~_ACGR
_ REVIEW..,
SANDIEGU

ociedad ESPEHD'E'_dE
aaaaaaaaaaaa



ACR
REVIEW. s

SANDIEGD

CIENCIA BASICA

Dr. Francisco Blanco Garcia




ACR-REVIEW.SER.ES

Esta diapositiva no ensenar en el video

ACR en San Diego me he divertido mucho, tanto como mi
primer ACR en Atlanta en 1992.

ACR es congreso donde la presencia de investigacion
Basica es alta.

Clasicamente se investigaba en LES y AR. Ahora otras
enfermedades tienen ya presencia importante.
Esclerodermia, SS, Vasculitis e incluso enfermedades como
la OA, Gota y Osteoporosis.
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SHEH i Epigenética determina articulacion afectada.
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ABSTRACT NUMBER: 2793

Joint Location-Specific JAK-STAT Signaling in Rheumatoid
Arthritis (RA) Fibroblast-like Synoviocytes (FLS)

Deepa Hammaker'. Gyrid Nygaard', David L. Boyle2 Rizi Ai3. wei Wang? and Gary S. Firestein=,
TMedicine, UC San Diego, La Jolla, CA, 2University of California San Diego, La Jolla, CA, 3UC San

Diego, La Jolla. CA, *Chemistry and Biochemistry, UC San Diego, La Jolla, CA. *Medicine, University
| of California San Diego. La Jolla, CA
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N-Acetil-Glucosamina-6-Sulfatasa (GNS) y Filamina

A (FLNA)
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Las células PBMCs de pacientes con AR estimuladas con
GNS y con FLNA producen niveles mas elevados de Interferdn
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Biomarcadores

rJlﬂkBSTFtAlI:T NUMBER: 2757

Kidney and Skin Single-Cell RNA Sequencing in Lupus
Nephritis Provides Mechanistic Insights and Novel Potential
Biomarkers

Evan Der', Hemant Suryawanshi?, Saritha Ranabothu?3, Beatrice Goilav?, H. Michael Belmont>,
Peter M. Izmirly®%, Nicole Bornkamp?3, Nicole Jordan?, Tao Wang?', Ming Wu®, Judith A. JamesE, Joel M.
Guthridge®, Soumya Raychaudhuri'®, Thomas Tuschl?, Jill P. Buyon’? and Chaim Putterman’3,
TAlbert Einstein College of Medicine, Bronx, NY, 2The Rockefeller University, New York, NY,
3Nephr0l0gy, Children’'s Hospital at Montefiore, Bronx, NY, 4albert Einstein College of
Medicine/Montefiore Medical Center, New York, NY, >Medicine, New York Uniwversity School of
Medicine, New York, NY, ®New York University School of Medicine, New York, NY, Montefiore
Medical Center, New York, NY, 8Arthritis & Clinical Immunology Program, Oklahoma Medical
Research Foundation, Oklahoma City, OK, Arthritis and Clinical Immunology Program, Oklahoma
Medical Research Foundation, Oklahoma City, OK, %Divisions of Genetics and Rheumatology,
Brigham and Women's Hospital and Harvard Medical School, Boston, MA, '"Rockefeller University,
New York, NY, "2Rheumatology, New York University School of Medicine, New York, NY, "2Division
lof Rheumatology, Albert Einstein College of Medicine, Bronx, NY, USA, Bronx, NY

Buscar biomarcadores para diferenciar GN Proliferativa de GN Membranosa
Utilizando secuenciacion de RNA en una sola Célula (Renales y Piel).



?Eﬂ Diferencias entre Jakinibs y ADA

Ex Vivo Comparison of Baricitinib, Upadacitinib, Filgotinib,
and Tofacitinib for Cytokine Signaling in Human Leukocyte
Subpopulations

lain B. Mclnnes’, Richard Higgs?, Jonathan Lee?, William L. Macias?, Songging Na?, Robert A.
Ortmann?2, Guilherme Rocha2, Thomas Wehrman3, Xin Zhang2, Steven H. Zuckerman? and Peter C.
Taylor?, "University of Glasgow, Glasgow, United Kingdom, 2Eli Lilly and Company, Indianapolis, IN,
3Primity Bio, Fremont, CA, “NDORMS, University of Oxford, Oxford, United Kingdom

ABSTRACT NUMBER: 2866

Microarray Pathway Analysis Comparing Baricitinib and
Adalimumab in Moderate to Severe Rheumatoid Arthritis

Patients, from a Phase 3 Study

Paul Emery'. Peter C. TaylorZ, Michael Weinblatt®, Yoshiya Tanaka® Edward C. KeystoneS5, Ernst R.
Dow?®, Richard Higgs®, william L. Macias® Guilherme Rocha¥® Terence P. Rooney®, Douglas E.
Schlichting®, Steven H. Zuckerman®® and lain B. Mcinnes”, 'Leeds MSK Biomed/Chapel Allerton
Hospital. Leeds. United Kingdom, ZNDORMS. University of Oxford. Oxford. United Kingdom,
3Brigham and Women's Hospital, Boston, MA, “The First Department of Internal Medicine,
University of Occupational and Environmental Health, Kitakyushu, Japan. SUniversity of Toronto,
Toronto, OM, Canada, ®Eli Lilly and Company. Indianapolis. IN, 7University of Glasgow. Glasgow.,

United Kingdom
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[ Background: vobarilizumab, an IL-6R targeting Nanobody

Camelidae famil Iy has both forms

h _,—_—-—'—
Ablynx’'s Nanobody™
- Small (1/10 size of a mAb) Antibody cytokine
B e —— F8 @ IL10
- Highly potent, robust and stable

*  Broad target applicability Heavy-chain antibedy Curwmnalarmhndv ) . . ' L
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\W""ﬁ‘“"""l ‘ - Large size and relatively low
formatting flexibility
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Figure 1. Systemic IL-22 overexpression reduces arthritis pathology.
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Figure 1 Immune balance: autoimmunity versus cancer, and the role of immune checkpoints
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CRISPR/Cas9

Matching genomic
sequence
|
enomic =

Herramiento de Ingieneria Genetica.

Permite editar genes, agregando,
interrumpiendo o cambiando las
secuencias de genes especificos
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