals, with
the Noell type spectrum, and one for relatively short,
intense exposures, measured under anesthesia, with the
Ham-type spectrum. What they overlooked at that time
was that Noell measured his spectrum in the ‘Ham

conditions’, relatively short (1.5–3 h) exposures and
anesthetized rats. Recently, an exhaustive literature
search covering the period 1966–2010 failed to find any
data confirming the Noell spectrum, except one 1983
publication14 of somewhat questionable quality.15

Support for Ham’s spectrum was found in 16 sources. An
additional search in summer 2015 did not change that
conclusion. Dose data for the earlier mentioned 1971
monkey experiments by Harwerth and Sperling4 were not
presented in the aforementioned literature search. Yet,
these are interesting because the conditions were a
mixture of those of Noell and Ham. Permanent SWS cone
damage was achieved with 169 J/cm2 at 463 nm
(assuming a media transmission of 0.43) obtained in three
series with 6-week intervals. A series consisted of 80-min
exposures on 7 consecutive days. Temporary MWS
damage was obtained by 520-nm exposures in 10
consecutive days with a total dose of 153 J/cm2, and in
another series in 6 consecutive days with a dose of 865 J/
cm2 (transmission 0.54). These data are in line with the
mean single-session doses (thus without any repair
during intervals) of the Ham-type spectra for monkeys/
rabbits read from Figure 1b in the review, viz. 40 J/cm2

for 460 nm and 500 J/cm2 for 520 nm. Mean dose data for
the two Noell type rat spectra as read from Figure 1a are
two to three orders of magnitude lower.15

Thus, at the fiftieth anniversary of research on the
photochemical action spectrum, we conclude that there exists
only one consistently reproduced action spectrum for
photochemical damage, viz. the one peaking at short
wavelengths. It should be noted, though, that Noell’s early
conclusion that rhodopsin has a crucial role in photochemical
light damage was right on target. Photoreceptors lacking
rhodopsin in genetically modified mice are completely
protected against light-induced cell death.16

Retinal light damage in ophthalmological practice

Retinal radiation damage must have been known since
times immemorial, since prolonged staring at solar
eclipses must have occurred time and again. Actually, in

Table 1 Properties of thermal and photochemical damage of the retina

Property Thermal damage Photochemical damage

Required rise in local temperature 410 °C None
Visibility of fundus change Nearly immediate Might take 412 h
Size Larger than exposed spot and fuzzy edges by

diffusion of heat
Confined to exposed spot, sharp edges

Exposure time in practice o10 s 410 s
Damage mechanism Denaturation of proteins Cellular damage by reactive forms of oxygen
Primary absorber Melanin Photoproducts of visual pigments
Threshold set by Exposure time, spectrally weighted irradiance,

field size
Dose: product of spectrally weighted irradiance
and exposure time

Action spectrum More or less flat Peaking in the blue part of the spectrum

Light damage to the retina
D van Norren and JJ Vos

170

Eye



Plato’s Phaedo (99 d4–99 e1) Socrates is reported to have
warned against eclipse blindness by advising to only look
at the sun via reflection against water. Until World War II,
the sun was virtually the only light source reported to
produce retinal burn. The marked nuclear explosions
above Hiroshima and Nagasaki not only produced
inconceivable damage but also a ‘nuclear flash’ even more
capable to produce retinal damage than the sun. It
actually was this ‘side effect’ that brought Ham to start his
lifelong study of retinal radiation damage.
The real impulse toward continued extensive

research, however, came from the invention of the
laser. It was immediately realized that a new branch of
radiation protection was needed. The present ICNIRP
internationally adopted guidelines are an example.17

We presented more theory-founded alternative
guidelines.18,19 As its invention laser accidents have been
occasionally reported, but the newest development are
reports about children who expose themselves to their
interesting new ‘toy’, a laser pen. A few decennia ago the
output of red laser pointers was generally limited to a few
not dangerous mW. Nowadays, pointers with outputs
exceeding 100mW are, unfortunately, easily purchased
through the internet, or, for example, on a beach resort in
the Mediterranean; the consequences might be
disastrous.20,21

The newly developed light sources and techniques
evidently should be of great concern to ophthalmologists.
Traditionally, their task of course was to warn against
solar blindness—not only at solar eclipses but also after
conventional widening of the pupil, to wear sunglasses.
A scientific basis for this advisory task can be found in
our guest editorial in Ophthalmic and Physiological
Optics.22 A further task in this field did not fall on the
ophthalmological profession, as curing retinal radiation
damage was—and still is—no successful ophthalmological
activity.
However, newly developed optical instruments and

technology should ask the ophthalmologists’ continuous
attention to protect their patients against (additional)
retinal damage. For instance, long exposures to the
operating microscope might result into photochemical
retinal damage to the patient, a phenomenon recognized
since the eighties of the previous century.23 The
endoscope is potentially dangerous too, in particular due
to the hardly accurately adjustable distance to the retina.
The maximum exposure time, as defined by ICNIRP, is
reached within a minute.24 A filter that blocks the short
wavelengths lengthens the maximum permissible
exposure time but hampers color vision. A more
extensive treatment of the subject is given by Wolffe.25

Implant lenses have since long a filter that blocks the
UV part of the spectrum,26 generally approaching the one
in the crystalline lens of a newborn.27 Ophthalmologists

are presently confronted with the question whether this
filter should be extended toward longer wavelengths,
available in ‘blue blocker’ lenses. Proponents argue that it
might provide, for example, extra protection against
age-related retinal disease and improves chromatic
aberration.28 Opponents point out that positive effects are
unproven that ‘blue blockers’ cause loss in scotopic vision
and might have adverse effects on the circadian
physiology by reducing the input to nonvisual
photoreception.29 A meta-analysis showed no advantages
for visual performance.30 At the moment blue blockers are
more expensive in most countries. It therefore seems
prudent to avoid the extra costs for filters extending into
the blue until firm scientific evidence for advantages is
available.
Prolonged staring in halogen lamps or in point source

white or blue LEDs might lead to photochemical
damage,31 but the chance of a patient entering the clinic
with such an anamnesis will probably be extremely low.
Patients suffering from diseases affecting the visual cycle,
such as Stargardt’s dystrophy, Best disease, or Oguchi
disease, should require extra care as they might suffer
increased susceptibility to light damage, as was found in
animal models.7,32

Continued research on photochemical damage is
relevant because many open questions remain, only some
of them treated in this limited review. An action spectrum
for freely moving animals exposed to continuous light for
one or more natural days, thus in the ‘Noell conditions’, is
still lacking, and the search for the photosensitizers
underlying the Ham-type action spectrum is far from
complete. Peculiarly, an action spectrum for mice, about
the most frequently used animal model, is not available.15

New questions are risen after discovery of unexpected
changes in images of the pigment epithelium after long
exposures to yellow light,7 and recently even after
exposures to infrared radiation, argued to be
photochemical in nature.33 Moreover, photochemical
damage can be used as a model for aging mechanisms.
Prevention or repair of photochemical light damage
might therefore lead to prevention or cure of damage
by aging.7

Conflict of interest

The authors declare no conflict of interest.

References

1 Vos JJ. A theory of retinal burns. Bull Math Biophys 1962; 24:
115–128.

2 Ham Jr WT, Mueller HA, Williams RC, Geeraets WJ.
Ocular hazard from viewing the sun unprotected and
through various windows and filters. Appl Opt 1973; 12(9):
2122–2129.

Light damage to the retina
D van Norren and JJ Vos

171

Eye



3 Noell WK, Walker VS, Kang BS, Berman S. Retinal
damage by light in rats. Invest Ophthalmol 1966; 5(5):
450–473.

4 Harwerth RS, Sperlng HG. Prolonged color blindness
induced by intense spectral lights in rhesus monkeys. Science
1971; 174(4008): 520–523.

5 Marshall J, Mellerio J, Palmer DA. Damage to pigeon retinae
by moderate illumination from fluorescent lamps. Exp Eye
Res 1972; 14(2): 164–169.

6 Schulmeister K, Stuck BE, Lund DJ, Sliney DH. Review of
thresholds and recommendations for revised exposure limits
for laser and optical radiation for thermally induced retinal
injury. Health Phys 2011; 100(2): 210–220.

7 Hunter JJ, Morgan JI, Merigan WH, Sliney DH, Sparrow JR,
Williams DR. The susceptibility of the retina to
photochemical damage from visible light. Prog Retin Eye Res
2012; 31(1): 28–42.

8 Hanscom T, Reynard M. Restoration of retinal blood flow
via translumenal Nd:YAG embolysis/embolectomy for
central and branch retinal artery occlusion. Retina 2009;
29 (2): 285.

9 van de Kraats J, van Norren D. Optical density of the aging
human ocular media in the visible and the UV. J Opt Soc Am
A Opt Image Sci Vis 2007; 24(7): 1842–1857.

10 Ham WT, Mueller HA, Sliney DH. Retinal sensitivity to
damage from short wavelength light. Nature 1976; 260(5547):
153–155.

11 Ham Jr WT, Mueller HA, Ruffolo Jr JJ, Guerry D 3rd,
Guerry RK. Action spectrum for retinal injury from near-
ultraviolet radiation in the aphakic monkey. Am J Ophthalmol
1982; 93(3): 299–306.

12 van Norren D, Schellekens P. Blue light hazard in rat. Vision
Res 1990; 30(10): 1517–1520.

13 Kremers J, Norren van D. Two classes of photochemical
damage of the retina. Lasers Light Ophthalmol 1988; 2(1):
41–52.

14 Williams TP, Howell WL. Action spectrum of retinal light-
damage in albino rats. Invest Ophthalmol Vis Sci 1983; 24(3):
285–287.

15 van Norren D, Gorgels TG. The action spectrum of
photochemical damage to the retina: a review of
monochromatic threshold data. Photochem Photobiol 2011;
87(4): 747–753.

16 Grimm C, Wenzel A, Hafezi F, Yu S, Redmond TM,
Reme CE. Protection of Rpe65-deficient mice identifies
rhodopsin as a mediator of light-induced retinal
degeneration. Nat Genet 2000; 25(1): 63–66.

17 ICNIRP. ICNIRP guidelines on limits of exposure to
incoherent visible and infrared radiation. Health Phys 2013;
105(1): 74–96.

18 Vos JJ, van Norren D. Retinal damage by optical radiation.
An alternative to current, ACGIH-inspired guidelines. Clin
Exp Optom 2005; 88(4): 200–211.

19 Vos JJ, van Norren D. Retinal damage by optical radiation.
An alternative to current, ACGIH-inspired guidelines.
Erratum. Clin Exp Optom 2006; 89(3): 187.

20 Turaka K, Bryan JS, Gordon AJ, Reddy R, Kwong Jr HM,
Sell CH. Laser pointer induced macular damage:
case report and mini review. Int Ophthalmol 2012; 32(3):
293–297.

21 Keunen JE, Delbecq AM, Cruysberg JR, van Meurs JC,
Gan IM, Berendschot TT. [Laser pointers are not toys; eye
injury with permanent loss of visual acuity]. Nederlands
tijdschrift voor geneeskunde 2014; 158(0): A7813.

22 Vos JJ, van Norren D. Some afterthoughts about eclipse
blindness. Ophthalmic Physiol Opt 2001; 21(6): 427–429.

23 McDonald HR, Irvine AR. Light-induced maculopathy from
the operating microscope in extracapsular cataract extraction
and intraocular lens implantation. Ophthalmology 1983; 90(8):
945–951.

24 van den Biesen PR, Berendschot TTJM, Verdaasdonk RM,
van Weelden H, van Norren D. Endoillumination during
vitrectomy and phototoxicity thresholds. Br J Ophthalmol
2000; 84(12): 1372–1375.

25 Wolffe M. How safe is the light during ophthalmic diagnosis
and surgery. Eye 2015 (in press).

26 Mainster MA. Spectral transmittance of intraocular
lenses and retinal damage from intense light sources.
Am J Ophthalmol 1978; 85(2): 167–170.

27 van Norren D. van de Kraats J. Spectral transmission of
intraocular lenses expressed as a virtual age. Br J Ophthalmol
2007; 91(10): 1374–1375.

28 Artigas JM, Felipe A, Navea A, Artigas C, Garcia-Domene MC.
Spectral transmittance of intraocular lenses under natural
and artificial illumination: criteria analysis for choosing
a suitable filter. Ophthalmology 2011; 118(1): 3–8.

29 Mainster MA, Turner PL. Blue-blocking IOLs vs.
short-wavelength visible light: hypothesis-based vs.
evidence-based medical practice. Ophthalmology 2011; 118(1):
1–2.

30 Zhu XF, Zou HD, Yu YF, Sun Q, Zhao NQ. Comparison of
blue light-filtering IOLs and UV light-filtering IOLs for
cataract surgery: a meta-analysis. PLoS One 2012; 7(3):
e33013.

31 Behar-Cohen F, Martinsons C, Vienot F, Zissis G,
Barlier-Salsi A, Cesarini JP et al. Light-emitting diodes (LED)
for domestic lighting: any risks for the eye? Prog Retin Eye
Res 2011; 30(4): 239–257.

32 Travis GH, Golczak M, Moise AR, Palczewski K.
Diseases caused by defects in the visual cycle: retinoids as
potential therapeutic agents. Annu Rev Pharmacol Toxicol
2007; 47: 469–512.

33 Masella BD, Williams DR, Fischer WS, Rossi EA, Hunter JJ.
Long-term reduction in infrared autofluorescence caused by
infrared light below the maximum permissible exposure.
Invest Ophthalmol Vis Sci 2014; 55(6): 3929–3938.

Light damage to the retina
D van Norren and JJ Vos

172

Eye


	Light damage to the retina: an historical approach
	Two main types of damage
	History of action spectra
	Retinal light damage in ophthalmological practice
	Note
	References




