
2 Chapman K, Seldon M, Richards R. Thrombotic
microangiopathies, thrombotic thrombocytopenic purpura,
and ADAMTS-13. Semin Thromb Hemost 2012; 38(1): 47–54.

3 Bettoni G, Palla R, Valsecchi C, Consonni D, Lotta LA,
Trisolini SM et al. ADAMTS-13 activity and autoantibodies
classes and subclasses as prognostic predictors in acquired
thrombotic thrombocytopenic purpura. J Thromb Haemost
2012; 10(8): 1556–1565.

4 Hulstein JJ, van Runnard Heimel PJ, Franx A, Lenting PJ,
Bruinse HW, Silence K et al. Acute activation of the
endothelium results in increased levels of active von
Willebrand factor in hemolysis, elevated liver enzymes and
low platelets (HELLP) syndrome. J Thromb Haemost 2006;
4(12): 2569–2575.

5 Shortt J, Oh DH, Opat SS. ADAMTS13 antibody depletion by
bortezomib in thrombotic thrombocytopenic purpura. N Engl
J Med 2013; 368(1): 90–92.

IH Yusuf and S-L Watson

The Royal Berkshire Hospital NHS Foundation Trust,
Reading, UK
E-mail: imranyusuf@doctors.org.uk

Eye (2013) 27, 783–785; doi:10.1038/eye.2013.47;

published online 5 April 2013

Sir,
Response to Yusuf and Watson

We thank Yusuf and Watson1 for their insightful
comments regarding our recent publication.2 Indeed,
ocular inflammation is not always evident in Purtscher
and Purtscher-like retinopathies (PuR). The hypothesis of
a common pathological molecular pathway between PuR
and thrombotic microangiopathy (TMA) deserves further
exploration.
Both PuR and TMA share a mechanism of

microvascular occlusion, which has been suggested for
PuR by many authors in the past years3,4 and include
arteriolar precapillary occlusion and microvascular infarct
of the retinal nerve fiber layer. Both include complement
activation5 and capillary endothelial damage.3 However,
there is no current evidence of a common pathway in
some pathological mechanisms of PuR, such as
microembolization,3 fat emboli6 or a rheological event7

that results in vascular endothelial dysregulation (as
recently suggested as an alternative etiology).

These issues must be addressed in further studies to
identify and characterize the etiology and mechanisms of
PuR. Afterwards, new molecular targets can be explored for
the treatment of Purtscher and Purtscher-like retinopathies.
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