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ABSTRACT Purpose:To study the effect of single dose of intravitreal Ranibizumab(0.5mg) under topical anaesthesia in cystoid
macularedema(CME) associated with Retinitis pigmentosa(R.P) over the period of 6 months.

Methodology: 11 eyes of 11 patients with cystoid macular edema associated with Retinitis pigmentosa were taken into our study. After

detailed history taking and detailed systemic and ocular examinations and spectral domain OCT to measure central macular

thickness(CMT), prior informed consent and institutional clearance, we have administered single dose of intravitreal Ranibizumab(0.5mg)

under topical anaesthesia to each patient. There after CMT was measured after 1month, 3 months, 6 months of injection respectively. Then

we have used paired T test (with the help of SPSS software) to get the required statistical data. This is hospital based experimental

uncontrolled clinical trial.

Conclusion: Intravitreal Ranibizumab may be an effective tool to deal with RP-CME for the duaration of few months but prospective trials of

longer duration are definitely needed to achieve concrete conclusion.

KEYWORDS : BCVA= Best corrected visual acuity, CMT= Central macular thickness, OCT= Ocular coherence tomography,

RP-CME= Retinitis pigmentosa associated cystoid macular edema.

INTRODUCTION:

Retinitis pigmentosa(RP) is a hereditary retinal disorder where
cystoid macular edema(CME) may be present in 10-40% cases (1-4).
Initially RP causes night blindness and progressive peripheral visual
field loss but later on central vision becomes compromised due to
CME(5) which can be treated. The pathogenesis of RP-CME is not
established but may be owing to breakdown of the blood- retinal
barrier(6,7,8,9) or impairment of retinal pigment epithelium pump
mechanism(10) or Muller cell dysfunction(11) or vitreous traction
and epiretinal membrane formation leading to mechanical damage
of Muller cells(12,13). Treatment modalities mainly include carbonic
anhydrase inhibitors(9,14) and steroids (oral, periocular,
intravitreal)(15,16,17,18), topical nonsteroidal anti inflammatory
such as ketorolac(19). Intravitreal anti- VEGF were also tried because
it decreases permeability of choroidal vessels thus reducing
CME(20). Ranibizumab is a VEGF inhibitor which antagonizes all
isoforms of VEGF receptorsincluding VEGF-A.

METHODOLOGY:

We conducted this hospital based experimental uncontrolled
clinical trialfrom august 2016 to july 2018 in Malda Medical College
in West Bengal. We have taken 11 eyes of 11 patients of RP who were
having CME at their presentation. At first detailed history taking was
done including age, sex, age of onset of night blindness, gradual
painless progressive visual loss and family history of same disease,
any systemic disease etc. Then detailed systemic examination
including cardiological and neurological examination and detailed
ocular examination including best corrected visual acuity(BCVA),
intraocular pressure measurement with Goldmans applanation
tonometer, fundal evaluation under mydriasis with the help of 90 D
lens, 78 D lens, indirect ophthalmoscope were done. There after
each and every patient was advised to undergo spectral domain
OCTto evaluate the macular status and measure the central macular
thickness(CMT). Then after proper written informed consent from
patients and institutional clearance, single dose of Ranibizumab (0.5
mg) was injected intravitreally under topical anaesthesia with
utmost care to each patient. BCVA and OCT to evaluate CMT were
done in each case after Tmonth, 3 months, 6 months of that
injection. Here normal CMT was taken as 250 micron. Significant
improvement in CMT was considered when it became below 300
micron after 6 months. Then we have used paired T test (with the
help of SPSS software) mainly to assess the changesin CMT.

RESULTS:

In our study all 11 patients were male in the age range of 25 years to
35 years. Out of 11 eyes, 8 showed significant improvement in CMT
after 6 months but no statistically significant difference in BCVA was
proven among the patients. Here is the data which we derived from
the paired T test( By using the SPSS software) mainly to evaluate the
changes in CMT after intravitreal Ranibizumab Tmonth, 3 months, 6
monthsrespectively.

Inrelation to CMT: (Total number of patients 11):

I Month after |3 Months after| 6 months after
intervention | intervention | intervention
Mean before 184.273 184.273 184.273
intervention(Ml)
SD before 54.195 54,195 54,195
intervention(SD1)
Mean after 106.727 153.364 112.455
intervention(M2)
SD after 45.098 46.294 39.447
intervention(SD2)
P value <0.05 <0.001 <0.001

It was clearly evident from the above table, the p values Tmonth,
3months, 6 months after intervention are <0.05,< 0.001 , <0.001
respectively and all of these values are statistically significant. So we
can state that intravitreal Ranibizumab can be a reliable weapon to
handle cystoid macular edema associated with Retinitis
pigmentosa for a short span of time but we can not derive concrete
decisison aboutitsrole for prolonged time.

FIG 1 (OCT picture) (Patient with CME in R.P before intervention)
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FIG2 (OCT picture) (CME resolved significantly 6 months after
intervention)

DISCUSSION AND CONCLUSION:

CME is one of the complications of RP which impairs vision but its
pathogenesis stillremainsinconclusive. Again clinical trials for R.P is
very difficult to be built up because of highly variable disease
course, significant genetic and allelic heterogenicity and very slow
progression to visual loss. Although single dose of intravitreal
Ranibizumab(0.5mg) gives promising result in terms of
improvement of RP-CME as evidenced by reduction of CMT after 6
months of injection, RP-CME is potentially reversible phenomenon.
However the improvementin BCVAis not statistically proven. Hence
proper and clear cut understanding of its pathogenesis as well as
long term prospective clinical trials are mandatory to draw a
decisive conclusion regarding management of RP-CME including
therole ofintravitreal anti-VEGF therapy in it
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