
Errata

Funk CR, Wang S, Chen KZ, et al. PI3Kd/g inhibition promotes human CART cell epigenetic and
metabolic reprogramming to enhance antitumor cytotoxicity. Blood. 2022;139(4):523-537.

Errors were introduced into Figures 4 and 6 during the publication process.

Page 529: In Figure 4B and F, the black plots should be red. The corrected Figure 4 is shown below.
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Figure 4. PI3K inhibition during T-cell culture–enhanced TCR and MEK/ERK signaling with alterations in epigenetic regulators that promote T-cell stemness.
T cells from patients with CLL (n 5 9) were cultured with or without 300 nM duvelisib administered to cultures every 3 days and were harvested after 3, 9, or 15 days of
culture. Cells were stimulated with anti-CD3/CD28 beads on days 1 and 9 of culture, with day-9 samples harvested 90 minutes after restimulation with anti-CD3/CD28
beads and addition of duvelisib. Hypothesis-generating NanoString analysis was first performed and followed-up by confirmatory western blot experiments. (A) Differen-
tial expression of metabolically relevant genes in duvelisib-cultured cells compared with control cells at day 9 of culture. Changes in messenger RNA levels for 102
genes met Benjamini-Hochberg (BH) false-discovery thresholds (red). The 5 genes with the greatest fold increase or decrease are labeled. (B) Pathway scores based on
gene expression levels for TCR, costimulatory, MAPK, and mTOR signaling pathways. Western blot of cell lysates probing proteins related to proliferative pathways (C)
and epigenetic regulatory pathways (D). Quantifications of select western blots (SIRT1, FOXO1, and TCF1/7) normalized to control (E) with ancillary flow cytometric anal-
ysis of frequencies of TCF1/7 expressing cells (F) at day 15 of culture. Results reproduced across 3 patients with CLL with quantitative results shown in the supplemental
data (supplemental Figure 5). *P , .05; **P # .01; ***P # .001.
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Page 533: In Figure 6A-D, the colors in the graphs do not match the color key at the top of the figure. The corrected Figure 6 is
shown below.

Control CART

CD4+ CD8+ CD4+ CD8+

Duv-CART Control CART Duv-CART

0

C
D

19

CD3

C
D

4

CD8

C
D

19

CD3

C
D

4

CD8

C
D

19
CD3

C
D

4

CD8

C
D

19

CD3

C
D

4

CD8

–103

–103

0

0

103

103 104 105 –103 0 103 104 105

CD3+
84.9

CD8+
8.92

CD4+
79.6

CD3+
12.6

CD19+
0.19 CD19+

19.5

CD4
90.8

CD4
83.8

CD8
12.3

CD8
1.97

CD4+
48.3

CD3+
97.9

CD3+
45.8

104

105

–103

–103

0

0

103

103 104 105

–103 0 103 104 105

CD3+ T cells
76.2

CLL
6.43E-3

104

105

–103

–103 0

103

103 104 105

104

105

–103

0
103

104

105

–103

0

0

0 10 20 30 40

103

104 105

104

105

–103

0

0

103

104 105

104

105

–103

0

103

104

105

–103 0 103 104 105

–103

0

103

104

105

10
Days (post CART)

20 30 40 0 10
Days (post CART)

20 30 40 0 10
Days (post CART)

20 30 40 50 0 10
Days (post CART)

20 30 40 50

****
****

****
****

****

*******

****

****

****

****

**

**

**

**
**

**
** **

**
*

*

****
****

****
**** ****

****
**

**
**

****

****

*****

****

Pe
rc

en
t s

ur
viv

al
OS

U-
CL

L b
ea

rin
g 

NO
G 

m
ice

0

20

40

60

80

100

CA
R 

T c
el

ls
(%

 n
uc

le
at

ed
 ce

lls
)

0

20

40

60

80

CD
8+

CA
R 

T c
el

ls
(%

 n
uc

le
at

ed
 ce

lls
)

0

20

40

60

80

100

T c
el

ls
(%

 n
uc

le
at

ed
 ce

lls
)

0

5

10

15

20

CD
8+

 T 
ce

lls
(%

 n
uc

le
at

ed
 ce

lls
)

A

E F G

I J

H

M N

T cells
99.6

0

20

40

60

80

100

0

20

40

60

80

100

LA
G3

+
as

 %
 C

D4
+

 C
AR

 T 
ce

lls

LA
G3

+
as

 %
 C

D8
+

 C
AR

 T 
ce

lls

K L

Days (post CART)
0 10 20 30 40

Days (post CART)

0 10 20 30 40
0

20

40

60

80

100

0

20

40

60

80

100

TIM
3+

as
 %

 C
D4

+
 C

AR
T c

el
ls

TIM
3+

as
 %

 C
D8

+
 C

AR
T c

el
ls

Days (post CART)
0 10 20 30 40

Days (post CART)

0 10 20 30 40
0

20

40

60

80

100

0

20

40

60

80

100

PD
1+

as
 %

 C
D4

+
 C

AR
T c

el
ls

PD
1+

as
 %

 C
D8

+
 C

AR
T c

el
ls

Days (post CART)
0 10 20 30 40

Days (post CART)

0

20

40

60

80

100

PD
1+

as
 %

 C
D4

+
 C

AR
T c

el
ls

0 10 20 30 40 50
Days (post CART)

0

20

40

60

80

100

PD
1+

as
 %

 C
D8

+
 C

AR
T c

el
ls

0 10 20 30 40 50
Days (post CART)

0

20

40

60

80

100

TIM
3+

as
 %

 C
D4

+
 C

AR
T c

el
ls

0 10 20 30 40 50
Days (post CART)

0

20

40

60

80

100

LA
G3

+
as

 %
 C

D4
 C

AR
T c

el
ls

0 10 20 30 40 50
Days (post CART)

0

20

40

60

80

100

TIM
3+

as
 %

 C
D8

+
 C

AR
T c

el
ls

0 10 20 30 40 50
Days (post CART)

0

20

40

60

80

100
LA

G3
+

as
 %

 C
D8

+
 C

AR
 T 

ce
lls

0 10 20 30 40 50
Days (post CART)

0 0

2

4

6

8

No CART - CLL only

CD28/CD19 CART 4-1BB/CD19 CARTControl CART cells
Duv CART cells

0 20 20 30 40 50
Days Days (post CLL) Days Days

40 60

**
*

*
50

100

CAR T infusion CAR T infusion

OS
U-

CL
L (

CD
20

+
CD

5+
)

fre
qu

en
cy

 o
f p

er
ip

he
ra

l
nu

cle
at

ed
 ce

lls

0
200 40 60 80 0 20 40 60 80

50

100

Pe
rc

en
t s

ur
viv

al
 O

SU
-C

LL
be

ar
in

g 
NO

G 
m

ice

0

2

4

6

8

10

OS
U-

CL
L (

CD
20

+
)

fre
qu

en
cy

 o
f p

er
ip

he
ra

l
nu

cle
at

ed
 ce

lls

B C D

Figure 6. Duv-CART cells conferred a survival advantage in mice bearing intermediate disease burden OSU-CLL. OSU-CLL was engrafted in NOG mice, and
upon OSU-CLL (herein called CLL) reaching a mean of 1.2% (CD28/CD19) or 0.15% (41BB/CD19) of nucleated cell content, mice were treated with 1.0 3 106 control
CART or Duv-CART cells on days 15 to 18. Data from anti-CD19 CART with a CD28 costimulatory domain (CD28/CD19 CART) are in the left panels, and data from
anti-CD19 CART with a 41BB costimulatory domain (41BB/CD19 CART) are shown in the right panels. (A) Kaplan-Meier survival analysis of CD28/CD19 control- and
Duv-CART-cell–treated mice. (B) Frequency of CLL cells in peripheral blood, defined by flow cytometry as CD201CD51 over time after CLL engraftment. The in vivo
expansion of total CART cells (C) and CD81 CART cells (D) over time since infusion of CART. (CART cells were gated based on expression of GFP.) (E) Representative
flow cytometry plots from peak expansion (day 18 after CART infusion). (F) Kaplan-Meier survival analysis of 41BB/CD19 control- and Duv-CART–treated mice. (G) Fre-
quency of CLL in peripheral blood, defined by flow cytometry as CD201CD51 over time after CLL engraftment. The in vivo expansion of total human T cells (H) and
CD81 T cells (I) over time since infusion of CART. (The secondary antibody against the 41BB CAR failed to detect the CAR, and human CD3 was therefore used as a
proxy for CAR-expressing cells.) (J) Representative flow cytometry plots from peak expansion (day 21 after CART infusion). In vivo immune checkpoint expression over
time for CD28/CD19 CART within the CD41 T-cell subset (K) and CD81 T-cell subset (L). In vivo immune checkpoint expression over time for 41BB/CD19 CART within
the CD41 T-cell subset (M) and CD81 T-cell subset (N). *P , .05; **P # .01; ***P # .001; ****P # .0001.
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These figures have been corrected in the online version of the article.

In addition, in the supplemental file that was included in the original online version of the article, some text that should have been
black was blue and some figures were superimposed on others. A corrected supplemental file has been inserted in the online version
of the article.

The publisher apologizes for the errors.

DOI 10.1182/blood.2022017516

© 2022 by The American Society of Hematology

Berzuini A, Bianco C, Paccapelo C, et al. Red cell–bound antibodies and transfusion requirements in
hospitalized patients with COVID-19. Blood. 2020;136(6):766-768.

In the first sentence of the paragraph that begins “A positive DAT” on page 767, “26%” should read “46%.” The error has been
corrected in the online version of the article.
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Elsaid R, Meunier S, Burlen-Defranoux O, et al. A wave of bipotent T/ILC-restricted progenitors shapes
the embryonic thymus microenvironment in a time-dependent manner. Blood. 2021;137(8):1024-1036.

Supplemental Figures 1-7 and supplemental Tables 1-3 were not included in the supplemental data at the time of publication.
These items have since been added to the online article.
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Caulier A, Sankaran VG. Molecular and cellular mechanisms that regulate human erythropoiesis. Blood.
2022;139(16):2450-2459.

Page 2451: In the first paragraph under “Extrinsic regulation of erythropoiesis,” at the end of the sentence “Stem cell factor/KIT
ligand binds the KIT receptor (KIT/CD117) and promotes the proliferation and survival of BFU-Es and CFU-Es, as well as
proerythroblast,” “proerythroblast” should read, “proerythroblasts.”

Page 2455: In the right column under “Future outlook,” the sentence “At the same time, another area that is likely to see significant
advances in the coming years is the study of clonal rise to erythroid-committed progenitors” should read, “At the same time, another
area that is likely to see significant advances in the coming years is the study of clonal dynamics and its impact on erythropoiesis.”

The errors have been corrected in the online version of the article.
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