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Retinopathy of prematurity (ROP), formerly called

retrolental fibroplasia, a disorder that can cause

blindness in premature infants, was first described in

1942 by Terry (1). The outcome of a multicentre, ran-

domized controlled trial of ablative therapy using cry-

otherapy for ROP (2) has brought hope of avoiding

blindness from this disorder. This trial showed that 43%

of untreated eyes with severe retinal involvement devel-

oped an unfavourable ophthalmological outcome com-

pared with 22% of eyes managed with ablative treatment
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OBJECTIVE: To assist in the diagnosis of retinopathy of prematurity (ROP)
to facilitate treatment in a timely manner to help prevent blindness.
DATA SOURCES: Systematic review using MEDLINE including the fol-
lowing key words, “retinopathy of prematurity”, “retrolental fibroplasia”,
“blind”, “blindness”, “vision screening”, “cryotherapy”, “cryosurgery”,
“laser” and “ablative therapy”. The bibliographies of the references found
using the above techniques were scanned for references missed in the pri-
mary search.
DATA SELECTION: Eight population-based studies examining the inci-
dence and severity of ROP were identified. Other studies of ROP were
included because they contributed to an understanding of the natural his-
tory, treatment or long term outcome of ROP.
DATA EXTRACTION: Data was analyzed cumulatively from the
population-based studies to determine the incidence of ROP. For the
natural history, treatment and schedule of eye examinations, data was re-
ported from individual studies.
DATA SYNTHESIS: Infants at greatest risk of ROP were 1500 g or less at
birth, or 30 weeks gestational age or younger. An inverse relationship ex-
isted between the incidence and severity of ROP and birth weight or ges-
tational age. The age of onset of ROP was four to six weeks; however, a
few newborns presented with an aggressive form of ROP called ’rush dis-
ease’ as early as three weeks of age. For those requiring treatment for
ROP, the maximum severity was about 11 weeks of age. Long term
follow-up for refractive errors was more effective between six and 12
months and again at four years.
CONCLUSION: Very premature or very low birth weight infants are at
highest risk of ROP. Based upon published information, an optimal
screening schedule is recommended and a long term follow-up strategy is
provided.
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Comité d’étude du fœtus et du nouveau-né, Société
canadienne de pédiatrie. La fibroplasie
rétrocristallinienne : Une étude systématique de la
documentation médicale.
OBJECTIF : Participer au diagnostic de fibroplasie rétrocristallinienne
(FRC) afin de faciliter un traitement rapide favorisant la prévention de la cé-
cité.
SOURCE DES DONNÉES : Une étude systématique sur MEDLINE à l’aide
des mots-clés suivants : retinopathy of prematurity, retrolental fibroplasia,
blind, blindness, vision screening, cryotherapy, cryosurgery, laser et ablative
therapy. On a numérisé les références bibliographiques obtenues par la
technique précédente afin de déceler celles qui avaient été omises pen-
dant la recherche originale.
SÉLECTION DES DONNÉES : On a retenu huit études démographiques
portant sur l’incidence et la gravité de la FRC. D’autres études de la FRC
ont été incluses parce qu’elles contribuent à mieux comprendre l’évolu-
tion naturelle, le traitement ou l’issue à long terme de la FRC.
EXTRACTION DES DONNÉES : Les données ont été analysées de manière
cumulative à partir d’études démographiques pour déterminer l’incidence
de FRC. Pour ce qui est de l’évolution naturelle, du traitement et du calen-
drier des examens oculaires, les données proviennent d’études individu-
elles.
SYNTHÈSE DES DONNÉES : Les nourrissons les plus vulnérables à la FRC
pesaient 1 500 g ou moins à la naissance ou avaient 30 semaines ou moins
d’âge gestationnel. L’incidence et la gravité de la FRC sont inversement
proportionnelles au poids à la naissance ou à l’âge gestationnel. La FRC se
manifeste entre l’âge de quatre et six semaines, mais quelques nouveau-
nés présentent une forme agressive de FRC, la «maladie précipitée», dès
l’âge de trois semaines. Pour ceux qui ont besoin d’un traitement contre la
FRC, la gravité maximale s’observe à l’âge d’environ 11 semaines. Le suivi à
long terme du pouvoir réfractif est plus efficace entre six et douze mois,
puis à quatre ans.
CONCLUSION : Les nourrissons très prématurés ou de très petit poids à la
naissance sont les plus vulnérables à la FRC. Selon les renseignements pub-
liés, on recommande un calendrier de dépistage optimal et on propose
une stratégie de suivi à long terme.
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using cryotherapy. It is, therefore, essential that those who

care for preterm infants know whom and when to screen

for ROP. The purpose of this paper is to examine available

evidence critically in order to answer the following ques-

tions:

� Who is at high risk of developing ROP?

� Who should examine the eyes of preterm infants to

identify ROP?

� When should ophthalmological examinations be

performed?

� When should treatment be administered for ROP?

� When should long term follow-up of those with ROP

be performed?

Although most of the information in this review is di-

rected at neonatologists and ophthalmologists, the infor-

mation about follow-up after discharge from the neonatal

intensive care unit is of importance to paediatricians

and family physicians.

Definition of terms: For the purposes of this review, the

following definitions of terms are used.

� Plus disease: Presence of ROP in which there is

dilation and tortuosity of vessels in the posterior

part of the retina.

� Rush disease: A rapidly progressive form of ROP

with a poor prognosis.

� Threshold disease: At least five contiguous or

eight cumulative clock hours of stage 3 ROP in

zone 1 or 2 when ‘plus disease’ is present.

METHODS
A computerized search of MEDLINE from January

1966 to December 1997 was performed for the follow-

ing key words: “retinopathy of prematurity”, “retrolental

fibroplasia”, “blind”, “blindness”, “vision screening”,

“cryotherapy”, “cryosurgery”, “laser” and “ablative ther-

apy”. No language restrictions were applied when con-

ducting this review. However, all population-based

studies were found in English language publications. To

obtain as complete a data set of references as possible,

the bibliographies of the references found using the

above techniques were scanned for references missed in

the primary search.

To define a group at high risk of ROP, only

population-based cohort studies of high risk infants

who were screened from six to seven weeks postnatal

age until the peripheral retina was fully vascularized

were included. Although the 1984 International Classi-

fication of Retinopathy of Prematurity (3) has made

the diagnosis of ROP more consistent, articles were

not excluded if they failed to use this classification sys-

tem.

To answer the question of when to start screening for

ROP, studies were included in this review if they used
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TABLE 1: Basic characteristics of eight population-based studies of retinopathy of prematurity (ROP)

First author (reference) Entry criteria for ROP* screening Era of screening Country or region of origin Follow-up rate

Saigal et al 1984 (12) Birth weight 501 to 1000 g 1977 to 1980 Ontario, Canada 92%

Ng et al 1988 (10) Birth weight 1700 g or less and
survived three weeks or longer

1985 to 1987 Three health regions, Great
Britain

93%

Darlow 1988 (11) Birth weight 500 to 1499 g and
survived

1986 New Zealand 93%

Fledelius 1990 (9) Birth weight 2 kg or less, or gestation
34 weeks or less and “risk factors
not specified”

1982 to 1987 Frederiksborg County,
Denmark

Unknown

Holmström et al 1993 (6) Birth weight less than 1500 g and
survived eight weeks or longer

1988 to 1990 Stockholm County, Sweden 88%

Barnekow and Stigmar 1993 (8) Gestation less than 33 weeks or birth
weight 1500 g or less

Unknown Region of southern Sweden 90%

Maly 1993 (7) Gestation less than 33 weeks or birth
weight less than 1500 g

1986 to 1990 Malmö, Sweden 90%

Haugen and Markestad 1997 (13) Birth weight less than 1500 g 1989 to 1993 Two counties in western
Norway

85%

Figure 1) Incidence of retinopathy of prematurity based upon data cumula-
tively derived from surviving infants
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early ophthalmological evaluations of infants at risk of

ROP. Because there are limited data in the literature of

‘rush disease’, experience from case reports or other an-

ecdotal experience was also included.

To study the frequency of eye screens, studies that in-

cluded a group at high risk for ROP and provided details

of ophthalmological examination schedules were includ-

ed. Studies were included if ophthalmological examina-

tions were initiated no later than at six to seven weeks

postnatal age and follow-up examinations occurred at

least every two weeks until the retina was fully vascular-

ized or the infant required treatment for ROP. The data

on the natural history did not all come from population-

based studies.

Finally, the question of ablative therapy for ROP was ad-

dressed (2,4,5), and research priorities were identified.

RESULTS
Who is at high risk of developing ROP?
Answer: Infants born at 30 weeks’ gestation and younger

or those weighing 1500 g or less at birth are at high risk.

Twenty-one population-based studies satisfying the

search criteria were found (6-26). Nine studies (14-22)

did not describe ROP by stage and were not considered

further, and another four studies were found to include

duplicate data (23-26), leaving eight population-based

studies for inclusion (Table 1). Several other studies (27-

39) were not included because they were not population-

based. Of the eight population-based studies, one was

from an exclusively urban population (7), while the others

were a mix of rural and urban populations.

Figure 1 which was derived cumulatively (n=698)

from four studies that reported ROP by stage in 250 g

birth weight groups (6,8-10), graphically depicts the inci-

dence of ROP and shows an inverse relationship between

birth weight and the incidence of ROP. Table 2 summa-

rizes the incidence of severe ROP (stage 3 or more) in sur-

vivors (n=2005) by birth weight (6,8-12). Figure 1 and

Table 2 differ because not all studies reported data by

250 g birth weight groups; fewer studies are included in

Figure 1.

Both Figure 1 and Table 2 indicate that infants with

more than a 1500 g birth weight have a very low risk of de-

veloping ROP, particularly stage 3 or greater retinopathy

that occurs in less 1% of these infants. These infants

therefore would be expected to be at very low risk for

blindness from ROP. Furthermore, the British Columbia

Health Surveillance Registry of all births in the province

between 1952 and 1986 (21) reported a rate of blindness

due to ROP in British Columbia in infants greater than

1500 g birth weight of only two per 100,000 live births.

Most of the infants with blindness in this group were born

between 1952 and 1954, during the early epidemic of

ROP. Ng et al (10) showed that none of 485 survivors who

weighed more than 1500 g at birth became blind while

Fledelius (9) noted that, of the three of 287 who developed

stage 3 or more ROP, only one became blind. However, in

a nationwide registry of visual impairment from 1971 to

1988 in Denmark (40) where registration is compulsory

to ensure educational and social benefits, 13 of 139 in-

fants who were blind due to ROP weighed more than

1500 g at birth, and 20 of 107 were 31 weeks gestational

age or older. Unfortunately, the total number of births

greater than 1500 g birth weight or 31 weeks gestational

age or older was not reported in this publication. There-

fore, the relative risk for heavier or more mature infants

cannot be determined with certainty.

None of the eight population-based reports (6-13)

identified factors that led to the development of ROP in

the heavier or more mature infant. Of the smaller infants,

Holmström et al (25) noted a statistical association be-

tween lower gestational age, lower birth weight or mater-

nal essential hypertension and the incidence of ROP. The

one heavier infant in Fledelius’ study (9) who became

blind was a 1595 g birth weight, 29 week infant who, ac-

cording to Fledelius, had rush disease. The possibility of

genetic susceptibility to ROP, for example, among aborigi-

nal people in Alaska (41) or among people from Asia (42),

may explain some of the risk. Arrøe and Peitersen (37),

reporting a hospital-based population of infants 32 weeks

or younger, noted that ROP, when corrected for birth

weight or gestational age, showed independent statisti-
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TABLE 2: Incidence of retinopathy of prematurity, stage 3 or higher, in surviving infants by birth weight

Birth weight grouping

First author (reference) 1000 g or less 100 to 11500 g More than 1500 g

Saigal et al 1984 (12) 15/117 (13%)

Ng et al 1988 (10) 14/70 (20%) 7/261 (3%) 0/174 (0%)

Darlow 1988 (11) 11/84 (13%) 1/229 (<1%)

Fledelius 1990 (9) 2/20 (10%) 9/104 (9%) 3/287 (1%)

Holmström et al 1993 (6) 25/74 (34%) 27/186 (14%)

Barnekow and Stigmar 1993 (8) 5/23 (22%) 1/100 (1%) 0/69 (0%)

Haugen and Markestad 1997 (13) 6/66 (9%) 1/141 (<1%)

Total 76/454 46/1021 3/530

Range 9% to 34% <1% to 14% 0% to 1%
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cally significant associations with early intubation, hypo-

tension, persistent ductus arteriosus and necrotising

enterocolitis. Cats and Tan (27) conducted a case con-

trolled series of 56 infants with ROP matched for sex,

birth weight and gestational age with 56 controls, and

found that septicemia and a greater number of blood

transfusions were associated with a higher incidence of

ROP. Oxygen administration has been noted to be associ-

ated with retrolental fibroplasia (43); however, use of the

transcutaneous oxygen monitoring has failed to reduce

the incidence of ROP (44). Other theoretical predisposing

factors of ROP in infants who weigh 1500 g or more at

birth include being large for gestational age, such as in-

fants of diabetic mothers or infants with hydrops fetalis,

and infants who are of low gestational age and may have

increased needs for oxygen.

It might seem more rational to identify infants at risk

of ROP based upon gestational age (Table 3). Two factors,

however, limit the use of gestational age as the only

screening criterion: first, four of the population-based

studies included infants in their screening programs

based solely on birth weight (Table 1) and second, only

two of the studies (6,7), both from Sweden, gave a de-

scription of the method of assigning gestation. The study

from the county of Stockholm used maternal dating (6)

while that from the city of Malmö (7) used antenatal ultra-

sound dating. These two techniques may not give the

same gestational age. It has been suggested that there is a

consistently lower estimate of gestation by ultrasound

than by maternal dating (45). In another study, it was

shown that factors known to affect fetal size resulted in a

systematically lower gestational age assessment (46). De-

spite these limitations, ROP seems to be more frequent in

infants 30 weeks or younger.

Who should examine the eyes of preterm infants to
identify ROP?
Answer: An observer skilled in the recognition of ROP

should conduct the examination.

Eye examination of the preterm infant requires a com-

bination of knowledge of the International Classification

of Retinopathy of Prematurity (3) and skills in conducting

the examination. Unfortunately, some regions in Canada

do not possess the expertise to identify ROP properly and

are at a great distance from centres that possess this ex-

pertise. This presents special problems in identifying

ROP in infants cared for in these regions. Proper provi-

sion must be made for appropriate ophthalmological as-

sessments at all institutions caring for very low birth

weight or very preterm infants.

When should eye assessments be performed?
Answer: The first examination should be performed at

four to six weeks. Regular follow-up examinations should

occur every two to four weeks if no ROP is identified. For

those with ROP, more frequent examinations are neces-

sary.

The issue of when to initiate examinations of the eyes is

based upon the studies with early eye assessments. The

Japanese were the first to report the rush form of ROP

(47-49). Nissenkorn et al (50) later reported three infants

with normal ophthalmological examinations at two weeks

of age but who had stage 3 ROP at four to five weeks of

age. All three were of 26 weeks gestational age, and

weighed between 800 and 950 g at birth and represented

5% of cases of ROP. Acheson and Schulenburg (51) noted

four of 137 (1.3%) infants from a hospital-based popula-

tion with rush disease. Four infants in the Danish study by

Fledelius (9) were observed to have rush disease, repre-

senting 4% of surviving newborns of younger than 31

weeks gestational age or 2.4% of very low birth weight in-

fants. These four children were between 25 and 30 weeks

gestational age at birth and had birth weights of 920 to

1595 g. All four developed stage 4 or 5 ROP and ulti-

mately became blind. In the Danish study by Nødgaard et

al (15), four of 141 (3%) very low birth weight infants de-

veloped ROP within six to nine weeks of birth and pro-

gressed to stage 4, representing 16% (four of 25) of all

cases of ROP in their region. Although the rush form of

ROP was not commented upon in Holmström et al’s study

(6), the earliest onset of ROP was at three weeks of age. Fi-

nally, in a population-based study of infants born between

1981 and 1985 in East Midlands of England, Fielder and

colleagues (26) noted that four of the 143 (3%) infants who

developed ROP did so before 35 days postnatal age. Unfor-

tunately, most publications failed to give denominators
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TABLE 3: Retinopathy of prematurity, stage 3 or higher, in surviving infants by gestational age

Gestational age in weeks

First author 28 weeks or younger 29 to 30 weeks 31 to 32 weeks Older than 32 weeks

Darlow 1988 (11) 11/124 (9%) 1/112 (1%) 0/50 (0%) 0/27 (0%)

Maly 1993 (7) 19/47 (40%)

Fledelius 1990 6/30 (20%) 6/63 (10%) 1/81 (1%) 0/237 (0%)

Holmström et al 1993 (6) 32/110 (29%) 16/84 (19%) 4/44 (9%) 0/22 (0%)

Barnekow and Stigmar 1993 (8) 6/52 (12%) 0/49 (0%) 0/85 (0%) 0/7 (0%)

Total, 74/363 23/308 5/260 0/293

Range 9% to 40% 0% to 19% 0% to 9% 0 to 1%
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making it difficult to determine the incidence of rush dis-

ease with any certainty; however, it probably represents

fewer than 5% of the infants developing ROP.

One publication resulting from the Randomized Trial

of Cryotherapy included serial eye examinations of all in-

fants weighing less than 1250 g at birth who were enrolled

in the study (52). A precise age of onset could not be easily

determined despite initial examinations at four to six

weeks of age because 21.5% had already developed some

degree of ROP by that age. The first examination occurred

at an average age of five weeks of age or 33 weeks post-

menstrual age. The age at which severe retinal involve-

ment (threshold disease) was most commonly recognized

was 37 weeks postmenstrual age or 11 weeks (range five

to 21 weeks) postnatal age.

In the study by Fledelius (9), the mean ± SD postnatal

age of onset of ROP was 6.3±1.4 weeks. Postmenstrual

age was 36.0±2.3 weeks at onset of disease (range 31 to

42 weeks). Holmström et al (23) found a similar age of on-

set, 7.9 weeks (range three to 16) postnatal age or 36

weeks (range 31 to 43) weeks postmenstrual age. Fielder

et al (42) noted 92% of those with ROP presented between

30 and 40 weeks postmenstrual age.

When should treatment be administered for ROP?
Answer: Treatment should be administered in the pres-

ence of stage 3 ROP with severe retinal involvement.

The multicentre trial of ablative treatment was de-

signed to determine whether treating infants with birth

weight less than 1251 g and severe retinal involvement

reaching threshold disease with cryotherapy could pre-

vent unfavourable ophthalmological outcome. The inves-

tigators defined an unfavourable outcome as a retinal fold

involving the macula; a retinal detachment involving zone

1 of the posterior pole; or retrolental tissue or ‘mass’. Se-

vere retinal involvement was called ‘threshold disease’

and was defined as at least five contiguous or eight cumu-

lative clock hours of stage 3 ROP in zone 1 or 2 when plus

disease was present. Infants with symmetrical severe reti-

nal involvement had one eye randomly assigned to receive

ablative treatment with cryotherapy and the other eye as-

signed to the untreated group. Infants in whom only one

eye developed severe retinal involvement were randomly

assigned to one of the two groups. An unfavourable out-

come occurred in 36 of 153 eyes treated with ablative

therapy compared with 67 of 147 untreated eyes (relative

risk favouring the treated group 0.52, 95% confidence in-

terval 0.37 to 0.72).

Laser photocoagulation has also been used as ablative

therapy and to date four randomized controlled trials

have been conducted comparing laser photocoagulation

with cryotherapy (53-56). Preliminary results suggest the

two techniques give similar results but more work needs

to be done to clarify the indications for each technique. It

is not the purpose of this publication to evaluate the vari-

ous techniques of ablative therapy for severe retinal in-

volvement from ROP.

Some ophthalmologists believe that severe retinal in-

volvement may regress and thus avoid the need for sur-

gery. If this decision is made, it is absolutely essential to

examine the eyes more frequently, usually once daily until

regression occurs.

When should long term follow-up for ROP begin?
Answer: Long term follow-up should begin within six to 12

months postcorrected gestational age and at age four years.

As part of the ablative treatment with cryotherapy for

ROP, Dobson et al (4) showed that eyes of infants with

less severe retinal involvement generally have intact vis-

ual acuity, although later complications including strabis-

mus, nystagmus, myopia, refractive errors, retinal hem-

orrhage, amblyopia or retinal detachment have been

noted in infants even when there is little or no ROP at rou-

tine screening (4,5,39). Screening such infants within one

year and again around four years of age for these potential

complications and to test for visual acuity is recom-

mended. Dobson et al (4) also showed that 50% of those

eyes with severe (threshold) retinal involvement had vis-

ual acuity so low that acuity testing could not be per-

formed and the remainder had significantly lower acuity

than those with less severe or no retinal disease. Some of

these infants could be identified with poor visual acuity as

early as one year of age.

Unresolved issues
Research priorities need to focus primarily on an effec-

tive means of prevention. In a systematic review (57), only

restriction of oxygen and vitamin A supplementation have

shown any reduction in the incidence of ROP, while nei-

ther vitamin E nor indomethacin used prophylactically

have shown reductions in the incidence of ROP. Other ar-

eas requiring systematic reviews include the use of sur-

factants or postnatal steroids.

The current treatment for ROP is ablative therapy,

with either cryotherapy or laser photocoagulation for se-

vere retinal involvement. Further randomized controlled

trials comparing the two techniques will need to be con-

ducted to determine whether one technique is superior.

A Canadian surveillance system is recommended be-

cause it would provide more information about risk fac-

tors and the long term outcome of ROP.

Finally, it is clear from reviewing the literature that

there are different recommendations regarding when to

start and how often to screen for ROP. Further clarifica-

tion of the timing of the initial and subsequent eye exami-

nations in the neonatal intensive care unit is needed.

RECOMMENDATIONS
Based upon the data presented above, the following

recommendations can be made.

Risk groups
When accurately known, a gestational age of 30 weeks

or less should be used to identify newborns requiring
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screening for ROP (Table 3). Because gestational age is

not always known and is more prone to bias (45,46) than

birth weight, those infants 1500 g birth weight or less

should also be screened (Figure 1, Table 2). A combina-

tion of gestational age and birth weight should identify al-

most all infants at risk of ROP with severe retinal

involvement. For example, in Fledelius’ study (9), the one

blind infant weighing more than 1500 g at birth was 29

weeks gestational age, and of the two others who developed

severe myopia, one was younger than 31 weeks and the

other was 35 to 36 weeks. Other infants may need to be

examined on the basis of individual patient problems.

Occasionally in discussions between ophthalmologists

and neonatologists, local problems may reveal infants in

that region at increased risk for ROP and, hence, they may

need to be added to the centre’s own screening program.

Eye examinations
Fundoscopic examination of the retina of preterm in-

fants is a procedural skill requiring ongoing practice to

develop and maintain. The examiner should be thor-

oughly familiar with the International Classification of Re-

tinopathy of Prematurity (3). Ophthalmologists are, for

the most part, the only group currently possessing this

unique combination of skills.

Schedule of ophthalmological examinations
Based upon the data presented, it is appropriate to use

corrected gestational age to schedule assessments. Such

assessments might reasonably start around 31 to 32

weeks corrected gestational age. However, as discussed

previously, gestational age is not always known, and post-

menstrual age may be unavailable. Consequently, a more

pragmatic approach is to use postnatal age starting with

the first assessment around four to six weeks of age to

identify the rush form of ROP. Repeat assessments

should be scheduled at regular intervals, at least every

two to four weeks, to identify severe potentially treatable

ROP (52). Evaluations should continue until the retina is

adequately vascularized, even if the newborn has been

transferred or discharged from the high risk neonatal

centre. In the event that ROP does occur, then more fre-

quent examinations should be scheduled as required.

Management of severe retinal involvement
Infants with severe retinal involvement due to ROP

should either be examined daily to see if the disease re-

gresses or have immediate ablative therapy of the vascu-

lar retina.

Long term follow-up ophthalmological examinations
Because of the risk of reduced visual acuity in those

with severe retinal involvement (threshold disease), an

ophthalmological evaluation should occur by one year of

age (4,5). Because moderate degrees of retinal involvement

are also associated with some reduction in visual acuity at

age three and a half to four years, an ophthalmological ex-

amination should be scheduled for four years of age.
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Retinopathy of prematurity
Answer the following questions by circling the letter of the correct answer. Answers can be found on page 207.

1. Which one of the following statements about retinopa-

thy of prematurity (ROP) is not correct:

(a) ROP was rarely seen before the 1960s.

(b) ROP is an important cause of blindness in

children.

(c) ROP is associated with the use of oxygen

supplementation.

(d) Use of transcutaneous oxygen monitoring has led

to a reduction in the number of cases of ROP.

(e) ROP is uncommonly seen in infants born with

birth weight more than 1500 g or born at more

than 30 weeks’ gestation.

2. Which one of the following statements about screening

for ROP is correct:

(a) Most pediatricians are able to easily detect ROP.

(b) Premature infants born at less than 30 weeks’

gestation should be seen by an experienced

ophthalmologist in the first two weeks of life.

(c) Premature infants born at less than 30 weeks’

gestation should be seen by an experienced

ophthalmologist by four to six weeks of life.

(d) If a premature infant does not show any clinical

evidence of ROP by six weeks of life, there is no

need for further screening.

(e) Screening for ROP is not cost effective because

there is little that can be done for infants with ROP.

3. ROP is seen in infants born less than 30 weeks’ gesta-

tion or less than 1500 g birth weight. Which one of the

following is also not an independent, statistically sig-

nificant association:

(a) male sex

(b) early intubation

(c) hypotension

(d) persistent patent ductus arteriosus

(e) necrotizing enterocolitis

4. Regarding the treatment for ROP, which one of the fol-

lowing statements is correct:

(a) Ablative therapy with cryotherapy is commonly

used to treat ROP.

(b) Most of the evidence for ablative therapy with

cryotherapy is anecdotal.

(c) Laser photocoagulation has not been as effective

as cryotherapy.

(d) Many cases of ROP regress spontaneously and do

not require treatment.

(e) Vitamin C has been found effective in treating

ROP.

5. Which one of the following statements is correct about

infants at risk for ROP and their follow-up:

(a) ROP never occurs before four weeks of

age.

(b) If the initial ophthalmoscopical examination

of infants ‘at risk’ for ROP at six weeks is normal,

there is no need for further follow-up.

(c) Children with less severe ROP have intact

visual acuity and rarely any other eye

complications.

(d) Children at risk for ROP should be followed by a

specialist in retinopathies for up to four years of

age.

(e) If an infant with ROP does not have any defect

in visual acuity, there will be no other

complications such as strabismus, myopia or

refractive errors.
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