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A Further Step in Delineating 
the roles of the Indiviudal  
Fcgrs for IgG Activity

FcgRIV Deletion Reveals Its 
Central Role for IgG2a and 
IgG2b Activity In Vivo

Falk nimmerjahn 
institute oF Genetics, Department oF BioloGy

antibodies of the immunoglobulin 
G (igG) isotype are essential to 
control and prevent recurrent in
fections with a variety of patho
genic microorganisms. igG anti
bodies bound to their respective 
antigens (a so called immune 
complex) trigger a potent proin
flammatory response essential to 
clear bacterial and viral infections. 
a variety of studies indicate that 
the major molecules involved in 
this proinflammatory pathway are 
a family of receptors recognizing 
the constant fragment of an igG 
antibody (Fcreceptors). Fcrecep
tors are expressed on the majority 
of cells of the innate immune sys
tem including monocytes, neutro
phils and macrophages and there
fore connect the high specificity  
of the adaptive immune system 

(antibodies) to the powerful effector functions of  
the innate immune system. a major problem arises 
if igG antibodies start to recognize self antigens 
 expressed in healthy tissues as these autoantibo
dies now recruit effector cells of the innate immune 
system resulting in tissue inflammation and the in
duction of autoimmune disease. While the impor
tant role of the family of Fcreceptors for autoanti
body activity was suggested before it was unclear 
which of the different Fcreceptors is crucial for 
 tissue inflammation. By generating a knockout 
mouse for FcgriV, the orthologue of human 
cD16a (Fcgriiia), we were now able to show that 
in the absence of this receptor even high levels of 
autoantibodies were no longer able to induce tissue 
inflammation. thus, blocking FcgriV or human 
cD16a might be a strategy to prevent autoantibody 
mediated tissue inflammation. moreover, FcgriV 
function was also essential for the activity of thera
peutic antibodies, such as antitumor antibodies. 
therefore an optimization of therapeutic igG bind
ing to mouse FcgriV or human cD16a might be 
a strategy to enhance therapeutic igG activity. 

Nimmerjahn F, Lux A, Albert H, Woigk M, Lehmann C, Dudziak D, Smith P, Ravetch JV. 
FcgRIV deletion reveals its central role for IgG2a and IgG2b activity in vivo. 
Proc Natl Acad Sci USA. 2010; 107(45):19396-401.
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c57Bl/6 (upper panel) and 
FcgriV knockout (lower 
 panel) animals were injected 
with nephrotoxic serum and 
sirius red staining was used 
to identify areas of inflamma
tion. in contrast to c57Bl/6 
animals FcgriV knockout 
mice showed no signs of 
 glomerular inflammation.
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… a previously unrecog-
nized function for VEGF 

during tumor 
development… 

… VEGF-signaling 
as a link

 between chronic 
inflammation and 

tumor development …

… increased expression 
of VEGF and 

VEGFR2 in the 
inflamed intestine 

was found 
previous to the 

development 
of tumors…

... chronic intestinal 
inflammation ... 
can induce the 

expression of VEGFR2 
on intestinal 

epithelial cells ...

FigUrE 1 intestinal inflammation increases VeGFr2 expres
sion. transgenic mice with a luciferase reporter driven by  
the promoter for VeGFr2 are exposed to a model of colitis 
associated cancer and analyzed with the iVis lumina ii 
 imaging system at indicated time points in vivo. the abdomi
nal region of experimental animals shows increased lumines
cence representing VeGFr2 promoter activation already 
 during the first week of the experimental protocol (upper panel). 
luminescence increases previous to the development of 
 intestinal tumors and suggests an increased expression of 
VeGFr2 in the gastrointestinal tract in correlation with in tes
tinal inflammation. Quantification of the data (lower panel)  
was performed by analyzing the total flux of photons/second 
over the abdominal region at indicated time points. Data 
 represent mean values +/– sD, p < 0.05.

FigUrE 2 VeGFr2 is upregulated in tumor cells of colitis 
associated cancer. confocal microscopy of mucosa and 
 tumors of aom+Dss treated mice stained as indicated. l, 
 luminal side of intestinal crypt. Bars, 25 µm.
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Inflammatory Bowel Disease

VEGF-Signaling Links 
Inflammation to Tumor 
Development

maximilian WalDner · markus neurath  
Department oF meDicine 1

Vascular endothelial growth factor (VeGF) is re
garded as the most important mediator of tumor 
angiogenesis. the activation of VeGFreceptor2 
(VeGFr2) expressed by vascular endothelial  
cells promotes the proliferation, migration, and 
 survival of these cells. interestingly, it was recent  
ly shown that chronic intestinal inflammation  
as seen in  pa tients with inflammatory bowel 
 disease can  in duce the expression of VeGFr2  
on intestinal  epithelial cells (iecs) and its acti 
vation directly  promotes the development of 
 colorectal cancer (crc). 

in this study, maximilian Waldner from the group  
of markus neurath (Department of medicine 1) 
 analyzed VeGFsignaling in a mouse model of 
 colitisassociated cancer. the authors found an 
 increased expression of VeGF and VeGFr2 in  
the inflamed intestine previous to the develop 
ment of tumors. surprisingly, the expression of 
VeGFr2 was not restricted to vascular endothelial 
cells, but could also be detected on iecs. the 
 expression of VeGFr2 on iecs was mediated  
by the proinflammatory cytokine il6. Further 
 experiments revealed that VeGFr2 induces iec 
proliferation through the activation of signal trans
ducer and activator of transcription (stat)3.

these data propose a previously unrecognized 
function for VeGF during tumor development apart 
from its role in angiogenesis and propose VeGF 
signaling as a link between chronic inflammation 
and tumor development. the inhibition of VeGF 
signaling through antiVeGF antibodies, which  
are already used in patients with sporadic crc, 
might therefore provide a benefit for patients with 
chronic inflammatory bowel disease with an in 
creased risk for the development of crc.

Waldner MJ, Wirtz S, Jefremow A, Warntjen M, Neufert C, Atreya R, Becker C, Weigmann B, 
Vieth M, Rose-John S, Neurath MF. VEGF receptor signaling links inflammation and tumorigene-
sis in colitis-associated cancer. J Exp Med. 2010; 207(13):2855-68
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Psoriatic Arthritis 

Genome Wide Association 
Study for Psoriatic Arthritis 
Identifies a Susceptiblity 
 Variant in the IL-17  
Signaling Pathway

anDré reis · ulrike hüFFmeier · steFFen ueBe 
institute oF human Genetics, Fau erlanGennürnBerG 

haralD BurkharDt 
DiVision oF rheumatoloGy, Department oF internal meDicine ii

johann WolFGanG Goethe uniVersity, FrankFurt am main

psoriatic arthritis (psa) is an inflammatory joint 
 disease distinct from other chronic arthritides and 
frequently accompanied by psoriasis vulgaris (psV) 
and seronegativity for rheumatoid factor. We con
ducted a genomewide association study in 609 
German individuals with psa (cases) and 990 con
trols and were able to replicate genomewide sig
nificant findings in 6 european cohorts including  
a  total of 5,488 individuals from Germany, italy, 
sweden, england and ireland (fig. 1a). We identi
fied association to a coding snp at traF3ip2 
(p.arg74trp, rs13190932) with p = 8.56 × 10−17. 
 sequencing of traF3ip2 identified a further coding 
variant (p.asp10asn, rs33980500) even more signi
ficantly associated to psa (p = 1.13 × 10−20, odds 
 ratio = 1.95). a weaker association was also pres
ent with psV in a German cohort including 2,040 
 individuals (p = 1.35 × 10−4, odds ratio = 1.52). 
the p. asp10asn variant, but not p.arg74trp, was 
present also on an additional risk conferring haplo
type (fig.1b). traF3ip2 encodes the signaling 
 adaptor act1 which is essential for interleukin 17–
mediated inflammation. Given the position of the 
two coding snps in the first traFbinding domain 
we investigated whether any of the associated 
 alleles affects binding of these transduction mole
cules. in a mammalian twohybrid dualluciferase 
reporter assay reduced binding to traF6 was 
 observed only for variant p.asp10asn (fig.1c), 
 suggesting that this is the causative variant. our 
 results suggest that p.asp10asn may modulate 
downstream signals of different crucial immuno
receptors through altered traF interactions, ulti
mately leading to a shift in balance between 
 adaptive B and tcell responses and innate immu
nity into an arthritogenic disequilibrium.

Hüffmeier U, Uebe S, Ekici AB, Bowes J, Giardina E, Korendowych E, Juneblad K, Apel M, 
McManus R, Ho P, Bruce IN, Ryan AW, Behrens F, Lascorz J, Böhm B, Traupe H, Lohmann J, 
Gieger C, Wichmann HE, Herold C, Steffens M, Klareskog L, Wienker TF, Fitzgerald O, 
 Alenius GM, McHugh NJ, Novelli G, Burkhardt H, Barton A, Reis A. Common variants at 
 TRAF3IP2 are associated with susceptibility to psoriatic arthritis and psoriasis. Nat Genet.  
2010;42(11):996-9.
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… a genome-wide 
association study … 

… p.Asp10Asn 
may modulate down-
stream signals of 
different crucial 
immunoreceptors 
through altered 
TRAF interactions … 

…TRAF3IP2 
encodes the signaling 
adaptor Act1 
which is essential 
for interleukin 
17-mediated 
inflammation …

FigUrE 1 results of genome wide association study (GWas), 
haplotype and functional analysis of associated variants in 
TRAF3IP2. (a) manhattan plot of 1,585,000 snps. red line 
 indicates genome wide significance level (b) exon/intron 
structure of TRAF3IP2 with location of associated snps. the 
four most common  haplotypes in a combined set of 2,077 
psa cases and 2,648 control individuals of european origin 
and their frequency within cases are given. risk alleles are in 
red. For each haplotype, odds ratios and 95% confidence 
 intervals (in brackets) compare occurrence of this vs. all three 
other haplotypes. (c) interaction of wild type traF3ip2 (act1) 
and psaassociated variants D10n and r74W with traF6 
 in a mammalian twohybrid dualluciferase reporter assay. 
Depicted are means of relative normalized luminescence units 
reflecting the specific induction of fireflyluciferase by the 
 interaction of the cotransfected ligand pairs traF3ip2 and 
traF6 [blue bars] as well as the absence of such induction  
in negative controls [red bars]. error bars represent 95% confi
dence intervals. (modified from hüffmeier et al. nat Genet 2010)

a

b

c
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people

Prof. Dr.
Thomas gramberg 
Junior Professor 
at the institute 
for Virology

thomas Gramberg obtained his phD in 2007 from 
the institute for  Virology at the university of erlangen
nürnberg. he graduated in the laboratory of prof. 
stefan pöhlmann on the interaction between cellu
lar adhesion factors and viral envelope proteins, 
among them the hiV, siV and ebolavirus envelope 
proteins and the ctype lectin DcsiGn. after com
pleting his thesis, he joined prof. nathaniel landau 
at the new york university as a postdoctoral fellow 
where he worked on the role of hiV and siV acces
sory proteins in counteracting host restriction fac
tors. among other topics he studied the role of the 
viral proteins Vpx and Vpr in retroviral infection and 
was supported by fellowships from the DFG and 
the Foundation for aiDs research (amfar). in 
 october of 2010 he was appointed W1junior
professor for antiviral native immunity at the insti
tute for Virology at the university hospital erlangen. 
his research focuses on the cell biology of retro
viruses and the innate immune mechanisms  
against hiV and siV.

people

Prof. Dr. 
Vahid Sandoghdar
Advanced investi-
gators grant 
of the European 
research Council

prof. Dr. Vahid sandoghdar, director at the max 
planck institute for the science of light has been 
awarded the prestigious and highly competitive 
“advanced investigators Grant” of the european 
research council (erc). his project aiming at opti
cally detecting single ions in a crystal will be funded 
by the erc with € 1.9 million over the next five years 
and has high relevance for a number of technologi
cal applications.prof. sandoghdar is one of the lead 
ing international experts in the fields of nanooptics 
and biophotonics and a key scientist in the mice’s 
initiative for a cluster of excellence. Vahid sandoghdar 
was formerly professor of physical chemistry at  
the swiss Federal institute of  technology in Zurich 
(eidgenössische technische hochschule Zürich, 
eth) and will become professor of physics at the 
university of erlangen nurem berg in 2011.

Prof. Dr. 
Hans-Martin Jäck  
President-Elect 
of the Dgfi

prof. Dr. hansmartin jäck, head of the Division of 
molecular immunology, has been elected through 
absentee ballot in December 2010 for a period of six 
years as a member of the executive board (Vorstand) 
and as president elect (1. Vizepräsident) of the Ger
man society for immunology (Deutsche Gesellschaft 
für immunologie, DGfi). he will assume his office as 
president of the German society of  immunology in 
2013 for a period of two years. the DGfi was found
ed in 1967 and aims to advance and promote re
search and continuing education of the discipline 
 immunology in medicine and natural sci ences. the 
DGfi has currently more than 2,100 members.
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NEwS AND UPDAtES

CiTATioN ANAlySES 2010

MiCE researchers Among 
the Top 50 Most Cited Scientists

According to the citation reports published in 
Laborjournal 2010 (1-2/2010: 37-39, 5/2010: 
41-43, 9/2010: 57-59, and 12/2010: 47-49), 
MiCE researchers belong to the Top 50 most 
 cited scientists in the german language area  
in the fields of human genetics, pathology, 
 gastroenterology and hepatology, and derma-
tology. 

Prof. Dr. André reis (institute of human Genetics) 
has been cited 886 times worldwide for 47 articles 
and therefore ranks 45t h among the human geneti
cists. in the field of pathology, Prof. Dr. Arndt 
 Hartmann (institute of pathology) ranks 22nd for 
1101 citations of 77 publications, and his colleague 
Prof. Dr. Kerstin Amann (Division of nephro
pathology) is in 41st place for 875 citations of 
75 papers.  Prof. Dr. Markus F. Neurath (Depart
ment of internal medicine 1) is the 3rd most cited 
scientist in the area of gastroenterology and 
 hepatology. 62 publications of prof. neurath have 
been cited 3197 times worldwide. Based on 930 
citations of 49 articles, Prof. Dr. gerold Schuler 
(Department of Derma tology) comes in 25th of 
the dermatologists.

according to Laborjournal, citation and article data 
were derived from the “Web of science” database, 
thomsoninstitute for scientific information (isi), 
philadelphia. For the rankings, articles published 
between 2003 and 2006 (human genetics) and 
 articles published between 2004 and 2007 (pathol
ogy, gastroenterology and hepatology, and derma
tology) were considered.

MiCE HoMEPAgE

Funding Database launched

a new database providing a first overview on 
 funding opportunities for researchers at different 
career stages including a survey of relevant further 
links is currently being set up. please have  
a look at http://www.mice.unierlangen.de/for
schungsfoerderung.shtml (German version) or 
 http://www.mice.unierlangen.de/funding.shtml 
(english version). any suggestions for  improve 
ment are welcome.

JoACHiM KAlDEN lECTUrE 2010

The Medical immunology Campus Erlangen 
Honors Prof. Dr. Charles Dinarello

on 14 December, prof. charles a. Dinarello from the university of 
 colorado, aurora, usa, delivered the joachim kalden lecture 2010. 
With this lecture, the mice honored prof. Dinarello who is considered 
“the founding father of cytokine  biology”. in his talk “interleukin1beta 
and the treatment of auto inflammatory diseases” prof. Dinarello  
gave insights into the  discov ery and characterization of interleukin
1beta and its role in  auto inflammatory diseases and discussed 
 treatment of auto inflammatory diseases by blocking the activity  
of interleukin1beta.

prof. charles Dinarello has received numerous awards such as the 
paul ehrlich and ludwig Darmstaedter prize 2010 for his “his out
standing achievements in the field of cytokines”. he is professor of 
medicine and immunology at the university of  colorado, aurora and 
one of the leading scientists in the field of inflammation  research.

prof. charles Dinarello (left), presenting 
the certificate for the joachim kalden 
lecture 2010, and prof. christian Bogdan
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12. 04. 2011  

Michael Karin 
la jolla, usa

Title & Synopsis
Control of Tumor Progression and Metastasis  

by Lymphocyte-Produced Cytokines

inflammation and immunity can intersect with 

 tumor development in more than one way. While 

chronic inflammation promotes tumor develop

ment, many tumors that do not arise in the context 

of underlying inflammation still exhibit an inflam

matory microenvironment. Furthermore, in certain 

cases, inflammation may act to suppress anti 

tumor immunity, but it can also be used to enhance 

the efficacy of cancer immunotherapy. undoubt

edly, we need to learn much more about how in

flammation and immunity affect tumor develop

ment. to study the pathogenic roles of tumor

elicited inflammation, we have used mouse mod

els of prostate and breast cancers, two of the 

most common malignancies in men and women, 

respectively, which usually do not evolve in the 

context of underlying inflammation or infection. 

yet, in both cases, we found that tumorelicited in

flammation plays a key role in promoting metas

tatic spread and in the case of prostate cancer, it 

contributes to the failure of androgen ablation ther

apy. interestingly, in both types of cancer, metas

tatogenesis depends on the accumulation of acti

vated ikB kinase a (ikka) in the nuclei of primary 

cancer cells, where it acts both as an activator of 

chromatin modifiers that control cell cycle pro

gression and as a repressor of an antimetastatic 

gene, called maspin. in both cases, ikka, whose 

activation has also been observed in advanced 

human tumors, may be activated upon production 

within the tumor microenvironment of two mem

bers of the tnF family of cytokines: lymphotoxin 

(lt)a:b and rank ligand (rankl). While the cells 

responsible for production of these cytokines 

 during metastatic progression of prostate cancer 

remain to be identified, B cells were found to be  

a major source of lta:b during development of 

castration resistant cancer. in breast cancer, how

ever, the major culprits in metastatic progression

are ranklproducing regulatory t cells (treg). 

Both in prostate and breast cancers, the recruit

ment of lymphocytes into the primary tumor is 

likely to depend on activation of myofibroblasts 

which produce a number of tumor promoting 

 chemokines. lta:b, rankl, ikka and the mecha

nisms responsible for myofibroblast activation, as 

well as the chemokines they produce provide 

 several new opportunities for therapeutic inter

vention.

luo jl., tan W, ricono jm, korchynskyi o, Zhang m, Gonias 
sl, cheresh Da, karin m. nuclear cytokine activated ikka 
controls prostate cancer metastasis by repressing maspin. 
 nature 2007; 446: 6904. 

ammirante m, luo jl, Grivennikov s, nedospasov s, karin m. 
B cellderived lymphotoxin promotes castrationresistant 
 prostate cancer. nature 2010; 464:303305.

Grivennikov s, Greten F, karin m. immunity, inflammation and 
cancer. cell 2010; 140:883899.

03. 05. 2011  

Bernard Malissen 
marseille

Title & Synopsis
How Can Mutations That  Reduce TCR Signaling 

Lead to Immune Pathologies?

When the tcell receptor (tcr) recognizes anti

gens, the cD3 chains of the tcr complex are 

phosphorylated by the src family kinase lck. this 

allows the recruitment of the protein tyrosine kinase 

Zap70 that in turn phosphorylates several intra

cellular substrates, including the lat adaptor. 

upon tyrosine phosphorylation, lat nucleates  

the assembly of a multiprotein complex – the lat 

signalosome – that bridges the t cellspecific  

and the ubiquitous components of the signaling 

pathways that control many aspects of t cell 

 development and function. partial lossoffunction 

mutations in several molecules involved in tcr 

 signaling (Zap70, lat) result in inflammation  

and autoimmunity. how can mutations that  

reduce tcr signaling  output paradoxically lead  

to immune pathologies? We will summarize recent 

data demonstrating that lat predispose toward 

aberrant t cell responses to antigen in the pres

ence of normal thymic selection. in the absence  

of lat, the activity of the lck kinase appears 

 sustained without the need for tcr engagement. 

as a consequence, in the absence of lat, anti gen

specific t cell responses evolve into proinflam

matory responses that unfold in a tcrindepen

dent manner and induce the production of auto  

antibodies in a “quasi mitogenic” mode. there

fore, some pathological conditions called “auto

immune” might not result from the pres ence of 

selfreactive t cells but from defect in mecha

nisms that normally keep protein tyrosine kinase 

activity in check.

10.05. 2011  joachimkaldenlecture

ralph Steinman 
new york

Title to be announced

17.05. 2011 

Hendrik Veelken  
leiden, the netherlands

Title to be announced

24. 05. 2011  

otto Haller 
Freiburg

Title & Synopsis
Innate Immunity to Influenza Viruses

innate immune responses play a key role in de

tecting and containing influenza a viruses (FluaV) 

in the infected host. influenza viral rna genomes 

are sensed by riGi receptors in the cell cytoplasm 

and trigger the production of type i (alpha/beta) 

and type iii (lambda) interferons (iFns). the secret

ed iFn subtypes bind to specific cell surface re

ceptors and protect uninfected cells by inducing 

the synthesis of various antiviral factors, including 

mx (orthomyxovirus resistance) proteins (1). Both 

iFns activate a similar set of responsive genes and 

appear to serve similar functions. however, recent 

experimental evidence indicates that type iii iFn  

is unique in preferentially targeting epithelial cells 

and contributing to the control of FluaV in the 

 respiratory tract (2). mx proteins belong to the 

 dynamin family of large Gtpases and consist of 

three functional domains, namely (i) the aminoter

minal “G domain” that binds and hydrolyses Gtp, 

(ii) the “bundle signaling element” and (iii) the 

“stalk” which mediates oligomerization and is 

composed of the middle domain (mD) and the 

 carboxyterminal Gtpase effector domain (GeD). 

importantly, functional studies indicate that mxa 

selfassembly is required for antiviral activity (3). 

mx proteins presumably recognize and oligo

merize around viral nucleocapsids thereby 

 blocking their function (4). to succeed, FluaV  

has evolved the multifunctional protein ns1  

which has iFnantagonistic properties (5). it inhib

its riGi signal transduction and interferes with 

proper processing of cellular mrnas impeding 

both iFn production and action. highly virulent 

UPCOMING EvENtS

MiCE immunological Colloquium – Preview Summer 2011

The weekly seminar series of the MICE has been well established as a discussion  
forum for current topics in immunology by presenting distinguished speakers  
from all over the world. The lectures take place in the seminar room of the Institute  
of Clinical Microbiology, Immunology and Hygiene, Wasserturmstr. 3 –5, 1st floor, 
Erlangen, at 5.15 p.m. Please have a look at our homepage for a regular update  
of the seminar program:

www.mice.uni-erlangen.de/events/immunological-seminar.shtml
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strains most likely exploit additional mechanisms 

to escape the iFn response. thus, rapid virus 

growth is an efficient way to outcompete the iFn

inducible host defense and is a hallmark of highly 

pathogenic FluaV strains (6).

(1) haller o, et al. rev sci tech off int epiz, 28, 219231 
(2008). review

(2) mordstein m, j. Virol, 84, 56705677 (2010)

(3) Gao s, et al. nature, 465, 502506 (2010)

(4) haller o, et al. j. Biol chem, 37, 2841928424 (2010). 
minireview

(5) hale BG, j. Gen Virol 89, 23592376 (2008). review

(6) Grimm D, proc natl acad sci usa, 104, 68066811 (2007)

31.05. 2011  

Federica Sallusto  
Bellinzona, switzerland

Title to be announced

07.06. 2011 

linda Wicker  
cambridge, uk

Title to be announced

21.06. 2011  

Steffen Stenger 
ulm

Effector Mechanisms in  Immunity 

to Tuberculosis in Humans

28.06. 2011 

Thomas Korn  
münchen

T cellular Players in Auto immune 

Neuroinflammation

04.07. 2011  
special lecture 

Hans Schöler  
münster

Title & Synopsis
Induction of Pluripotency: 20 Years of Research

the reprogramming of mouse and human somatic 

cells into pluripotent stem cells, designated as 

 induced pluripotent stem (ips) cells, was first 

 successfully achieved in 2006 by kazutoshi taka

hashi and shinya yamanaka, using fibroblasts  

as the starting cell population. ips cells are similar 

to embryonic stem cells (escs) with respect to 

their morphology, their molecular signature, and 

their differentiation potential. reprogramming 

adult cells to pluripotency has uncovered exciting 

new areas in basic and applied research. the 

 areas of applied research include:

• potential use of reprogrammed cells capable  

of supporting cellular transplantation;

• development of mouse models for human 

 diseases;

• screening for potential drug candidates.

initially, the introduction of the virally expressed 

transcription factor quartet oct4, sox2, cmyc, 

and klf4 was a prerequisite to reprogramming. 

subsequently, the laboratory of hans schöler 

 reported that oct4 alone is sufficient for the direct 

reprogramming of adult mouse and human fetal 

neural stem cells (nscs) into ips cells. Further 

work from his lab indicated that the culture envi

ronment in transcription factormediated repro

gramming determines the cell fate of the repro

grammed cell, suggesting that it may be possible 

to shape the identity of a directly reprogrammed 

cell simply by modulating culture conditions. 

 incidentally, it was hans schöler who more than 

20 years ago first described and then cloned the 

transcription factor oct4. since then, he has made 

numerous contributions to the field of pluripotency 

research. alternate methods for inducing mouse 

pluripotent stem cells involve the use of recombi

nant proteins. however, the introduction of extra

neous transcription factors is not needed when 

certain adult unipotent stem cells are used as the 

starting cell population. to better understand the 

reprogramming process, hans schöler‘s labora

tory sought to identify factors that enable repro

gramming with higher efficiency, and discovered 

that somatic cell reprogramming using chromatin

remodeling molecules represents an efficient 

 method for generating reprogrammed cells. 

Further work of his group suggests that certain 

 inhibitors may be able to replace transcription 

 factors in both mouse and human reprogramming. 

the publication on the generation of human ips 

cells from cord blood provides a reprogrammed 

juvenescent cell type, which bypasses mutations 

that accumulate in tissues during their lifetime  

and may lead to cancer formation. the resulting 

juvenescent cell type has considerable potential 

applicability in the treatment of newborns with 

 genetic diseases or congenital malformations.  

ips cell technology has attracted enormous 

 interest due to its potential application in re

generative medicine. the future of medicine is 

 geared toward a patientspecific approach to  

the treatment of diseases, and the generation  

of patientspecific ips cells is certain to play an 

 integral role in this regard. in his presentation, 

hans schöler will discuss basic principles under

lying the  induction of pluripotency.

Innate Immunity 
to Influenza Viruses
Innate Immunity 
to Influenza Viruses

The regulation 
of intestinal 
homeostasis by 
Interleukin-7

The regulation 
of intestinal 
homeostasis by 
Interleukin-7

T cellular 
Players in 
Autoimmune 
Neuroin-
flammation

T cellular 
Players in 
Autoimmune 
Neuroin-
flammation
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05.07. 2011  

Thomas Schüler 
Berlin

The Regulation of Intestinal Homeostasis

by Interleukin-7

12.07. 2011 

Arndt Borkhardt 
Düsseldorf

EBV-associated Lymphproliferation Caused 

by Inherited, Primary T-cell Deficiency

19.07. 2011 
no seminar – sFB 796 retreat

26.07. 2011  

To be announced

Conferences (Co-)organized 
by MiCE Members

March 10 – 23, 2011

15th Symposium  “infektion 
und immunabwehr“ of the 
DgHM research Focus 
group “infection  immunology” 
and the Dgfi Study group 
 “infection  immunology”
Burg rothenfels 

March 24 – 25, 2011

Cellular Therapy 2011 
6th international Symposium 
on the Clinical Use of Cellular 
Products
erlangen

www.cellulartherapy.de 

March 31– April 02, 2011

9t h german B Cell  Forum 
 “Biology of B lymphocytes”  
of the Dgfi Study group 
  “Biology of B lymphocytes” 
Bad soodenallendorf

http://www.molim.uni erlangen.de/

akb/bad_ sooden_2011.html 

May 14 – 17, 2011

13th international CMV/Beta
Herpesvirus Workshop
nuremberg

www.cmvworkshop.org

June 20 – 22, 2011

4th Weißenburg  Symposium: 
Epigenetics and the Control 
of gene  Expression
Weißenburg

October 9 – 14, 2011

3rd Autumn School “Current 
Concepts in immunology” 
of the german Society of 
 immunology
Bad schandau

www.herbstschule.de

Further Conferences 
of interest

September 11  – 16

international Congress 
of Virology (iCV)
sapporo, japan

www.congre.co.jp/iums2011sapporo/
data/general.html

September 23 – 27, 2011

6t h international  Symposium 
on CD1 and NKT cells
chicago, illinois, us

www.certain.com/system/profile/
web/index.cfm?pkwebiD=
0x2186723327&va

September 28 – October 01, 2011

Annual Meeting of the italian 
Society of immunology, Clinical 
immunology and Allergology 
(SiCA) and the german Society 
for immunology (Dgfi)

www.immunology2011.it

October 9 –12, 2011

9t h Joint Meeting of iCS-iSiCr: 
Cytokines and interferons
Florence, italy
www.cytokines2011.it
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We are looking forward to suggestions  
for the next mice letter.  

please send material to:
aegrohma@viro.med.unierlangen.de


