assessment of propensity scores are described in our previ-
ous article." The demographics, comorbidities, and use of
comedications were comparable between subjects with
NAION and their matched controls when they entered
the cohort. The results of sensitivity analyses also showed
that incident NAION was not associated with an increased
risk of ischemic stroke (HR = 1.10; 95% CI, 0.48-2.53 in
model 1; HR = 1.06; 95% CI, 0.46-2.42 in model 2; and
HR =1.03;95% CI, 0.45-2.35 in model 3) and hemorrhag-
ic stroke (HR = 1.40;95% CI, 0.91-2.14 in model 1; HR =
1.31; 95% CI, 0.85-2.00 in model 2; and HR = 1.27; 95%
CI, 0.83-1.95 in model 3). We used SAS software version
9.3 (SAS Inc., Cary, North Carolina) and R programming
version 3.1.0 (R Foundation, Vienna, Austria) for all ana-
lyses. In conclusion, NAION is not associated with a sub-
sequent risk of both hemorrhagic and ischemic stroke in
the general population of South Korea.
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Reply ®)
EDITOR:
WE THANK AWASTHI AND ASSOCIATES FOR THEIR INTEREST
and positive comments on our paper.” We are pleased to
provide clarifications on some of the points they raised.
We agree that choroidal neovascularization (CNV) were
detected in only 6 patients using optical coherence tomog-
raphy angiography. In the Method section, we pointed out
that the presence of CNV detected by optical coherence
tomography angiography was not an exclusion criterion.
The presence of subretinal fluid in cases of CSC compli-
cated by CNV could be considered a sign of CSC activity,
and these CNV might have been “quiescent.”” Thus, it was
interesting to evaluate the effect of ARM in these cases. In
addition, the presence of CNV was found to be a factor of
poor response to ARM treatment in the publication by
Sacconi and associates.’ Our results support those findings.
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Furthermore, the authors raised a concern over the lack
of discussion about switching eplerenone to spironolac-
tone. In our study, only 3 patients were switched from
eplerenone to spironolactone therapy after 3 months
because of a lack of efficacy. In those 3 patients, the treat-
ment with spironolactone was also not effective and those
patients were included in the “nonresponder” group. Addi-
tionally, the side effects occurred 3 to 6 months after the
initiation of treatment (only the patients treated for at least
3 months were included in our study).

However, the aim of the study was to identify potential
predictive factors for short-term (3 to 6 months) response
to ARM treatment and not to evaluate or compare the clin-
ical efficacy of both drugs and to evaluate the efficacy of a
rescue therapy. We agree that these questions are very
interesting and useful in clinical practice. Thus, further
studies are needed to evaluate the effect of the switch or
the rescue therapy.

We thank the authors for their insight into the possible
role of corticosteroids on Bruch’s membrane structure.

Finally, as stated by the authors, we fully agree that the
term “clinical study” would have been more appropriate
than the term “clinical trial.” As a point of clarification,
in Table 1, 23 of 60 patients achieved a complete resolution
of subretinal fluid at 3 months (38.3%).'

Again we thank Awasthi and associates for their interest,
encouraging comments, and careful analysis of our study.
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Predictive Factors of Response to
Mineralocorticoid Receptor
Antagonists in Nonresolving

Central Serous Chorioretinopathy

EDITOR:

WE READ THE ARTICLE BY BOUSQUET AND ASSOCIATES'
with great interest. We applaud them for proposing a
cut-off value for subfoveal choroidal thickness (SFCT) as
a predictive factor for treatment response to mineralocorti-
coid receptor antagonists (MRA). However, we would like
to comment upon few points.

Table 2 mentions choroidal neovascular membrane
(CNVM) was detected on optical coherence tomography
angiography (OCTA) in a total of 6 patients; the method-
ology, however, does not seem to include OCTA as a part
of multimodal imaging. Furthermore, as CNVMs have an
altogether different treatment protocol and eplerenone
has no activity on CNVM, we believe that these cases
should have been excluded.

It would have been better for the understanding of
readers if the authors would have discussed the rationale
for switching the eplerenone to spironolactone in 3
patients, given that they have stated in the discussion
that spironolactone had higher numbers of adverse
events. Zola and associates recommended switching
from spironolactone to eplerenone at 3 months.” Treat-
ment was discontinued in 9 patients overall owing to
various adverse effects, but it is not elaborated at what
point of time treatment was discontinued. This may
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hold a bearing, as these patients were included in the
analysis until the end of the study. Also, there was no
rescue treatment mentioned for nonresponders, patients
with recurrences, and patients who discontinued because
of adverse effects. Chin and associates reported greater
decrease in central macula thickness in the spironolac-
tone group.” Thus subgroup analysis on the clinical
efficacy of both drugs would have been useful.

There was a significantly higher proportion of steroid users
in the nonresponder group. Steroids can cause structural
alterations in the Bruch membrane,” and their use might
have an impact on nonresolution.

There are a few minor typographical errors that we want
to bring to attention: (1) retrospective clinical study in
place of clinical trial; (2) in Table 1, 60 eyes are mentioned
at 3 months and if we calculate 22 eyes should be having
subretinal fluid resolution.

Despite these few points, this article has been the first
article to determine a cut-off value for identifying nonre-
sponders to MRA among the all nonresolving central
serous chorioretinopathy patients. This will help us in
future for treatment and prognostication of our patients.
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