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After the publication of this work [1], the authors note
that there are no figure legends in the published paper.
So we supplement the figure legends in this correction
draft. The authors extend their apology for any incon-
venience caused by this fault.
The figure legends:
Fig 1. The classification of HDAC family. Specific

domains, subcellular localization and targeting inhibitors
(HDACis) for the HDAC family. Some HDACis are
HDAC isoform-selective inhibitors. RGFP966 is the se-
lective inhibitor for HDAC3. Citarinostat and SLK-23bb
are the selective inhibitors for HDAC6. Divalproex so-
dium is a selective inhibitor for SIRT1. Number 0 stands
for the preclinical trial. Number 1, 2, 3 and 4 stands for
phase I/II/III/IV clinical trials, respectively.
Fig 2. Schematic representation of the main HDACs

and HDAC-related TFs involved in hematopoietic
lineage commitment. Generally, HDACs (marked in red)
regulate hematopoietic development by interplaying with
specific TFs (marked in blue) at different stages. HDAC1/
2 are widely involved in the development of hematopoietic
lineages, while other HDACs, such as HDAC8, promote
the differentiation of HSCs to progenitor cells. HDAC3 is
mainly involved in the development of lymphoid lineages.
HDAC5 mainly participates in the regulation of erythro-
cyte differentiation, while HDAC7, HDAC4 and HDAC11

are involved in the development of macrophages, dendritic
cells and neutrophils, respectively.
Fig 3. A model highlights component transformation

in transcriptional complex is critical for leukemic
transformation. In normal myeloid differentiation, DNA-
bound AML1 interacts with p300, MOZ, pCAF and nu-
clear receptor coactivators (CoA). This association results
in an increase in histone acetylation, chromatin remodel-
ing and transcriptional activation. While in t(8;21)AML,
the AML1/ETO fusion recruits the NCoR/SMRT–Sin3a–
HDAC complex, which leads to a histone acetylation re-
duction, chromatin organization inhibition and transcrip-
tional repression, thus blocking myeloid differentiation.
Fig 4. A model of CBP/P300 and HDAC component

patterns determines the transcriptional function of TF in
erythroleukemia cell differentiation. HDAC1 interacts
with the nuclear co-repressor mSin3A and associates with
EKLF in undifferentiated EBHX11L cells. This co-repressor
complex mediates β-globin gene transcriptional repression.
During the differentiation of EBHX11L cells to a primitive
erythroid phenotype, the formation of EKLF-P300/CBP-
SWI/SNF complexes acetylates both EKLF and histones.
P300/CBP-mediated EKLF acetylation decreases EKLF inter-
action with mSin3A-containing complexes. This leads to a
conversion of EKLF from a transcriptional repressor to acti-
vator and promotes cellular differentiation.
Fig 5. A model of class II HDAC interaction patterns

in erythroid differentiation. pERK phosphorylates the nu-
clear localization domain of HDAC5 and facilitates HDAC5-
mediated shuttle of GATA1 and EKLF from the cytoplasm
to the nucleus. Once the nuclear remodeling shuttle eryth-
roid (NuRSERY) complex of pERK- HDAC5-GATA1-EKLF
enters the nucleus, HDAC5 indirectly modulates the
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deacetylation of GATA1 and EKLF by recruiting HDAC3 to
the complex. With erythroid maturation, HDAC5, GATA1
and EKLF remains associated but the levels of pERK sharply
decreased, which leads to the shuttle of the complex from
the cytoplasm to nucleus and dissociation of HDAC3.
Fig 6. A model of TF modification affects the re-

cruitment of HDAC to the promoter. HDAC1 can be
recruited by Ikaros to repress the demethylase of
KDM58 in normal cells. In B-ALL, Casein kinase 2
(CK2)-mediated phosphorylation of Ikaros decreases
HDAC1 recruitment to the KDM58 gene, which contrib-
utes to KDM58 expression and leukemogenesis.
Fig 7. Abnormal gene expression of HDACs in hu-

man different hematological malignancies. The most
significantly upregulated HDAC genes are marked in
red. The most prominently downregulated HDAC genes
are marked in blue. CML: chronic myelocytic leukemia,
AML: acute myelocytic leukemia, AML MLL: acute mye-
locytic leukemia with mixed lineage leukemia, CLL:
chronic lymphocytic leukemia, ALL: acute lymphoblastic
leukemia, MDS: myelodysplastic syndromes. The data
are analyzed based on the TCGA database.
Fig 8. Sensitivity and resistance mechanisms of

hematological malignancies to HDACis. The major
anti-tumor actions of HDACi include HDACi-induced
DNA damage, cell cycle arrest, differentiation, apoptosis,
ROS and activated autophagy. The potential resistant
mechanisms to HDACi include ABC transport-mediated
drug efflux, increased DNA repair capacity, CDK/CDKI
overexpression-induced normal cell cycle, strongly acti-
vated autophagy, multiple pathways-mediated apoptosis
inhibition and PlsEtn overexpression-mediated inhib-
ition of ROS damage.
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The institution name: ‘1. The Xiangya Hospital,

Central South University, Changsha 410005, Hunan,
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Enteric Surgery Research Center, Xiangya Hospital,
Central South University, Changsha 410008, Hunan,
China’
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