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INTRODUCTION

Nowadays, endophthalmitis is still a rare but
dreadful complication of intraocular surgery, es-
pecially cataract and glaucoma surgery. It seems
to be useful to review the last data about epi-
demiology, diagnostic, management and, most
of all, prevention.

When thinking about endophthalmitis, many
questions arise. What are the risk factors to-
day? What are the most suitable antibiotics to
treat endophthalmitis? What is the best way to
administer them? Do we have to get vitreous
and aqueous humour samples? Do corticoste-
roids have any place in the treatment of en-
dophthalmitis? How to prevent it? And so on.

The purpose of this update is mainly to review
what are our current knowledge about the most
frequent type of endophthalmitis, that is the
one that can occur after cataract extraction.

DEFINITION AND
CLASSIFICATION

Endophthalmitis is the inflammatory answer to
a bacterial, fungal, or parasitic invasion of the
eye. More simply can we say, in the postsur-
gical cases, that endophthalmitis is a more-
than-expected ocular inflammation (1).

The endophthalmitis may be endogenous, with
an intact globe, and arising from a septicemia.
But sometimes no systemic infection can be
found.

Much more frequently is the endophthalmitis
exogenous (95% of the cases), arising through
a traumatic or surgical ocular wound.
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ENDOGENOUS
ENDOPHTHALMITIS:
A BRIEF COMMENT

This type of endophthalmitis is rare. The causa-
tive germ is more frequently a fungus, most of-
ten candida albicans, but also other subtypes
of candida and aspergillus (2). The endoge-
nous endophthalmitis may also be bacterial,
and the germs most commonly encountered are
staphylococcus aureus, and streptococcus, main-
ly streptococcus pneumoniae (3). Less frequent-
ly bacillus can be the causative microorga-
nism.

The risk factors are well known: septicemia,
multifocal systemic infection, use of intrave-
nous drugs, immunodepression, parenteral nu-
trition (4).

Hemocultures often allow the causative organ-
ism to be known before the diagnosis of en-
dophthalmitis. However, taking a vitreous sam-
ple may be necessary, especially when the en-
dophthalmitis is the first clinical manifestation
of a more widespread infection. The treatment
first includes systemic antibiotics and the treat-
ment of the risk factors. A functional vitrecto-
my, in order to restore the best vision as pos-
sible, may be indicated later, when the infec-
tion is well controlled.

POST-TRAUMATIC
EXOGENOUS
ENDOPHTHALMITIS

This complication is particularly critical. It fol-
lows a penetrating or perforating ocular injury,

with or without a retained intraocular foreign
body. The incidence of endophthalmitis after
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penetrating trauma ranges from as low as 2%
to as high as 17% (5,6). The risk of infection
is significantly higher when there is an intraocu-
lar foreign boby, even if it is a metallic one
(7,8). The causative microorganisms may be
the same as in any endophthalmitis, but with
a strong predilection for the bacillus account-
ing for approximately one fourth of the infec-
tions (5,7,9,10,11). The prognosis is usually
poor for two reasons. The first one is the main
causative germ, bacillus, that is quickly and
uniformly devastating for ocular structures. The
second one is a frequently delayed diagnosis,
because of the difficulty to make the difference
between a normal post-traumatic inflammato-
ry reaction and a true intraocular infection.

POST-SURGICAL
EXOGENOUS
ENDOPHTHALMITIS

INCIDENCE

The overall incidence of post-surgical endoph-
thalmitis is around 0.3 % (12). However, this
figure vary with the type of intraocular surgery.
The incidence after phakoemulsification (du-
ring the period from 2000 to 2003) is around
0.25% (13).

After trabeculectomy, this figure raise to 1%
(14) and even 5% (15) if antimitotic drugs are
used.

The incidence is lower after penetrating kerato-
plasty, the main risk factor being the graft con-
tamination (16).

Surprisingly, episcleral indentation for retinal
detachment treatment, even without any per-
foration, carries a small risk of endophthalmi-
tis: 0.02% (17).

Finally, the incidence of endophthalmitis after
vitrectomy is rather low, 0.05 to 0.15%. This
favorable figure may be explained by the posi-
tive intraocular pressure that is maintained du-
ring this kind of intraocular surgery (18).
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POST-CATARACT
EXTRACTION
ENDOPHTHALMITIS

INCIDENCE

On the basis of 3.140 650 cataract extrac-
tions, Taban et al have found a variable inci-
dence of post-surgical endophthalmitis, de-
pending on the period of time taken into con-
sideration (13). During the period between 1970
and 1980, the incidence was 0.327%; during
the period 1980-1990, it was 0.158%, be-
tween 1990 and 2000, the figure was the low-
est, that is 0.087%, raising to 0.265% during
the last period studied, 2000 to 2003. This
worrying increase during the last period may be
at least partially explained by a change in the
incision location for cataract extraction over the
time, the risk of postoperative endophthalmi-
tis being higher with a corneal incision. Indeed,
the same authors mention that, during the pe-
riod 1992 to 2003, the incidence of endoph-
thalmitis was 0.189% if the surgical approach
was corneal, 0.074% if it was scleral, and
0.062% if it was limbal.

RISK FACTORS

Several risk factors are well known and com-
mon to endophthalmitis of any cause. As men-
tioned above, immunosuppression is a risk fac-
tor, the most frequent situation being diabetes
(12, 19).

Other risk factors are specific to cataract ex-
traction.

As seen before, incision in clear cornea increases
the risk of post-surgical endophthalmitis (13).
A non-watertight incision, most often a corne-
al one, is an associated risk factor.
Complications during surgery, mainly vitreous
prolapse and vitreous loss, as well as increased
duration of surgery, the two factors being most
often linked, are also risk factors (19, 20).
Finally, another risk factor of post-surgical en-
dophthalmitis has recently been highlighted. It
seems that intraocular lenses made in silicone
carry a three-fold increase of risk of postoper-
ative endophthalmitis (21).

SOURCE OF INFECTION

The conjunctival flora is by far the main source
of infection, followed by these of the eyelids and
the lacrymal sac (22, 23).



Studies have shown that the contamination rate
of the aqueous humour at the end of surgery
varies between 5 and as high as 43% (24, 25).
The normal conjunctival flora is a mixture of
staphylococcus epidermidis (75-90%), staphy-
lococcus aureus (25-40%) and corynebacteri-
um species (20-75%).

SIGNS AND SYMPTOMS

The key symptoms are pain and decreased vi-
sual acuity. But it is important to keep in mind
that some patients may be asymptomatic (26,
27).

The key signs are hypopion and tyndall in the
aqueous humour. Less reliable signs are red-
ness and edema of the eyelids, conjunctival in-
jection and corneal infiltrates.

MANAGEMENT

FIRST PRIORITY: MICROBIOLOGIC
DIAGNOSIS

As soon as the diagnosis of endophthalmitis is
suspected, the first maneuver to be done is to
obtain a vitreous sample in order to find the
causal microorganism. A sample of aqueous
humour may be useful also, but the priority is
to get some vitreous by tap, biopsy or vitrec-
tomy (see below).

The probability to find a microorganism by di-
rect examination or by culture is indeed higher
in the vitreous (40 to 69% of the cases) than
in the agueous humour (22 to 30%) (28). The
microorganisms found are gram + bacteria in
85 to 94% of the cases (29, 30): staphylococ-
cus epidermidis is the most common (45-
50%), followed by streptococcus species (24-
38%) and staphylococcus aureus (7-11%).
However, the causal germs are changing. In the
endophthalmitis vitrectomy study (EVS) (30)
methicillin-resistant staphylococcus aureus
(MRSA) were found in 1.9% of culture-posi-
tive endophthalmitis. In a more recent study,
MRSA were found in 18% of the cases, among
which 2/3 ended up with a final visual acuity
of hand motions or less (31). This change is of
concern as we have to deal with an increasing
number of intra-ocular infections that are more
difficult to eradicate.

SECOND PRIORITY: INTRA-VITREAL
ANTIBIOTICS

In order to cover as well as possible all the
germs that can be responsible for the endoph-
thalmitis, two combinations of two antibiotics
are to be recommended (14). The first one is
vancomycin 1 mg + ceftazidine 2.25 mg, and
the second one is vancomycin 1 mg + amika-
cin 0.4 mg. Vancomycin is useful to cover the
gram+ organisms and particularly staphylo-
coccus epidermidis, that is still the most com-
mon germ responsible for post-cataract extrac-
tion endophthalmitis (32). Either ceftazidine or
amikacin may be efficient against gram- organ-
isms. However both have a drawback: when
used together with vancomycin, ceftazidine may
precipitate and become less biodisponible. Ami-
kacin has the advantage to have a synergistic
activity with vancomycin against gram+ organ-
isms, but may cause macular infarction in less
than 0.5% of the cases (33, 34).

When a fungal endophthalmitis is suspected or
proved, amphotericin 5ug is the treatment of
choice. If the organism is resistant, voricona-
zole 100 ug might be useful (oral communica-
tion, Euretina meeting, mai 2008) (35).

SYSTEMIC ANTIBIOTICS?

In the EVS study, patients were randomized in
two groups, with and without systemic antibio-
therapy (30). The treatment used was intrave-
nous ceftazidine and amikacin for 5 to 10 days.
There was no difference in final visual acuity
or media clarity with or without the use of sys-
temic antibiotics. However, this antibiotic com-
bination shows a poor penetration in the vitre-
ous cavity. Of note is that this penetration is
even negligible for intravenous vancomycin. The
systemic treatment that was choosen in the
EVS study may be described as obsolete in
2009. Certainly can we not base our judge-
ment on the EVS results to decide whether sys-
temic antibiotics are necessary or not in the
treatment of acute post-cataract extraction en-
dophthalmitis.

So far, there has been no definitive study to
prove that the endophthalmitis patient is bet-
ter managed with than without systemic anti-
biotherapy along with intra-vitreal antibiotics
(36). In the daily practice, we are inclined to
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prescribe systemic antibiotics, and the best
choice today would be a quinolone. This fami-
ly of antibiotics is characterized by a good bio-
availability, a long half-life, and a good pene-
tration in the vitreous cavity. The quinolones are
quickly bactericidal (37) . Which one to choose?
Ciprofloxacine has been the first one to be used,
but several cases of bacterial resistance have
emerged (38, 39). Experts in the field recom-
mend the use of a third-generation quinolone
such as moxifloxacine (AVELOX ®) and gatiflox-
acine (not commercially available in Belgium)
(oral communication, Euretina meeting, mai
2008).

IMMEDIATE VITRECTOMY OR NOT?

In the EVS study, there was no difference in vi-
sual outcome whether or not an immediate vit-
rectomy was performed if the initial visual acu-
ity was hand motions or better (30). However,
in those patients with initial light perception
only vision, immediate vitrectomy produced a
threefold increase in the frequency of achie-
ving 20/40 or better visual acuity and a 50%
decrease in the frequency of severe visual loss
over immediate vitreous tap or biopsy.

We may recommend immediate vitrectomy when
the initial visual acuity is reduced to light per-
ception only, and delayed vitrectomy if there is
no clinical improvement 48 hours after intra-
vitreal antibiotic injection.

Once the infection is well controlled, a func-
tional vitrectomy may also be necessary in or-
der to improve the final visual acuity, should the
vitreous remains opaque.

CORTICOSTEROIDS: YES OR NO?

The use of corticosteroids in the treatment of
endophthalmitis is still a matter of debate. There
is not a single prospective randomized study
which could have proved the efficacy of corti-
costeroids in this situation, at least on the vi-
sual outcome (40).

The rationale for the use of corticosteroids is
that the ocular inflammation that occurs du-
ring endophthalmitis may become the main
cause of irreversible complications (41). For
this reason, several authors advocate early and
massive use of corticoids (42, 43, 44).

46

Corticotherapy may probably be started as soon
as 48 hours after the beginning of the antibio-
therapy, if a fungal infection is not suspected.
Dexamethasone may be injected in the vitre-
ous cavity. The recommended dose is 400 ug
(40). However the half-life is quite short, 4
hours.

In our opinion, systemic treatment with corti-
coids is not advised because of the many general
contra-indications and side effects.

Most often corticoids drops and sub-conjunc-
tival injections are used, but their action is main-
ly directed toward the anterior segment.

FROM THE MICRO-ORGANISM TO
THE CLINICAL FEATURES

According to the EVS Study, endophthalmitis
share several characteristics when the causal
micro-orgasmism is virulent, that means all the
germs except for coagulase (-) staphylococci
(30). A virulent micro-organism should be sus-
pected when the endophthalmitis occurs less
than 48 hours after cataract surgery, when the
presenting visual acuity is reduced to LP only,
when the pupillary red reflex is lost and when
there is a corneal infiltrate or a non-waterthight
surgical wound. On the other hand, a coagu-
lase (-) staphylococcus will typically cause a
less acute endophthalmitis with a better prog-
nosis (1, 45), occuring not earlier than the fourth
day after cataract surgery, or even a subacute
or chronic intra-ocular infection. Staphylococ-
cus aureus releases many toxins and may cause
an acute, necrotizing endophthalmitis with a
guarded prognosis.

Streptocccus species typically cause an hyper-
acute endophthalmitis with a very poor prog-
nosis. This is especially true for Strepococcus
pneumoniae (1, 46).

Propionibacterium acnes and several coryne-
bacteria may cause chronic endophthalmitis
that may sometimes improve temporarily with
corticotherapy only. The diagnosis may be chal-
lenging, but the prognosis is quite good (47,
48).

PROPHYLAXIS
PRE-OPERATIVE EXAMINATION

It is important to detect and treat pre-opera-
tively the patients at risk, such as those with



immunodepression (most commonly diabetes)
(12, 19), or chronic infection in the vicinity of
the eye (most commonly dacryocystitis (49).

ASEPSIS

General guidelines for hand washing and opera-
tive field draping must be followed. But the
single most important step is to decontami-
nate the operative field: lids, ocular surface and
conjunctival cul-de-sacs with 10% aqueous poly-
vidone iodine before surgery. This is the only
specific prophylaxis that has been proved to de-
crease the incidence of post-cataract extrac-
tion endophthalmitis (50).

ANTIBIOPROPHYLAXIS

Antibioprophylaxis is a matter of controversy
(51). The last published recommendations have
been done by the European Society of Cataract
and Refractive Surgeons (ESCRS) (52). The
only indication for systemic pre-operative anti-
biotherapy is severe atopia. In this situation,
staphylococcus aureus may colonize the lid mar-
gins, and antibiotics may be given per os (52).
The intravenous route is not advised. Topical
antibioprophylaxis, mainly with fluoroquinolo-
nes, is commonly used before cataract surgery,
without any definite proof of efficacy (53, 54).
In spite of the positive results of several stu-
dies, antibiotics should not be used in the irri-
gation fluid during phakoemulsification (55,
56). However, a single prospective random-
ized study dealing with 16000 cases of pha-
coemulsification has shown that cefuroxime
(Img in 0.1 ml), a third-generation cepha-
losporin, given intra-camerally at the comple-
tion of surgery would decrease five-fold the risk
of post-operative endophthalmitis (21).

CHRONIC ENDOPHTHALMITIS

Chronic endophthalmitis accounts for as many
as 20% of post-cataract surgery endophthalmi-
tis. This particular form of intra-ocular infec-
tion typically appears several weeks to several
months after surgery. It can mimic a chronic
uveitis, and the beginning is insidious. A pathog-
nomonic sign is the development of white
plagues on the posterior capsule and the intra-
ocular implant. This kind of infection is usual-
ly corticoid-respondent and may become cor-

ticoid-dependent. The most common causal
germs are Staphylococcus epidermidis, propi-
onibacterium acnes, and some corynebacteria
(47, 48). These micro-organisms share the par-
ticularity to secrete a biofilm that allows them
to adhere to prosthesis such as intra-ocular im-
plants, and to survive in a quiescnt state (57).
These characteristics explain why this type of
endophthalmitis may be triggered by YAG pos-
terior capsulotomy.

CONCLUSION

Diagnosis, management and prevention of post-
cataract extraction endophthalmitis in an
evolving matter. In each endophthalmitis case,
the true challenge is to take right and quick de-
cisions in order to restore the best vision as pos-
sible. Nowadays, most cases are still caused
by staphylococcus epidermidis, and a useful vi-
sual function can mostly be salvaged provided
the treatment is promptly started.

REFERENCES

(1) DRIEBE W.T., MANDELBAUM S., FORSTER
R.K., et al. — Pseudophakic endophthalmitis.
Ophthalmology 1986, 93, 442-8.

(2) HOLLAND G.N . — Endogenous fungal infec-
tions of the retina and the choroid. In Retina,
third edition, volume two, editor-in-chief Ryan
S. 2001, 1632-46

(3) OKADA A.A., JOHNSON R.P, LILES W.C.,
D’AMICO D.J., BAKER A.S. — Endogenous bac-
terial endophthalmitis: report of a ten-year res-
trospective study. Ophthalmology 1994, 101,
832-8.

(4) GREENWALD M.J., WOHL L.G., SELL C.H. —
Metastatic bacterial endophthalmitis: a con-
temporary reappraisal. Surv Ophthalmol 1986,
31, 81-101.

(5) BOLDTH.C., PULIDO J.S., BLODI C.S., FOLK
J.C., WEINGEIST T.A. — Rural endophthalmi-
tis. Ophthalmology 1989, 96, 1722-6.

(6) GILBERT C.M., SOONG H.K., HIRST LW. - A
two-year prospective study of penetrating ocu-
lar trauma at the Wilmer Ophthalmological In-
stitute. Ann Ophtahimol 1987, 19, 104-6.

(7) BRINTON G.S., TOPPING T.M., HYNDIUK R.A.,
AABERG T.M., REESER F.H., ABRAMS G.W.
— Posttraumatic endophthalmitis. Arch
Ophthalmol 1984, 102, 547-50.

(8) WILLIAMS D.F., MIELER W.F., ABRAMS G.W.,
LEWIS H. — Results and prognostic factors in

47



(9)

(10)

(11)

(12)

(13)

(14)

(15)

(16)

(17) HO PRC.,

(18)

(19)

(20)

penetrating ocular injuries with retained int-
raocular foreign bodies. Ophthalmolgy 1988,
95, 911-6.

DAVEY R.T., TAUBER W.B. — Posttraumatic
endophthalmitis: the emerging role of Bacil-
lus cereus infection. Rev Infect Dis 1987, 9,
110-23.

O'DAY D.M., SMITH R.S., GREGG C.R., TURN-
BULL PE.B., HEAD W.S., IVES G.A., HO PC.
— The problem of Bacillus species infection
with special emphasis on the virulence of
Bacillus cereus . Ophthalmology 1981, 88,
833-8.

SCHEMMER G.B., DRIEBE W.T. — Post-trau-
matic Bacillus cereus endophthalmitis. Arch
Ophthalmol 1987, 105, 342-4.

KATTAN H.M., FLYNN H.W., PFLUGFELDER
S.C., ROBERTSON C., FORSTER R.K. — Noso-
comial endophthalmitis survey. Current inci-
dence of infection after intraocular surgery.
Ophthalmology 1991, 98, 227-38.

TABAN M., BEHRENS A., NEWCOMB R.L.,
NOBE M.Y., SAEDI G., SWEET PM., MCDON-
NELL PJ. — Acute endophthalmitis following
cataract surgery: a systematic review of the lit-
erature. Arch Ophthalmol 2005, 123, 613-
20.

AABERG T.M., FLYNN H.W., SCHIFFMAN J.
— Nosocomial acute-onset postoperative end-
ophthalmitis survey: a ten-year review of inci-
dence and outcomes. Ophthalmology 1998,
105, 1004-10.

WOLNER B., LIEBMANN J.M., SASSANI J.W.,
RITCH R., SPEAKER M., MARMOR M. — Late
bleb-related endophthalmitis after trabeculec-
tomy with adjunction of 5-fluoro-uracil. Opht-
halmology 1991, 98, 1053-60.

KLOESS PM., STULTING R.D., WARING G.O.
I, WILSON L.A. — Bacterial and fungal en-
dophthalmitis after penetrating keratoplasty.
Am J Ophthalmol 1993, 115, 309-16.
MCMEEL J.W. — Bacterial
endophthalmitis after retinal surgery. Retina
1983, 3, 99-102.

BACON A.S., DAVISON C.R., PATEL B.C., FRA-
ZER D.G., FICKER L.A., DART J.K.G. — Infec-
tive endophthalmitis following vitreoretinal sur-
gery. Eye 1993, 7, 529-34.

MENIKOFF J.A., SPEAKER M.G., MARMOR
M., RASKIN E.M. — A case-control study of risk
factors for postoperative endophthalmitis. Opht-
halmology 1991, 98, 1761-8.

JAVITT J.C., VITALE S., CANNER J.K. — Na-
tional outcomes of cataract extraction follo-
wing inpatient surgery. Arch Ophthalmol 1991,
109, 1085-9.

48

(21)

N
N

(23)

(24)

(25)

(26)

(27)

(28)

ESCRS — Endophthalmitis Study Group. Prop-
hylaxis of postoperative endophthalmitis follo-
wing cataract surgery: results of the ESCRS
multicenter study and identification of risk fac-
tors. J Cataract Refract Surg 2007, 33, 978-
88.

SPEAKER M.G., MILCH F.A., SHAH M.K., EIS-
NER W., KREISWIRTH B.N. — Role of exter-
nal bacterial flora in the pathogenesis of acute
postoperative endophthalmitis. Ophthalmology
1991, 98, 639-50.

BANNERMAN T.L., RHODEN D.L., ALLISTER
S.K., MILLER M.J., WILSON L.A. — The source
of coagulase-negative staphyloccoci in the En-
dophthalmitis Vitrectomy Study. Arch Ophthal-
mol 1997, 115, 357-61.

FEYS J., EDMOND J.P, SALVANET-BOUCCA-
RA A., DUBLANCH et al — Etude bactériolo-
gique du liquide intra-oculaire en fin
d'intervention de cataracte. J Fr Ophtalmol
1993, 16, 501-10.

DICKEY J.B., THOMPSON K.D., JAY W.M. —
Anterior chamber aspirate cultures after un-
complicated cataract surgery. Am J Ophthal-
mol 1991, 112, 278-82.

ROWSEY J.J., JENSEN H., SEXTON D.J. - Cli-
nical diagnosis of endophthalmitis. Int
Ophthalmol Clin 1987, 27, 82-8.

CARONIA R.M., SEEDOR J.A., KOPLIN R.S,,
SHAH M.K., GUINTO E.A. — Trends in posto-
perative endophthalmitis: a review of 134 ca-
ses. Invest Ophthalmol Vis Sci 1989, 30, 450.
SALVANET-BOUCCARA A. — Endophtalmies.
Encycl Med chir 1995, 21-250-D-40, 12p.

(29) SALVANET-BOUCCARAA., FORESTIER F.,, COS-

(30)

(31)

(32)

CAS G., ADENIS J.P, DENIS F. — Endophtal-
mies bactériennes. Résultats ophtalmologiques
d'une enquéte prospective multicentrique na-
tionale. J Fr Ophtalmol 1992, 15, 669-78.
The Endophthalmitis Vitrectomy Study Group.
— Results of the Endophthalmitis Vitrectomy
Study. A randomized trial of immediate vitrec-
tomy and of intravenous antibiotics for the trea-
tment of postoperative bacterial endophthal-
mitis. Arch Ophthalmol 1995, 113, 1479-
96.

DERAMO V.A., LAl J.C., WINOKUA J., LUCHS
J., UDELL I.J. — Visual outcome and bacterial
sensitivity after methicillin-resistant Staphylo-
coccus aureus-associated acute endophthal-
mitis. Am J Ophthalmol 2008, 145, 413-7.
PFLUGFELDER S.C., HERNANDEZ E., FLIES-
TER S.J., ALVAREZ J., PFLUGFELDER M.E.,
FORSTER R.K. — Intravitreal vancomycin. Re-
tinal toxicity, clearance and interaction with
gentamicin. Arch Ophthalmol 1987, 105, 831-
7.



(33)

(34)

(35)

(36)

(37)

(38)

(39)

(40)

(41)

(42)

(43)

(44)

(45)

CAMPOCHIARO PA., GREEN R. — Toxicity of
intravitreous ceftazidime in primate retina. Arch
Ophthalmol 1992, 110, 1625-9.

DOFT B.H., BARZA M. — Ceftazidime or amika-
cin: choice of intravitreal antimicrobials in the
treatment of postoperative endophthalmitis.
Arch Ophthalmol 1994, 112, 17-8.
ERRERA M.H., BARALE PO., NOURRY H.,
ZAMFIR O., GUEZ A., WARNET J.M., SAHEL
J.A., CHAUMEIL C. — Endophtalmie a Phoma
glomerata aprés plaie du globe et efficacité du
traitement par voriconazole en intravitréen. J
Fr Ophtalmol 2008, 31, 62-6.

NG J.Q., MORLET N., PEARMAN J.W., CON-
STABLE J.J., MCALLISTERI.L., KENNEDY C.J.,
ISAACS T., SEMMENS J.B., TEAM EPSWA. —
Management and outcomes of postoperative
endophthalmitis since the endophthalmitis vi-
trectomy study: the Endophthalmitis Popula-
tion Study of Western Australia (EPSWA)’s fifth
report. Ophthalmology 2005, 112, 1199-
206.

COCHEREAU-MASSIN I. — Fluorogquinolones et
endophtalmies bactériennes expérimentales.
These d'université, 1992, Paris VII.

DAUM T.E., SCHABERG D.R., TERPENNING
M.S., SOTTILE W.S., KAUFMAN C.A. — In-
creasing resistance of Staphyloccocus aureus
to ciprofloxacin. Antimicrob Agents Chemother
1990, 34, 1862-3.

SNYDER M.E., KATZ H.R. — Ciprofloxacin-re-
sistant bacterial keratitis. Am J Ophthalmol
1992, 114, 336-8.

DAS T.,, JALALI S., GOTHWAL V.K., SHARMA
S., NADUVILATH T.J. — Intravitreal dexamet-
hasone in exogenous bacterial endophthalmi-
tis: results of a prospective randomised study.
Br J Ophthamol 1999, 83, 1050-5.
SPEAKER M.G., MENIKOFF J.A. — Postopera-
tive endophthalmitis: pathogenesis, pro-
phylaxis and management. Int Ophthalmol Clin
1993, 33, 51-70.

AUCLIN F., ULLERN M. — Valeur des corticoi-
desdans letraitement des endophtalmies post-
opératoires. J Fr Ophtalmol 1993, 16, 446-
52.

GRAHAM R.O., PEYMAN G.A. — Intravitreal in-
jection of dexamethasone: treatment of expe-
rimentally induced endophthalmitis. Arch Opht-
halmol 1974, 92, 149-54.

PEYMAN G.A., HERBST R. — Bacterial endo-
phthalmitis: treatment with intraocular injec-
tion gentamicin and dexamethasone. Arch
Ophthalmol 1974, 92, 416-8.

PAVAN PR., OTEIZAE.E., HUGUES B.A., AVNI
A. — Exogenous endophthalmitis initially trea-

(46)

(47)

(48)

(49)

(50)

(51)

(52)

(53)

(54)

(55)
(56)
(57)

ted without systemic antibiotics. Ophthalmo-
logy 1994, 101, 1289-97.

STERN A.G., ENGEL H.M., DRIEBE W.T. —
The treatment of postoperative endophthalmi-
tis, results of differing approaches to treatment.
Ophthalmology 1989, 96, 62-6.

MEISLER D.M., MANDELBAUM S. — Propio-
nibacterium-associated endophthalmitis after
extracapsular cataract extraction. Ophthalmo-
logy 1989, 96, 54-61.

WINWARD K.E., PFLUGFELDER S.C., FLYNN
H.W. JR, ROUSSEL T.J., DAVIS J.L. — Propio-
nibacterium endophthalmitis. Treatment stra-
tegies and long-term results. Ophthalmology
1993, 100, 447-51.

WEBER D.J., HOFFMAN K.L., THOFT R.A.,
BAKER A.S. — Endophthalmitis following in-
traocular lens implantation: report of 30 ca-
ses and review of the literature. Rev Infect Dis
1986, 8, 12-20.

SPEAKER M.G., MENIKOFF J.A. - Pro-
phylaxis of endophthalmitis with topical povido-
ne-iodine. Ophthalmology 1991, 98, 1769-75.
LIESEGANG T.J. — Use of antimicrobials to pre-
vent postoperative infection in patients with cata-
racts. Curr Opin Ophthalmol 2001, 12, 68-74.
ESCRS guidelines on prevention, investigation
and management of postoperative endophthal-
mitis. Dublin, European Society of Cataract and
Refractive Surgeons, version 2, 2007.
LEEMING J.P, DIAMOND J.P, TRIGG R., WHI-
TE L., BING HOH H,. ESATY D.L. — Ocular pe-
netration of topical ciprofloxacin and norfloxa-
cin drops and their effect upon eyelid flora. Br
J Ophthalmol 1997, 78, 546-8.

CHITKARA D.K., MANNER T., CHAPMAN F,,
STODART M.G., HILL D., JENKINS D. — Lack
of effect of preoperative norfloxacin on bacte-
rial contamination of anterior chamber aspira-
tes after cataract surgery. Br J Ophthalmol
1994, 78, 772-4.

PEYMAN G.A., DAUN M. — Prophylaxis for endopht-
halmitis. Ophthalmic Surg 1994, 25, 671-4.
GILLS J.P. — Antibiotics in irrigating solutions.
J Cat Refract Surg 1987, 13, 334.

ELDER M.J., STAPELTON F., EVANS E., DART
J.K. — Biofilm-related infections in ophthalmo-
logy. Eye 1995, 9, 102-9.

Correspondence and reprints

Prof. Dr A.C. Gribomont

St Luc University Hospital

Department of Ophthalmology

Avenue Hippocrate, 10

1200 Brussels

Belgium

e-mail: Anne-Catherine.Gribomont@uclouvain.be

49





