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Figure S1. LDH assay was performed to determine the cytotoxicity of metabolic
chemicals as described in the Methods section. The cytotoxicity was calculated as the
percentage of positive control (the LDH assay kit provided) of the absorbance. For each
chemical, two concentrations were chosen (shown in red boxes) for the following
experiment shown in Figure 1.



Supplementary Figure S2:

(A) [singieis (B) 4000; © 300009

3n00.

FSCH

>
+e

20000

o
o

o

©

liveldead
FSE-A Viabilty dye

2000,

o
a4 4

T
a
Iy
%
&

10000 —

(# Cells100000)
o

| o oo
.

Reaulatory T cells
(CD4+CD254)
(#Cells/100000)

1000:

[
2
5
-
i
]

(L) — (E) (F)
T 20000+ 'E 15000+
£ . a . ® =
o e LY + v *
@ ST _ 10 v o+ * K
Fo8 o o A m © . =S8 00 o
o 98 o v 4 P L é'\’o .
— 258 . 2 o
o = 10000+ Al A OB % . v
o S8 tee— wapmot8zv e es SRS e o T e
§93 Py B LT T T EED ande 38
ze (] - o, 8 s3% a o, a
28 4 o o e a — = 5 ¥ g0 b
287 wod O, v g .AA= & SV s ® g, I8 .%—09 =l o
0 . ¢ g e £ 3 .
o e AAllon o® IV s go e & . v ® . LI . g $ etcovToOe® A
; " .; * *' J ; ‘ .,: ¢ * .) @ T T T T T T T T T T T T T T T T TT—TT
B .@2 o »\y_:«v;,w L EET ”m:f‘ ﬁ;@; w‘\p“\n“'.,w:r ?}!3“2\!} St & *@“ * ot et
o & & o o o g FE &
& o W &S S
& CFE @ ‘~° & EL o,\‘*"' o & &"@”of&’ & g G _y»‘ o & ‘@@ .@ &
(©) ol (H) < CoT e, 1 <
©) L 0 .
5 s & 4+ 0
g . = 8 v 0 . .
EXy o o o 8000 . 0
o + 0 o L m o 2% a ° o ®
v o8 1w0d o L] & 8 10000 SRS . - v *
R R L 308 158 e .
SE: «—2v2=2——7 9ES = . Tveoe
2835 2. — e am 503 58S e *ovao a ® s e
o i ° o el EQS
gg!‘_ 5000 ‘ Egs 5000 iE! .
28 e o a_c HE g d
7 - 5 3 —
2 B o A m g 3 L
5 H o
3 : g
@
o

.
.
L

$4000- 60000 r 1 20000
. © . v - + v @ @
. 'o:;n-,m.-oe:o:vv,‘.fl:: a A o 4 o ®
o s - o & oy — .
355 wm{e, & o _E_+ LTI o . v °
geg o . a A s o ® e
§§§ T e - : : " S & -7 * @ @
275 . o8 2 e
L o T LT g e
285 20000 : v o s2 2 L T °
52 e + o° QeeAEm 8 A0 2§ et G @ o o » a
° . o $ o T o e AN o 4O sy e B e
*
o Ot S w‘“w .w’\“e«‘*vﬁ‘*:,w“‘ﬁf*&\d“ﬂ\\&
v“:?o"»ﬁ;’qo o@d‘\-p"&,\ya«
R _@A,- & A-a o &
& & & £ & S
& & &
(M) (N) (0)
T 25000 40000- . 30000
A - H
3 a0 o &
B A a o o A ° .. 30000- v o 4 o .6 ® o
83 . N v T3 . ., am 8 4 3
z%wunu . o B % ° gg H g Yoo ¢ 24 m i o 3 s ® ® &
55 25 20| » P + — "0 L0 vy & ® 8
8= ze y o2t _ = X% __
£3 1000 o 35 — o vdi A T e T TV e
=5 oL . tAamo °° vy ®
2= « % ¥ L * . O ] e®es o ¥ O 5 A mE o ,10° oV $ g e
2 s000 H o -&v o
= - . &g
PRy rrakenexgas
5
2 T T T T T T T T — T T T T T T T
°
& hﬂ.ﬂcﬁs @Qv‘ o p* & « x\;f \P’P;&pe # & € .‘As'\’bf’"@‘\.’f a““‘»e*’f‘, & @Q@&ﬁ&&‘;’pﬁe 5\\3
v“d’,;:“@ a“@f J‘?e"é’h\ v":}'e"ﬁ‘g.go o F T TS
T gnv@o\*v & S A G
Pt SR P FE & T TSI e
4 B ES

Figure S2. The effects of various metabolites on the expansion of various immune cells
and their subpopulations. (A) Four panels were designed to stain the immune cells, and
one typical panel is shown to describe the gating strategy of various phenotypes of T
cells. (B to O) Statistical analyses of various immune cells and their subpopulations
under different treatments. The paired T-tests were used to determine the differences
between the treatment groups. The significant P values are shown (p<0.05).
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Figure S3. PBMCs from the LTBI+ donors were subjected to cell sorting to collect the
CD4+ and CD8+ T cells, myeloid cells, and NK cells. (A) The gating strategy for cell
sorting. (B) The purity of the collected CD4+ and CD8+ T cells, myeloid cells, and NK
cells.



Supplementary Table S1: HIV patient information

Paltlijent Age | Gender }Q;I CSSL%?S diiztr?oosfis ART therapy/treatment :‘(a;\rlizl
4| 53 F 20,800 | 244/1548 2011 Epzicom/ Isentress N
22| 30 M 177,460 | 518/697 2012 Stribild N
32| 23 M 340 | 761/999 2012 N/A Y
38| 26 M 1530 | 871/1154 2012 N/A Y
40 | 25 M 212,810 70/530 2012 Truvada/Kaletra/Mepron N
69| 39 M 124,720 90/644 2001 N/A N
80| 32 M 31,430 | 292/997 2013 Tivicay/Truvada
83| 45 M 90,040 | 68/1414 2013 N/A Y




Supplementary Table S2: Primer sequences used in Figure 5.

Name Sequence

IL21R-F CTCGTCTGCTACACCGATTAC
IL21R-R CTCGTCCTTCAGCTCTTCATAC
NKp46-F TACTGCTCAAGGAGGGAAGA
NKp46-R AGACCAGGCATGGTTGTTATAG
NKG2D-F CAGCAAAGAGGACCAGGATTTA
NKG2D-R GTTAGTAGGTTGGGTGAGAGAATG
KLRC1-F GATTTACCATCAGCTCCAGAGAA
KLRC1-R GTTACCACAGAGGCCATTAAGA
KLRG1-F AGAGACTCACACCTCCTTGT
KLRG1-R CCTCAGACCAATCCAGCAAA
KLRD1-F GTACCGGTGCAACTGTTACT
KLRD1-R CTGAAGCAGGCTGGATTTCT
DNAM1-F AGGAGAAGGAGAGAGAGAAGAG
DNAM1-R GATTGGTAGGTTGACTGGTAGAG
2B4-F CAGCATACAGACGAAGGTTGA
2B4-R GAGCCATTCTCCCACTTCAATA
CD27-F TCAGTGTGATCCTTGCATACC
CD27-R CGAACGAGAAGACCAGAGTTAC
CD16-1F GACAATTCCACACAGTGGTTTC
CD16-1R TTTGTCTGGCACCTGTACTC
Ki67-F TAACACCATCAGCAGGGAAAG
Ki67-R CTGCACTGGAGTTCCCATAAA
PRF1-F CCTGTGAGGAGAAGAAGAAGAAG
PRF1-R TCGTTAATGGAGGTGTGATGG
GZMA-F GAGACTCGTGCAATGGAGATT
GZMA-R CGAGGGTCTCCGCATTTATT
GZMB-F ACACTCACACACACTACAAGAG
GZMB-R ACGCACAACTCAATGGTACT
Tbet-F AAGGATTCCGGGAGAACTTTG
Thet-R GTTGGGTAGGAGAGGAGAGTAG
Eomes-1F GTGGCAAAGCCGACAATAAC
Eomes-1R CCGAATGAAATCTCCTGTCTCA
STAT4-F GCTTGGGCATCCATCATTTG
STAT4-R GTGGCAGGTGGAGGATTATT
NFKB-F CTCCACAAGGCAGCAAATAGA
NFKB-R ACTGGTCAGAGACTCGGTAAA
AP1-F TTCTATGACGATGCCCTCAAC
AP1-R TCAGGGTCATGCTCTGTTTC
NFAT2-F AATTCTCTGGTGGTTGAGATCC




NFAT2-R TACTGGCTTCGCTTTCTCTTC
NFAT1-F AGTGGCAGAATCGTCTCTTTAC
NFAT1-R CAGCTGTCTGTGTCTTGTCTT
NFATS-1F CGTGGCTCAGTGAAAGATAGAA
NFATS-1R AGTCGTTGCCCACAAACA
ActB-F CACTCTTCCAGCCTTCCTTC
ActB-R GTACAGGTCTTTGCGGATGT




Supplementary Table S3: Primer sequences used in Figure 6.

CASP1-F | GCTGAGGTTGACATCACAGGCA
CASP1-R | TGCTGTCAGAGGTCTTGTGCTC
CASP3-F | GGAAGCGAATCAATGGACTCTGG
CASP3-R | GCATCGACATCTGTACCAGACC
CASP8-F | AGAAGAGGGTCATCCTGGGAGA
CASP8-R | TCAGGACTTCCTTCAAGGCTGC
Bcl2-F ATCGCCCTGTGGATGACTGAGT
Bcl2-R GCCAGGAGAAATCAAACAGAGGC
MLKL-F TCACACTTGGCAAGCGCATGGT
MLKL-R GTAGCCTTGAGTTACCAGGAAGT
RIPK1-F | TATCCCAGTGCCTGAGACCAAC
RIPK1-R | GTAGGCTCCAATCTGAATGCCAG
IL1B-F CCACAGACCTTCCAGGAGAATG
IL1B-R GTGCAGTTCAGTGATCGTACAGG
TNR1-F CCGCTTCAGAAAACCTCAG
TNR1-R ATGCCGGTACTGGTTCTTCCTG
Atg3-F ACTGATGCTGGCGGTGAAGATG
Atg3-R GTGCTCAACTGTTAAAGGCTGCC
LC3B-F GAGAAGCAGCTTCCTGTTCTGG
LC3B-R GTGTCCGTTCACCAACAGGAAG
GPX4-F ACAAGAACGGCTGCGTGGTGAA
GPX4-R | GCCACACACTTGTGGAGCTAGA
ActB-F CACTCTTCCAGCCTTCCTTC
ActB-R GTACAGGTCTTTGCGGATGT




