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• J Clin Invest. 2009 Apr;119(4):911-23.  Multicéntrico internacional

– Kallikrein genes are associated with lupus and glomerular basement membrane-
specific antibody-induced nephritis in mice and humans.

– Li QZLiu K, , Delgado-Vega AM Abelson AK, , Sánchez E, Kelly JA, Li L Liu Y, , Zhou J, 
Yan M, Ye Q Liu S Xie C, , , Zhou XJ Chung SA, , Pons-Estel B, Witte T, de Ramón E, Bae
SC, Barizzone N, Sebastiani GD, Merrill JT, Gregersen PK, Gilkeson GG, Kimberly RP, 
Vyse TJ, Kim I, D'Alfonso S, Martin J, Harley JB, Criswell LA Profile Study Group; ; 
Italian Collaborative Group; German Collaborative Group; Spanish Collaborative 
Group; Argentinian Collaborative Group; SLEGEN Consortium, Wakeland EK, Alarcón-
Riquelme ME, Mohan C.

– Collaborators (67) 
– Danieli MG, Galeazzi M, Querini PR, Migliaresi S, Scherbarth HR, Lopez JA, Motta EL, 

Gamron S, Drenkard C, Menso E, Allievi A, Tate GA, Presas JL, Palatnik SA, Abdala M, 
Bearzotti M, Alvarellos A, Caeiro F, Bertoli A, Paira S, Roverano S, Graf CE, Bertero E, 
Caprarulo C, Buchanan G, Guillerón C, Grimaudo S, Manni J, Catoggio LJ Soriano ER, , 
Santos CD, Prigione C, Ramos FA, Navarro SM, Berbotto GA, Jorfen M, Romero EJ, 
Garcia MA, Marcos JC, Marcos AI, Perandones CE, Eimon A, Battagliotti CG, Armadi-
Simab K, Gross WL, Gromnica-Ihle E, Peter HH, Manger K, Schnarr S, Zeidler H, 
Schmidt RE, Ortego N, Callejas JL, Jiménez-Alonso J, Sabio M, Sánchez-Román J, 
Garcia-Hernandez FJ, Camps M, López-Nevot MA, González-Escribano MF, Harley JH, 
Riquelme MA, Kimberly R, Criswell L, Langefeld C, Tsao B, Jacob C



Kallikreins and lupus nephritis.
Ponticelli C, Meroni PL.

• The kidney kallikrein-kinin system plays important roles in 
inflammation, coagulation, angiogenesis, and regulation of vessel 
tone and permeability. 

• In this issue of the JCI, Liu et al. provide data that suggest a
protective role for kallikrein in animal models of anti-glomerular
basement membrane(GBM) antibody-induced nephritis, an 
experimental model of Goodpasture disease (see the related article 
beginning on page 911). 

• The authors suggest that kallikrein genes are involved in the 
development of SLE and lupus nephritis and may exert a 
renoprotective role. 

• It is possible, however, that the kallikrein-kinin system may play dual 
roles: protecting the kidney against ischemia and interstitial fibrosis 
while also mediating vasodilation, inflammation, and activation of the 
innate immune response





J Immunol. 2009 Apr 1;182(7):4167-74. 
The cyclic AMP response element modulator {alpha} suppresses 

CD86 expression and APC function.
Ahlmann M, Varga G, Sturm K, Lippe R, Benedyk K, Viemann D, 
Scholzen T, Ehrchen J, Müller FU, Seidl M, Matus M, Tsokos GC, 

Roth J, Tenbrock K.

The cAMP response element modulator 
(CREM)alpha is a widely expressed 
transcriptional repressor that is important for 
the termination of the T cell immune response 
and contributes to the abnormal T cell 
function in patients with systemic lupus 
erythematosus





Identification and characterization of a human CD5+ pre-naive B 
cell population. J Immunol. 2009;182:4116-26 

Lee J, Kuchen S, Fischer R, Chang S, Lipsky PE. Seoul, Korea.

• We have identified a distinct pre-naive B cell population 
circulating in human peripheral blood that exhibits an 
intermediate phenotype between transitional and naive B 
cells

• CD5(+) pre-naive B cells show only partial responses to 
BCR stimulation and CD40 ligation and undergo more 
spontaneous apoptosis and cell death than do naive B 
cells

• capacity to differentiate into plasma cells and the ability 
to function as APCs.





















Arch Dermatol. 2009 Mar;145(3):316-9. 
Incidence of cutaneous lupus erythematosus, 1965-2005: a 

population-based study.
Durosaro O, Davis MD, Reed KB, Rohlinger AL.

– A total of 156 patients with newly diagnosed 
CLE (100 females and 56 males) were 
identified between 1965 and 2005 

– Nineteen patients with CLE had disease 
progression to SLE: cumulative incidence at 
20 years, 19%; mean (SD) length to 
progression, 8.2 (6.3) years. 



Kieffer C, et al. Strasbourg, France.
Neutrophilic urticarial dermatosis: a variant of neutrophilic urticaria
strongly associated with systemic disease. Report of 9 new cases

Medicine (Baltimore). 2009 Jan;88(1):23-31. 

Seven patients had 
associated systemic 
diseases: adult-onset 
Still disease (3 
patients), systemic 
lupus erythematosus
(3 patients), and 
Schnitzler syndrome 
(1 patient).





Diagnóstico



Psicosis



Discapacidad





LES varón





Infecciones
• Medicine (Baltimore). 2008 Nov;87(6):311-8. Acute viral infections in patients with systemic lupus erythematosus: description of 

23 cases and review of the literature. Ramos-Casals M, Cuadrado MJ, Alba P, Sanna G, Brito-Zerón P, Bertolaccini L, Babini A, 
Moreno A, D'Cruz D, Khamashta MA.

– Cases occurring within the last 5 years. MEDLINE 1985 - 2008. 
– 88 cases (23 from our clinics and 65 from the literature review)
– 25 patients were diagnosed with new-onset SLE (fulfillment of 

the 1997 SLE criteria) associated with infection by human 
parvovirus B19 (n = 15), cytomegalovirus (CMV; n = 6), Epstein-
Barr virus (EBV; n = 3), and hepatitis A virus (n = 1). 

– The remaining 63 cases of acute viral infections arose in patients 
already diagnosed with SLE: in 18 patients, symptoms related to 
infection mimicked a lupus flare, 36 patients, including 1 patient 
from the former group who presented with both conditions, 
presented organ-specific viral infections (mainly pneumonitis, 
colitis, retinitis, and hepatitis), and 10 patients presented a 
severe, multiorgan process similar to that described in 
catastrophic antiphospholipid syndrome-the final diagnosis was 
hemophagocytic syndrome in 5 cases and disseminated viral 
infection in 5. 



– Twelve patients died due to infection caused by CMV 
(n = 5), herpes simplex virus (n = 4), EBV (n = 2), and 
varicella zoster virus (n = 1). 

– The most common viral infections in patients with 
SLE are parvovirus B19 (predominantly mimicking 
SLE presentation) and CMV (predominantly 
presenting in severely immunosuppressed patients). 

– CMV infection may mimic a lupus flare or present with 
specific organ involvement such as gastrointestinal 
bleeding or pulmonary infiltrates. Other herpesviruses
are common in immunosuppressed SLE patients and 
may produce a wide range of manifestations. 

– Physicians should examine the pharynx, eyes, skin, 
and genitalia and should conduct serologic and 
molecular studies to improve early detection of viral 
infection in patients with SLE.





Aterosclerosis





















Tratamiento



• Shah A, Arch Dermatol. 
2009 Mar;145(3):316-9. 

– Lenalidomide for the 
treatment of resistant 
discoid lupus 
erythematosus.









Rein AJ, et Jerusalem, Israel . 
Early diagnosis and treatment of atrioventricular block in the fetus

exposed to maternal anti-SSA/Ro-SSB/La antibodies: a prospective, 
observational, fetal kinetocardiogram-based study.

Circulation. 2009;119:1867-72. 

– FKCG in 70 fetuses of 56 mothers who 
were + for anti-SSA/Ro and/or SSB/La.

– CONCLUSIONS: 
• FKCG can detect first-degree AVB in the 

fetus exposed to maternal anti-SSA/Ro or 
anti-SSB/La antibodies (or both). 

• Dexamethasone given on detection was 
associated with normalized AV conduction 
in fetuses with first-degree AVB.

• No fetus in the present study developed 
complete prenatal or postnatal AVB.







J Immunol. 2009 Mar 1;182(5):2859-67. IL-21 mediates 
suppressive effects via its induction of IL-10. Spolski R, et al

Bethesda, NIH, USA

• IL-21 is a pleiotropic cytokine that is required 
for normal Ig production.

• IL-21 overexpression decreases specific Ab
production 

• IL-21 regulates immune responses at least in 
part by inducing IL-10 and reveal 
unanticipated immunosuppressive actions for 
this cytokine.





Tx médula





ARTHRITIS & 
RHEUMATISM
Vol. 58, No. 12, 
December 2008, 














