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Introduction

Avariety of systemic medications can generate retinal
toxicity but fortunately, in the majority of cases the loss
of visual function is minimal or reversible following
discontinuation of the offending drug .However, in some
cases, permenant or progressive visual loss may occur.
Ocular toxicity may result from either over dose,
chronicity of use, host susceptibility, or illegall abuse of
medications. (Blair JR, and Mierler WF,1995.)

The concentration of various drugs in the vitreous after
systemic administration as apercentage of concurrent
serum concentrations is poor unless the eye is inflamed.
The vitreous humour drug concentration can reach as
high as 10% of the serum drug concentration. (Ogden
TE,1994))

Drug levels after sytemic administration are the result of
a dynamic process in which many factors play a role,
these include, the serum concentration, drug protein
binding, the lipid solubility of the drug, the active
transport of the drug across the blood ocular barrier
which is formed by two main barriers ; the blood retinal
barrier (BRB) and the blood aquous barrier(BAB) and
also the presence or absence of inflammation or any
condition which may alter the blood ocular barrier .
(Lesar TS, and Fiscilla RG,1985.)

Intraocular drug penetration may be enhanced by
increasing the systemically adminsterated dose.However,



increased systemic doses are often associated with
significant side effects. (Geroski DH, and Edelhauser
HF,2001.)

Because of the long delay in the drug delivery to the
vitreoretinal  compartement  from  systemic  or
subconjuctival injection, direct injection into the vitreal
cavity (Intravitreal injections) is required, it provides the
most direct approach for delivering drugs to the tissues
of the posterior segment, and therapeutic tissue drug
levels can be achieved. Intravitreal injections, however,
have the inherent potential side effects of retinal
detatchement, haemorrhage, endophthalmitis, and
cataract. Repeated injections are frequentaly required,and
they are notalways well tolerated by the patient. Since
multiple intravitreal injections are traumatic to the
patient , it is clear that means must be developed to
sustain drug concentration in the vitreous cavity while
minimizing its toxicity and enhancing its efficacy,These
novel systems are called sustained release intravitreal
implants. (Velez G and Whitcup SM, 1999.)

The possible danger of intravitreal injection has limited
its use to conditions at which the eye is at high risk for
considerable  visual loss. These may include
endophthalmitis, proliferative viteroretinopathy, tumors,
and sever inflammation. The danger of injection may be
somewhat overstated; it is probably safe when
administerated carefully. (Peyman GA, et al., 1992.)



