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Dr. Murray, et al reply
To the Editor:

We thank Drs. Hettema and Smit for their letter1 and their interest in our
report2. We agree that a discrepancy between our finding of an increase in
skin fluorescence in patients with systemic sclerosis (SSc) and their finding
of no increased fluorescence may be due to either different measurement
systems or different locations of measurement. The technique that we used
to take these measurements works in a way similar to the advanced
glycation endproducts (AGE) reader and therefore we would not expect
different results on the basis of the equipment (however, we accept that
both systems would need to be tested side by side to be confident of this).
We studied dorsal aspects of the hand and forearm (as opposed to the
ventral site used in the study by Hettema, et al3) and agree that difference
in sites studied could influence results.

Regarding the use of the AGE reader at 1 site as opposed to our method
of taking several readings over the upper limbs, we felt that in SSc, where
fibrosis occurs to varying extents at different sites depending upon the
disease severity and subtype, we were justified in assessing several
different locations including both clinically affected and unaffected skin.

We accept that there is a variation in fluorescence over different body
sites, as shown by Na, et al4: the differences observed between sites occur
in both the control and patient cohorts.

A key point in our study is that the difference that we identified in skin
fluorescence was found only in patients with diffuse cutaneous SSc.
Hettema, et al included in their study only patients with limited cutaneous
SSc, and so our results are not inconsistent, although we did find a trend
for increased fluorescence in patients with limited cutaneous SSc. We do,
however, aim to carry out validation of the technique against biopsies as
part of our ongoing research program.
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