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Class A drug abuse — An ophthalmologist’s problem?

The 2002/3 British Crime Survéyreported that 3% of all 16 to 59 year olds
(equating to around one million people) had usethss A drug in the last year. Use
of a class A drug in the 16-24 year alge group (8%) has remained similar since
1996. Use of cocaine and crambcaine are on thacrease. For the first time since
1996 the use of ecstasy has decreasdy.dPag use is not uncommon. During the
year 2000/1, 118,500 patients were intimeant with drug misuse agencies and
general practitioneré Ocular sequelae from illicit drug use are varied, affecting
visual acuity, visual perception, ocular fpoe or motility, the globe itself or its
adnexa® Large studies are not availablealtow us to quantify the problem, and
many of the reports are of single cases or small case series. However, an awareness of
possible problems which may arise frome thse of class A drugs may alert the

clinician to this ashe aetiology of a condition presenting to them.

Cocaine and crack cocaine probably hténeehighest number of ocular problems
reported from their use. Its sympathomimetifect has led to acute angle-closure
glaucomd and its vasoactive properties to spaf vessels or haemorrhages. These
may be retinal or in the brastem, leading to visual losswhich can be transierftor
ocular motility problems’. It's use may alsceld to cerebral vasculitfs.It is the

intense vasoconstriction combined with anfaesia from the intranasal use of cocaine
that leads to mucoperichomarischaemia and loss of the nasal septum. This may
extend to the bony walls of tlmebit. Nasolacrimal duct olrsiction, orbital cellulitis,

and optic neuropathy can resdltMotility problems may not necessarily be vascular.
Cocaine is known to unmask or exacerbate myasthenia gravis, possibly due to it

blocking the sodium channels and siogvpresynaptic neuronal transmissith.



We may be familiar with the use of cocaine as an anaesthetic agent. Decreased
corneal sensitivity, the direct toxic effenftthe smoke, neurotrophic changes or
vigorous eye rubbing have all been suggeatekading to corneal problems in crack
cocaine users which may include corneakus, superficial punctate keratitis and
corneal epithelial defects: Cocaine powder may be intrazkd into the eye in error

by contact lens wearers.

Previously inEye **| reported the onset of esotragbllowing heroin withdrawal and
this has since been reported by oth€r§ A change in the angle of deviation in the
eso direction at distance, not due for@rve palsy or divergence palsy, has been
found to occur following a compressed opiate detoxification regime resulting in a
distance esotopia in some patiehtshis may then presumably decompensate to a
constant deviation. Kowal et Hireported that diplopizas more common following
rapid detoxification and so as these pargmes gain popularity more patients may
present. Diplopia may also result fromteémuclear ophthalmoplegia following heroin
use, and it’s resolution on use of naltrex¢ae opiate blocker) is suggestive that this

occurs due to an active mechanigm.

Sight threatening conditions can occuhgroin users. Toxic amblyopia may result
from using quinine either as a cutting ag€rio make the heroin taste bitter and thus
of better quality, or to help the musclemps in self detoxification attempts.
Metastatic endophthalmitis from the funguadida albicans, transmitted from lemon
juice used to prepare the heroin for injecti®or aspergillus, an air borne fungus

have been reportetf.



Amongst the hallucinogenics fewer problenave been reported. Whilst sun gazing
under lysergic acid diethylamide $D) may lead tsolar retinopathy” and magic
mushrooms to closing in of nearby sp&tét is perceptual changes which cause the
main problems. Palinopsia, trailing phenomg@tiacontinuous stationary images that
trail behind a moving objecthallucinogenic persisting psxption disorder (either in
the form of flash-backs or longer lastialjerations in perception) may occur years
after use and even after a single episode of LSD*li§®Visual perception disorder
(hundreds of dots moving over whole vistiald), palinopsia and flashbacks have
also been reported following use oftmgenedioxymethampthetamine (MDMA),
commonly known as ecstady?° Retinal haemorrhage following ecstasy use,
possibly due to a sudden rise in blood pressuas been reporténla single casé®
However, a case of bilateral sixth nerve paiss attributed to either mild cerebral

oedema or interaction of MDMA with the seratonin metabolism in theegve 3!

Thus, it is apparent that anety of ocular complaints nygpresent to an eye casualty
unit or clinic that are the relwf use of class A drugs. Claoians need to be aware of
the ocular problems that may be relatednag use in order that pertinent questions

may be asked regarding the cause.
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