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Fig. S1. Number of influenza-specific antibody-secreting cells (ASC) and
total ASCs.
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Fig. S3 Frequencies of CD86+ B-cell populations in HD and AML at baseline. AML patients are
indicated in the figure key. Blue lines indicate average frequencies for each indicated group.



Frequency (% of CD19+CD20+)

CD19+ B-cells Transitional B-cells

-~ 50 L ns n ns N g 100 : 20t :s = :
& : : 3 | |
404 F i -
8 5 " .
S 30- S e0-
2 * ®, e b *a o,
[
? 20- L) N ) A X 404 A ® X
g oo R4y B 3 om —E—
104 o° Xe “m £ 204 _%e.e Re@® O _,¢
9 o0 =] °o® *
e Al A o @ AwmLO1
0 T T T o 0 T T T A AMLO2
HD AML_DO AML_D30 L HD AML_DO AML_D30 5 AwLos
. AML 04
Naive B-cells Total Memory B-cells : AML 05
I _ } IS # ns | T _ ; p<0.01 I ns i X AML 06
§ 100 | . : § 100 | p<0.01 i @ AmLo7
Q 80 . Q8o (W Ameos
e % ° - )% *?.Q e A AVL09
o) °
o 60 —— 4 ® 8 eo- . ¥ AL 10
° (L) ° °
& 407 . * ® 401 .
> A >
g 204 m e 204 o o0 %
g g . @ X
3 3 )
9 c 1 L] L] 2 c L]
L HD AML_DO AML_D30 L HD AML_DO AML_D30
IgM+igD+ B-cells IgA+ B-cells IgG+ B-cells
. <0.05 " ns \ ¥ . p<0.01 " ns ' F 1 ! p<01 " ns i
: p <7).01 : § 25- : P <'(').01 : § 5 L ns l
100- Q 20 . % 124
» bV, ] 32 s .
[ ] - by
. AS P ° [a] X
m O 154 ° o 97 [ 1
854 e A bt . - X
—eo® o o °° LX)
., x X X 10 ° X - % o\; 6+ " R
- by oo A
70 . g 5- . ® @_ % 3 'YX, 1 ER . w"b
g g . &n
o (=2
55 T T T 20 T T T e o0 1 1 I
HD AML_DO AML_D30 L HD AML_DO AML_D30 L HD AML_DO AML_D30

Fig. S4. Frequencies of B-cell populations in HD and AML at baseline and day 30. AML patients are
indicated in the figure key. Blue lines indicate average frequencies for each group; “ns” indicates a
non-significant difference.
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AML at baseline and 10 healthy individuals (different than matched HD used previously).
Clonality in AML patients is indicated by red dots; clonality in HD indicated by blue dots.
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Fig. S8. AML patients at baseline are binned by time since treatment and indicated T-cell population frequencies

plotted. Gray boxes highlight mean values +/- SEM of the HDs.
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Fig. S9. Frequencies of indicated T-cells in HD and AML at baseline and day 30. AML patients are indicated
in the figure key. Blue lines indicate average frequencies for each group; “ns” indicates a non-significant
difference.
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Fig. S10. AML patients at baseline are also ranked by time since end of chemotherapy and indicated

T-cell population frequencies plotted. Gray boxes highlight mean values +/- SEM of the HDs.
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Fig. S11. Frequencies of total DCs, mDCs, and pDCs between HD and AML at baseline. AML patients
are indicated in the figure key. Blue lines indicate average frequencies for each group; “ns

indicates a non-significant difference.
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