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Journal of
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JEM IMMUNOLOGY COLLECTION 2026

ournal of Experimental Medicine (JEM) is pleased to present a special col-
]lection of recent and exciting advances in immunology, celebrating

JEM’s long commitment to publishing outstanding basic as well as trans-
lational research. The collection covers JEM’s broad scope, from immuno-
deficiencies leading to inflammatory diseases, persistent IFNy-induced
memory in human macrophages, immunology at mucosal sites from na-
sal-associated lymphoid tissue to the intestine, transcriptomic control of
CD8" T cell responses in cancer, novel regulators of plasma cell differenti-
ation, fibrosis, and central tolerance maintenance. If you enjoy this collec-
tion, we encourage you to scan the QR codes to view the articles online and
sign up for email alerts to receive the latest research. If you are interested
in submitting work in this field to JEM, we encourage you to contact our
Editorial office via jem@rockefeller.edu or +1 212-327-8575.
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Activated PI3Kd rewires Th2 differentiation

While inputs regulating CD4* T helper (Th)
cell differentiation are well defined, the
integration of downstream signaling with
transcriptional and epigenetic programs that
define Th lineage identity remains incom-
pletely resolved.

PI3K signaling is a critical regulator of T cell
function; activating mutations affecting
PI3K& result in an immunodeficiency with
multiple T cell defects. Using mice express-
ing activated PI13K8, we found aberrant
expression of proinflammatory Thl signature
genes under Th2-inducing conditions, both
invivo and in vitro. This dysregulation was
driven by a PI3K&-IL-2-Foxol signaling am-
plification loop, fueling Foxol inactivation,
loss of Th2 lineage restriction, and extensive
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Golec, D.P, P.H. Gazzinelli-Guimaraes, D. Chauss, K. Yu, H. Nagashima, A.C. Cruz, T. Hill, S. Ganesan, J.L.

epigenetic reprogramming.

Surprisingly, ablation of Fasl, a Foxol-re-
pressed gene, normalized both Th2 differen-
tiation and TCR signaling. BiolD and imaging
revealed Fas interactions with TCR signaling
components, which were supported by
Fas-mediated potentiation of TCR signaling
that could occur in the absence of FADD.

Our results highlight Fas-FasL signaling as a
critical intermediate in phenotypes driven
by activated PI3K§, thereby linking two key
pathways of immune dysregulation.
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Cannons, J.K. Perry, L. Nivelo, I. Joshi, N. Pereira, F.M.S. Oliveira, Y. Zheng, M. Jean Pierre, K.M. Druey, J.B. Lack,
E.V. Dang, T.B. Nutman, A.V. Villarino, .. 0'Shea, B. Afzali, and P.L. Schwartzberg. 2026. A PI3K&-Foxol-FasL
signaling amplification loop rewires CD4* T cell signaling and differentiation. J. Exp. Med. 223 (4): e20252154.

https://doi.org/10.1084/jem.20252154

Trapped IFNy provides memory to human macrophages

Macrophages, as key sentinel cells of the
innate immune system, can retain memory of
prior stimulus exposure. IFNy plays a central
role in maintaining trained immunity in vivo
and induces potent innate immune training
of macrophages. Such training is associated
with the formation of de novo enhancers that
alter gene expression responses to subse-
quent stimuli. However, how such enhancers
are maintained after cytokine exposure
remains unclear.

We report that the mechanism underlying
durable IFNy-induced enhancers is not cell
intrinsic. IFNy-exposed macrophages contin-
ue to exhibit JAK/STAT signaling days after
cytokine removal. Blocking IFNy signaling
with a JAK inhibitor or anti-IFNy neutralizing

ORIGINAL PAPER

Gorin, A, S. Niu, N. Harriott, V. Koduvayur, Q. Cheng, and A. Hoffmann. 2026. IFNy-induced memory in human
macrophages is sustained by the durability of cytokine signaling itself. J. Exp. Med. 223 (4): €20250976.

https://doi.org/10.1084/jem.20250976

antibodies after cytokine removal is suffi-
cient to reverse IFNy-induced enhancers and
erase the potentiated state of the treated
macrophages.

Our findings suggest that epigenetic changes
in macrophages do not inherently encode
innate immune memory or a “potentiated”
macrophage state, but in fact are them-
selves dependent on ongoing signaling from
cytokines sequestered at the cell surface.
Thus innate immune memory, in at least
some physiological scenarios, may be better
thought of as a tissue-emergent property
than a cell-intrinsic epigenomic property.
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CCR6 and BCR affinity regulate nasal IgA responses

Antibody-mediated immune responses in
mucosal tissues are critical for defending
against pathogens while maintaining homeo-
stasis with commensals. Nasal vaccination
aims to induce local protection in the upper
airway mucosa. Although B cell-driven
immunity is well characterized in gut-as-
sociated lymphoid tissues such as Peyer’s
patches and mesenteric lymph nodes, much
less is known about analogous processes in
the upper airways.

We show that B cell receptor (BCR) affinity
and CCR6 regulate germinal center (GC)
seeding and class-switch recombination
(CSR) to IgA in nasal-associated lymphoid
tissue (NALT) following nasal vaccination.

B cells bearing low-affinity BCRs failed to
upregulate CCR6 and did not support T follic-

ORIGINAL PAPER

Liu, J., L. Stoler-Barak, and Z. Shulman. 2026. Nasal germinal centers and IgA class-switch recombination
depend on CCR6 and B cell receptor affinity. J. Exp. Med. 223 (4): €20251901.

https://doi.org/10.1084/jem.20251901

ular helper cell differentiation or seed GCs in
the NALT. CCR6-deficient B cells were unable
to migrate to the NALT subepithelial dome or
undergo IgA CSR and seed GC effectively in
response to nasal vaccination or commensal
bacteria signals.

Thus, effective targeting of B cell clones to
induce CCR6 expression is essential for nasal
vaccine design.
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Zbtb32 enhances CD8 T cell antitumor responses

In the tumor microenvironment (TME),
“exhausted” CD8" T cells are classified into
progenitor (Tpex) and terminally exhaust-
ed (Ttex) populations. Tpex cells, critically
regulated by zinc finger and BTB domain
containing 27 (Zbtb27)/Bcl6 transcrip-

tion factor, could be reinvigorated during
immune checkpoint blockade (ICB) therapy,
while Ttex cells, characterized by stronger
proliferation and cytotoxicity, play an indis-
pensable role in tumor control. However, the
mechanisms governing the differentiation
into Ttex and their function remain not well
understood.

In this study, we identified that Zbtb32, high-
ly expressed in CD8* Ttex subset, is crucial
for CD8* T cells within tumors. Zbtb32, reg-

ORIGINAL PAPER

Pan, B., Q. Sun, R. L, J. Feng, J. Hao, B. Xie, X. Zhao, Z. Zhao, P. Wei, Q. Lan, S. Xie, T. Xie, Y. Chen, K. Wei, X.
Zhong, H. Qi, L. Ni, and C. Dong. 2026. Zbtb32 promotes CD8" T cell differentiation and function in cancer.
J. Exp. Med. 223 (4): @20250005. https://doi.org/10.1084/jem.20250005

ulated by CD28 signaling, promotes the dif-
ferentiation of CD8* T cells into Ttex subset,
enhancing their cytotoxicity, proliferation,
and anti-tumor capability. Importantly, we
found a competitive DNA binding between
Zbtb32 and Bcl6, especially in regulation of
|d2 expression.

Thus, our findings demonstrate the pivotal
role of Zbtb32in CD8* T cell anti-tumor
function, with implications in cancer immu-
notherapy.
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An invivo CRISPR/Cas9 screen for B cell regulators

Immune responses to pathogens lead to the
generation of plasma cells through a com-
plex interplay of B cells with their microenvi-
ronment in lymphoid organs. To identify new
regulators of B cell activation and plasmablast
differentiation in the context of the splenic
microenvironment, we established an in

vivo system for pooled sgRNA CRISPR/Cas9
screens in immunized mice.

To improve the infection efficiency of naive B
cells, we generated Cd23-Cre Rosa26"\-Er/s
mice exhibiting increased expression of the
ecotropic lentivirus receptor EcoR on naive

B cells. Upon adoptive B cell transfer and
immunization of recipient mice, 379 sgRNAs,
targeting genes with high expression in plas-
ma cells, were analyzed for their effects on

ORIGINAL PAPER

Calderén, L., M. Schafer, M. Ronlevi¢, R. Rauschmeier, M. Jaritz, T.A. Schwickert, Q. Sun, A. Pauli, |. Zuber, and
M. Busslinger. 2026. In vivo CRISPR/Cas9 screens identify new regulators of B cell activation and plasma cell
differentiation. J. Exp. Med. 223 (3): €20250594. https://doi.org/10.1084/jem.20250594

plasmablast generation. Gene hits, encoding
23 positive and 18 negative regulators of B
cell activation, plasmablast differentiation,
or homeostasis, were uniquely identified in
these in vivo screens. Validated genes encod-
ed proteins involved in cell adhesion, signal
transduction, protein folding, iron transport,
and enzymatic processes.

Hence, our in vivo screening system identi-
fied novel regulators controlling B cell-medi-
ated immune responses.
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Tet2-deficient macrophages promote liver fibrosis

Clonal hematopoiesis driven by Tet2 defi-
ciency in myeloid cells (Tet2*¥) is prevalent
in elderly individuals; however, the role of
Tet2*™ in liver fibrosis pathogenesis remains
elusive.

In this study, we demonstrated that Tet2-de-
ficient monocyte-derived macrophages
(MDMs) promoted cellular expansion and
elevated C-C motif chemokine ligand 2/8
(Ccl2/8) secretion by stabilizing their mRNAs
through 5-hydroxymethylcytosine-mediated
alterations in RNA-protein interactions.
These chemokines engaged with the upregu-
lated C-C motif chemokine receptor (Ccr2/3)
on Tet2”- monocytes, forming a positive
feedback loop that amplified pro-inflamma-
tory MDMs (pMDMs) accumulation in liver.

ORIGINAL PAPER

Feng, J., B. Wu, Y. Li, P. Sun, Q. Liu, Q. Xiao, J.-B. Cai, Y. Zheng, H. Chen, Y. Xu, Y. Liu, G.-M. Shi, L. Tan, and Y.G.
Shi. 2026. Tet2 deficiency-induced expansion of monocyte-derived macrophages promotes liver fibrosis. J. Exp.

Med. 223 (2): e20251114. https://doi.org/10.1084/jem.20251114

Tet2”- pMDMs activated hepatic stellate
cells through IL-6, driving extracellular ma-
trix deposition and fibrotic progression.

Pharmacological inhibition of Ccl2/Ccl8

with Bindarit attenuated MDMs accumu-
lation and liver fibrosis, whereas combined
therapy with Bindarit and IL-6 neutralization
synergistically suppressed liver fibrosis in
Tet2*™e mice and aged chimeric models
recapitulating Tet2*™e-related myeloid
hematopoiesis. These findings present the
mechanism by which Tet2*"v aggravates liver
fibrosis and highlight MDMs depletion plus
IL-6 neutralization as a promising therapy for
liver fibrosis in patients with Tet2*%e-related
myeloid hematopoiesis.
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Fibroblast diversity within human GALT

Gut-associated lymphoid tissues (GALT)
represent major sites of adaptive immune
priming in the intestine, yet our understand-
ing of human GALT diversity and function
remains limited.

We used single-cell RNA sequencing, flow
cytometry, and confocal laser microscopy to
map the fibroblast (FB) landscape of human
GALT, including that of Peyer’s patches (PP),
mucosal isolated lymphoid follicles (M-ILF),
and submucosal ILF (SM-ILF). We identify
CD24 as a marker that distinguishes GALT
from other intestinal FB and demonstrate
that CD24* FB consist of distinct subsets
that locate within discrete niches. We show
that the composition and transcriptional
profile of M-ILF and SM-ILF FB differs with

ORIGINAL PAPER

Mérbe, U.M., FV. Junghus, G. Nos, P.B. Jergensen, M.J. Ensmenger, V.A. Vaananen, M.D. Wewer, G.R. Madsen,
L.B. Riis, H.L. Jakobsen, L.R. Olsen, S. Brunak, O.H. Nielsen, and W.W. Agace. 2026. Fibroblast diversity within
human gut-associated lymphoid tissues. J. Exp. Med. 223 (3): €20250471.

https://doi.org/10.1084/jem.20250471

SM-ILF FB appearing more focused at pro-
viding T cell support.

Finally, we find the transcription profile of PP
T zone reticular cells to be altered in Crohn’s
disease and that cells with a GALT FB-like
profile can be detected in other chronic
inflammatory diseases. Collectively, our
findings provide an important framework for
understanding GALT diversity and function.
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Claudin 1is required for central tolerance

Central tolerance, which relies on the
presentation of self-antigens by medullary
thymic epithelial cells (mTECs) and den-
dritic cells (DCs), prevents autoimmunity
by eliminating self-reactive T cells. While
mTECs produce self-antigens autonomously,
DCs acquire them from mTECs via cooper-
ative antigen transfer (CAT). We previously
showed that mTEC and DC subsets exhibit
preferential pairing in CAT, providing a
rationale for the existence of molecular
determinants underpinning this pairing and
its outcome.

We compared the transcriptomes of CAT-ex-
perienced and CAT-inexperienced DCs and
identified Claudin 1 as a molecule involved
in CAT and type 1 DC (DC1) maturation.

ORIGINAL PAPER

DCl1-specific ablation of Claudin 1 resulted

in decreased CAT to late mature DCl1s and
dramatically diminished DC1 maturation.
These phenotypes correlated with the dis-
placement of DC1s from mTECs and their de-
creased expression of MHCII pathway genes.
This translated into impaired regulatory T
cell selection and clonal deletion, ultimate-
ly manifesting in symptoms of multiorgan
autoimmunity and shortened lifespan.

Collectively, our results identify thymic
DCl-derived Claudin 1as a regulator of
immune tolerance.

JEM IMMUNOLOGY COLLECTION 2026
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PERSPECTIVE

Next-generation CRISPR screens in immunology

Mapping the causal circuits that shape the
phenotypic and functional landscape of im-
mune cells remains a formidable challenge.
Recent advances in pooled CRISPR-based
screens, coupled with multiplexed single-cell
profiling and imaging-based spatial readouts,
make this goal increasingly attainable.

In this Perspective, we discuss how CRISPR-
based genetic screens will fundamentally
transform our understanding of immuno-
biology. We highlight the applications of
state-of-the-art, high-throughput pooled
perturbation approaches, including emerg-
ing methodologies for bulk, single-cell, and
spatial CRISPR screens, to advance our un-
derstanding of immunity and in vivo biology.
Additionally, we summarize new strategies

ORIGINAL PAPER

Shi, H., and H. Chi. 2026. Next-generation CRISPR screens enable causal systems immunology. J. Exp. Med. 223

(3): €20241266. https://doi.org/10.1084/jem.20241266

REVIEW

to address the complexity of combinatorial
perturbations to uncover genetic interac-
tions and mechanistic drivers of immunity at
unprecedented scale and resolution.

By integrating CRISPR screening data with
experimental insights, we advocate a new
framework in immunology research that
leverages perturbation-driven regulatory
effects and networks to discover new thera-
peutic targets and establish causal systems
biology and immunology for advancing
immunological knowledge and therapeutic
application.
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Therapeutic opportunities for NK cells beyond cancer

Natural killer (NK) cells are cytotoxic and
cytokine-producing innate lymphocytes with
established roles in antiviral and antitumor
immunity. In recent years, the biology of NK
cells has been exploited in innovative cancer
immunotherapies, leading to clinical advanc-
es including allogeneic NK cell infusions,
chimeric antigen receptor NK cells, and NK
cell engager technologies.

ORIGINAL PAPER

Cayatte, M., V. Picant, M. Vétizou, and E. Vivier. 2026. Bringing natural killer cells to the clinic: Opportunities
beyond cancer. J. Exp. Med. 223 (1): e20250612. https://doi.org/10.1084/jem.20250612

These studies pave the way to explore how
advances in NK cell-based immunothera-
pies could be leveraged outside of oncology
to selectively target pathogenic cells and
restore tissue homeostasis in viral infections,
neurodegenerative disorders, autoimmunity,
and transplantation medicine.

RESEARCHERS

Marjorie Cayatte

PhD student

Aix Marseille Université, CNRS,

1 INSERM, Centre d’Immunologie de
Marseille-Luminy

j Valentin Picant
Postdoctoral researcher
Innate Pharma

Marie Vétizou
R&D Director
Innate Pharma

Eric Vivier

Professor of Inmunology, Hopitaux
Universitaires de Marseille, Centre
d’Immunologie de Marseille-Luminy,
Aix Marseille Université / INSERM

/ CNRS

Professor, Ecole Polytechnique
President, Paris Saclay Cancer Cluster
“Natural Killer Cells” Chair, Fondation
Gustave Roussy
vivier@ciml.univ-mrs.fr


https://vivier@ciml.univ-mrs.fr
https://doi.org/10.1084/jem.20250612
https://doi.org/10.1084/jem.20241266
http://hongbo.chi@stjude.org/

MORE IMMUNOLOGY RESEARCH @20 Rockefeller

@ D University

PUBLISHED IN OUR SISTER JOURNALS PV Press

IMMUNE CELL BIOLOGY 2026 .

- - .

[y

“Target cell adhesion limits phagocytosis” (Meghan A. Morrissey £

. @ °
2« . ] * <0 ¢
B cell mechanoresponses tune antigen presentation” (Maria Is&bel Yusgff (%) * o * =
. . & . e -
“An exogenous mitophagy receptor from bacteria” (Shan Li lab) ® e ®
“Bioelectricity in neutrophil chemotaxis” (Guangjun Zhang'and Qing Deng la;) ® e °
y P g .
“ ®- .
n " A a ‘
“uPA-mediated remodelling of CCL21 gradients in theskin = - o B ‘e
and in lymph node gradients” (Cornelia Halin lab) ~ o % %3 .
“Galectin-9 controls cell rear contractility” (Laia Querol Cano lab) i < ;
- e

READ THE COLLECTION 2 CB _
AT JCBORG ‘3,&‘] St

Image © 2025 Aceitén et al.

LSA IMMUNOLOGY COLLECTION 2026

“Human Thl cells and STAT1 O-glycosylation” (Dirk Mielenz lab)
READ THE COLLECTION

AT LSAJOURNALORG “Syk palmitoylation and desulfenylation” (Bruno Beaumelle lab)

(my

“Preclinical testing of the SHP2 inhibitor RMC-4550" (Nancy Ratner lab)

(my

“Generation of neuroblastoma-derived TIL products” (Monika C. Wolkers lab)

(my

“MALDI imaging of the thymus” (Simone Sidoli and George S. Karagiannis labs)

(my

“TRPM?7 drives human T-cell activation and differentiation” (Susanna Zierler lab)

(my

“MHC class I1+ T-cell activation niches” (jim Miller lab)

(my

“MFN2 and mtDNA-mediated inflammation” (Gerald Pfeffer and Timothy E. Shutt labs)

[y

“Lack of BCL6 in CD8 T cells or BCL6 inhibition fights tumors”
(Changchun Xiao and David Nemazee labs)

>

>
< 4e
<44

([

“DOTIL guides dendritic cell subset development”

(Fred van Leeuwen and Joke M.M. den Haan labs) Life Science Alliance

Artwork by Lauréne Boglio



http://lsajournal.org/
http://jcb.org/

WHY PUBLISH
IN JEM?

AN EDITORIAL PROCESS
GUIDED BY YOUR COMMUNITY

At Journal of Experimental Medicine, all editorial decisions on research manuscripts
are made through collaborative consultation between professional scientific editors
and the academic editorial board. JEM is a nonprofit journal by and for scientists,

with editorial decisions determined by active researchers not commercial interests.

1. Submission

A
— Q¥ — @ — @

2. Assessment by scientific

and academic editors (SEs

and AEs), and if appropriate,
sent to external reviewers

QO 9@

4. SEs and AEs
assess reviewers'
comments

3. Reviewers comment
and examine one
another’s anonymous

comments ‘

5. Informed
decisions sent
to authors

6. If invited, authors
submit revised
manuscript

aﬁ@*/a@@@

7. Assessment by 8. Reviewers comment
SEs and AEs, and if and examine one
appropriate, sent back to another’s anonymous

external reviewers Comrlnents

e

9. SEs and AEs
assess reviewers
comments

10

10. If accepted, manuscript moves
' to production for copyediting,
formatting, tagging for discovery,
and checks for compliance

= — &5

11. Once approved,
manuscript is published
and promoted to the
scientific community



96% of invited

revisions

are accepted

Fair and Fast

Initial decisions are provided in 5 days. We
limit rounds of revision, and we strive to pro-
vide clear, detailed decisions that illustrate
what is expected in the revisions. The peer
review process takes an average of 38 days,
and in 2024, 96% of invited revisions were
accepted.

Initial decision
in under 5 days

Time in peer
review:
38 days

*Median 2024

Transfers Welcome

We welcome submissions that include
reviewer comments from another journal
and offer rapid decisions on transferred
manuscripts.

Format Neutral and Preprint Friendly
Authors can submit their papers in ANY for-

. . . =7 mat, and prior posting to a preprint server
8|8 |nn0vatlve ReVIewer CO"abOI'atIOI'I Won't affect Cons|derat|on.
food In our collaborative system, reviewers
L° 2 comment and examine one another's anony- Open Access Available
mous comments. Authors can choose Gold OA to make their
articles immediately publicly available or
~— Broader Dissemination and Influence Green OA to make them accessible to

Publishing in JEM positions your work to
reach a wide and engaged audience, includ-
ing key opinion leaders and decision-mak-
ers in your field. Maximize the visibility and
impact of your research through our estab-
lished networks and high readership.

readers with a subscription before becom-
ing publicly available 12 months after pub-
lication. Authors always retain copyright if
allowed by their institution/funder. You may
self-deposit your accepted manuscript to

a funder repository (e.g., PubMed Central)
or an institutional repository in accordance
with your funder/institutional policy.

EXECUTIVE EDITOR CONSULTING BIOSTATISTICAL EDITOR CONNECT WITH JEM
Natalie Cain Yuri Pritykin v @
: jem.org
EDITORIAL BOARD CO-CHAIRS el el
Carl Nathan DEPUTY EDITOR X @JExpMed
Michel Nussenzweig Gaia Trincucci f Journal of Experimental Medicine
ACADEMIC EDITORS SENIOR SCIENTIFIC EDITORS O @JExpMed
Jean-Laurent Casanova Montserrat Cols . .
Sara Cherr)_/ . Lueie VEm Brrmanis @rockefeller_university_press
Jonathan Kipnis Zhijuan Qiu M Rockefeller University Press
Paul Kubes .
Lemis L. Lamler SCIENTIFIC EDITOR = jem@rockefeller.edu
Daniel Mucida Ke Geng

Anne O'Garra
Emmanuelle Passegué
Alexander Rudensky

Arlene Sharpe (P51 ) Journal of
David Tuveson (3 ((.J ﬁnxep;::iir:eental

Jedd D. Wolchok <

SENIOR MANAGING EDITOR WWW.JEM.ORG

Sylvia F. Cuadrado


http://www.jem.org/
http://jem@rockefeller.edu/
http://jem.org/

@D Journal of an Journal of
Journal of D D Experimental QD QD General
Cell Biology exq'w Medicine L’OQ Physiology
-

UNLIMITED
OPEN ACCESS PUBLISHING

When your library participates in a Read-and-Publish Agreement
with Rockefeller University Press, you are entitled to:

READ:

Unlimited access to all content published in Journal of Cell
Biology, Journal of Experimental Medicine, and Journal of
General Physiology immediately after publication.

PUBLISH:

100% coverage of the JCB, JEM, and JGP Immediate Open Access
fees when you serve as the primary corresponding author on any
accepted manuscript. There is no limit to the number of articles
that may be published as a part of the deal.

View current Need more information? h
agreements:
B4 subs@rockefeller.edu
¢ +1212-327-8590
N Y,

g@o Rockefeller
Q@ & University
I9V Press


http://subs@rockefeller.edu/

	JEM IMMunology CollECtIon 2026
	Journal of Experimental Medicine

	Jennifer McGullam
	Senior Production Manager Camille Clowery
	Production Designer
	Erinn A. Grady
	JEM IMMunology CollECtIon 2026
	JEM IMMunology CollECtIon 2026
	Claudin 1 is required for central tolerance Jiří Březina… Dominik Filipp
	REVIEW


	Activated PI3Kδ rewires Th2 diﬀerentiation
	ORIGINAL PAPER
	RESEARCHERS

	Trapped IFNγ provides memory to human macrophages
	ORIGINAL PAPER
	JEM IMMunology CollECtIon 2026

	CCR6 and BCR aﬃnity regulate nasal IgA responses
	ORIGINAL PAPER
	RESEARCHERS

	Zbtb32 enhances CD8 T cell antitumor responses
	ORIGINAL PAPER
	RESEARCHERS

	An in vivo CRISPR/Cas9 screen for B cell regulators
	ORIGINAL PAPER
	RESEARCHERS

	Tet2 -deﬁcient macrophages promote liver ﬁbrosis
	ORIGINAL PAPER
	RESEARCHERS
	JEM IMMunology CollECtIon 2026

	Fibroblast diversity within human GALT
	ORIGINAL PAPER
	RESEARCHERS

	Claudin 1 is required for central tolerance
	RESEARCHERS
	ORIGINAL PAPER

	PERSPECTIVE Next-generation CRISPR screens in immunology
	ORIGINAL PAPER
	RESEARCHERS
	Hongbo Chi

	Therapeutic opportunities for NK cells beyond cancer
	ORIGINAL PAPER


	LSA IMMUNOLOGY COLLECTION 2026
	REad thE CollECtIon at

	WHY PUBLISH IN JEM?
	AN EDITORIAL PROCESS GUIDED BY YOUR COMMUNITY
	8. Reviewers comment and examine one another’s anonymous comments
	At Journal of Experimental Medicine , all editorial decisions on research manuscript are made through collaborative consultation between professional scientific edito and the academic editorial board. JEM is a nonprofit journal by and for scientists,
	Initial decision in under 5 days
	Time in peer review: 38 days
	Fair and Fast
	Transfers Welcome
	Open Access Available
	CONNECT WITH JEM
	EXECUTIVE EDITOR
	Natalie Cain
	CHAIRS



	OPEN ACCESS PUBLISHING
	AT NO COST TO AUTHORS.
	When your library participates in a Read-and-Publish Agreement with Rockefeller University Press, you are entitled to:

	READ:
	PUBLISH:
	View current agreements:




