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Vitiligo or Vitiligos ?




Vitiligo: Systemic disease

AMelanocytes Biology
ASystemic investigations
AStop progression spreading
ASystemic treatments
ASupport patients

AEducate patients and Scientific
Community



- Melanocytes migration -

Melanocytes precursors, knew as melanoblasts, are formed in the the
neural crest: in the 11th week of fetal life, they migrate to various sites,

where they proliferate and then differentiate into mature melanocyte.

Melanocytes reside in:
C skin
(epidermis and hair follicle)

C inner ear

¢ eye (choroid and

retina)

¢ brain and

leptomeninges




Locations and functions of melanocytes
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Vitiligo: Systemic approaeh
Diagnosis

Clin Dermatal. 2014 May-Jun;32(3):430-4. doi 10,1016/ clindermatol. 2013.11.011. Epub 2013 Nov 22.

Vitiligo as a systemic disease.
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Abstract

Vitiligo is an acquired depigmentary skin disorder of unknown etiology. Vitiliga is not only a disease of melanocytes of the skin. Human melanocytes
are derved from the neural crest and are located on vanous parts of the bady. The involvement of skin melanocytes is the most visible one, but 3
systemic involvement of melanocytes can be observed. Some types of vitilign (nansegmental vitiligo) may alsa be associated with vanious diseases,
mainly with autoimmune pathagenesis. Vitilig represents a spectrum of many different disarders with different etiologies and pathageneses, causing
a commaon phenotype: the loss of melanacytes and/or their products. This phenotype is always consistent with a systemic involvement.

Copyright © 2014 Elsevier Inc. All rights resenved.

PMID: 24767152 [PubMed - in process]




Vitiligo: Systemic investigation

A Thyroid

A Auto-immune gastritis

A Pernicious anaemia

A DM Type-1

A Poly glandular syndrome type 2
A Metabolic disorders

A Others



Vitiligo: Systemic therapeutic
approach
A Minocycline : 20141Parsad
A Statins: 2013Harris
A Immuno-suppresives

A Low dose cytokines
A Others
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for progressing vitiligo: a clinical study
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THERAPEUTIC HOTLINE

Acridone acetic acid, sodium salt, as
an agent to stop vitiligo progression:
a pilot study

IGOR V. KOROBKO* & KONSTANTIN M. LOMONOSOVT

*VR Foundation, New York, New York and 1Department of Skin and Venereal
Diseases, I.M. Sechenov First Moscow State Medical University, Moscou,
Russia

Deramatologic Therapy, 2014
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WHATd NEW

Effective and safe
systemic
treatments for
stopping vitiligo
progression and
Inducing
repigmentation
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ON GOING RESEARCH

Effects of low dose cytokines on-coluteres of
keratinocytes and melanocytes in Vitiligo
(University of Florence, G. Marconi University
Rome, Scientific Departement of Guna)

Presently under evaluation the clinical effects of
low dose GUNAGF, GUNA ANTHULGUNA
IL-10, GUNA 14
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CXCL10 is required for progressio
and maintenance of vitiligo

Proposed by : John E. Harris, MD, PhD

Assistant Professor of Medicine
Division of Dermatology
University of Massachusetts Medical School




Gene expression Is similar In
mouse and human vitiligo




Neutralization of CXCL10
reverses vitiligo in mice
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AClassification ofitiligo:
a challenging endeavor.
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ADermatol Ther. 2012 Nov;25 Suppl
1:5106. doi: 10.1111/dth.12010.


http://www.ncbi.nlm.nih.gov/pubmed/23237033
http://www.ncbi.nlm.nih.gov/pubmed/23237033
http://www.ncbi.nlm.nih.gov/pubmed/23237033
http://www.ncbi.nlm.nih.gov/pubmed/23237033
http://www.ncbi.nlm.nih.gov/pubmed/23237033
http://www.ncbi.nlm.nih.gov/pubmed/23237033

Clinical Classification

A Localized

AFocal: one or more macules in one area but not clearly in a segmental
distribution;

AUnilateral/segmental: one or more macules involving a unilateral
segment of the body lesions stop abruptely at the midline;

AMucosal: mucous membranes alone.

A Generalized

AVulgarisc scattered patches that are widely distributed:;
AAcrofacialisc distal extremities and face:
AMixed ¢ acrofacialis and vulgaris;

A Universalis
AComplete or nearly complete depigmentation. -




