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The indications and the clinical antitumor progress of dihydroorotate

dehydrogenase inhibitors
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(1 Zunyi Medical University, Zunyi 563099, China; 2 Zhongshan Institute for Drug Discovery,
Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Zhongshan 528400, China)

Abstract: Dihydroorotate dehydrogenase (DHODH) catalyzes the conversion of dihydroorotate into orotate, which
is the rate-limiting enzyme of de novo pyrimidine nucleotide biosynthetic pathway. DHODH is closely related to the
occurrence and development of various diseases, including autoimmune diseases, viral infections, tumors and so on.
DHODH inhibitors have been approved for the treatment of autoimmune diseases, and tumor is another indication

with market potential. This article reviews the indications and the clinical antitumor progress of DHODH inhibitors.
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1 DHODHIHEEE /T

1.1 DHODH7ZEMIERXEEE M L& IR E H HER
BEE L H IR LG 2SS, W
5 Eﬁ@ﬁ'ﬁﬁ”i@a“ﬁk@ﬁ I - REARAFE TP B -
S FLIE R 2 1) GE M (carbamoyl-phosphate synthetase
2, aspartate transcarbamylase and dihydroorotase,
CAD). DHODH. JRE il A il (uridine mono-
phosphate synthetase, UMPS) 45 ', H: v, DHODH
VE W WE M\ Sk BGER A% 1) B Bl , 723X L il 1) 3%
[Fl 25 (¢ 3 BB R JR 7 (uridine monophosphate,
UMP) AE R, AT 7 35 58 40 il 2B RSO TR A BT 5
() He A s e 24k A4 U, DHODH i N\ 28R A4 Py i
(inner mitochondrial membrane, MIM) 43R 1H], #4) i
WA E By I8 A% R E — AL T 2R RLAR 2D IR . TRk
AR/ 7y BAG 18E %, DHODH 1] DA% firh 2|
JE W) — & 3L B& (dihydroorotate, DHO) 1 MIM 45
EHBE Q (coenzyme Q, CoQ), F*AEFLIEIR. FLiF
i AT AP 200 0 Joit v AN Sk B RS Rs E  A FRS U B AR

UMPS f# 1k 4 il UMP!™, 40 g #b J% 15 7] 1 SLC28
A1 SLC29 iz i B R AR I, HIH AN )5,
JRFEFHE PR TSN 1/2 (uridine-cytidine kinase 1/2,
UCK1/2) % % 1k, Jy UMP", UMP #& ] T RNA Al
DNA &5 MUk AL RNA A DNA (14
A REE, UMP & UDP J5, [ 125 RNA fl
DNA &% 4, UDP i£782 UDP- #i%jF%. UDP- >
FLBE. UDP- %] %] 1% % 12 A1 UDP-N- 2. It 2 5k 7
H# (UDP-GleNAc) #2301 A AR g 2 i i A 1,
1.2 DHODH5 EMERRIEH X FR

H S G g% VP 1 & AR R R HROlT DHODH.
A bR R 2 L 5 R 24 8 3 ) R W A R A% T TR PR
MR (ribonucleotide uridine monophosphate, rUMP)
T A 1 E A% R A% R 4 BE AN G S HE N A0 A
WIS 4, ReEA M Ak & g i A s
JR & A5 A R e A R BT 2 O 1 Ak 2 40
DHODH 32 23|I, Mk & i 42 7 42 /) rtUMP
Wb, SEUIEE G, BB 1Y,

WAy i TR A A S, AR
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e £ AL AR AR BN, R R R
il 7 R R NE S, T AT AR Sk s
12, 1XAE45 DHODH il 71 B A | 1% 00 753 k.
SKIGAERT, (ERGE T E AT (MOIL = 2) 1] Vero B¢
A549 452, DHODH #i1|554fi 4 IS (Brequinar,
DUP785, BRQ) W 41 fill f5 7 &2 1l J& S ) 5. 491, v 441
FJE WA B (RNA G R EEh 12 2 sore i )™

iR 41 B 7 N A R S 3 B e AR AR R AR,
I SRR SR T AT, R 2 H Y
KA & sk ' Bt %£ W, DHODH 7£ % fif
W R b RO, ALHE AR RE R A L (acute
myeloid leukemia, AML)!'", | it ", 45 B 7 e
(colorectal cancer, CRC)", A 2yp PV & AML 41
fut &% Bt DHDOH #3475 gk *"'. DHODH 7%
NFUMREH 2 ik %k, DHODH i ik 1) 7L s
4t DHODH il 751 2 A7 w5 i itk . DHODH
FEAER LA St At 6B RIE,
TEIZ 22 MEBRIR AN Mo A bt R oRig M ™2 (B
139 = &, DHODH 7 ¢ kg H B iE PR 2072 IR
R R 2 £

2 DHODHANHIFI K H & N AE

2.1 DHODHHIF

% T DHODH 1£ # 30 19 T 24 A A1 H A pe i
S E I 20 i b ) B AR A, DHODH 41157 sl A 24
PR AR Pom e 124501k, CARIE Z AP [E] 45
¥ (¥) DHODH #MfiI57, an2e s (1) DR HK AR ( Hig
PEACH =W R SLUIE ) AR 5- B G -4-
HEEREATAEY) B2, DIATEAR AR R 6- K -3- H
B -A4- WERRANER AT A P, DA R A B R -2- FR
AT CORMAR EHRAT A P & BT, &
BRYGE O 24232 7 600 Tk % DHODH 77 11
LR . O b T 19 DHODH #0181 77 8 5k 58 K A4 (I
FYRIT R T 2 TRIE B R AR B 1 %)
ZAb, A HE R R )RR L Rk (teriflunomide,
A771726 ; BT B RB Z R ). AT ImARTE
FEH Bt DHODH il iR A A A8 . Olorofim™,
Vidofludimus calcium™', IMU-935"" 1 ASLAN003""!
124, ORI T SRR IRTT, AFERX
TR ST 28RN 22 R MR A 55 ) G2 508 A RE o
2.2 DHODH#HIFIE M GE
221 H SR

DHODH il 5778 5 £ G 5 508 (116 97 AR B
TR, ERERREMEIRT R P 2RI P

. BRI, {8 FH DHODH i) 71K s K R4 1
DHODH & P J5, RIS 35 46 J5 itk 2 40 i & 2E G,
SRR Y, e R0 T A0 5E S B 4 RE AR PAA,
BEMIGIT MR TR P ARGtk pimsg B
B NER'E 95 POV G G R . R ST R AE A A
i /I8 B THI 20 it B4 A A0 R 388 5 B A $m skl 4R, 0
#1122 Sz PERE AV AE B2 3% DHODH W] 2k FAE & At
95 CDA'T 4l il 2 [A) I R A 5 7EDNRE b, e 7 ke
BEAS 5200 Treg AN HIRE 77, AR CH W 7
T AL R 7 # ik, K W] DHODH A2 5 Treg
ThEEA S B,
222 EAMEE

DHODH I il] 5175 A [ (4 i I8 o B 2 30 1
HI40 R VE . Sykes 25 U [ #F 5t % B, DHODH
0] 75107 AR mT DA BB 25 52 44 (estrogen receptor,
ER)-HoxA9 £ ! 2 4t [f1 41 i 43 1k ; HoxA9 7E i itk
50% ] AML £ i&THE, JF 5 AML A R Tilfs
FH52 B, DHODH $i14i 7] Isobavachalcone 1] DL
AML 4 Jifd & HL60. THP-1. U937 #1 MOLM-13 4 i
38 AR 504k P, Baumann 26 ® %3, DHODH
0 16) 750 45 A7 R T LA T B 2 R PR R R 4 I R
OPM-2. RPMI-8226. NCI-H929 F1 U266 1= 4
FEANEIFD G, L HARH AT s B ICIe L, #0 DHODH
Al S8 Akt. p70S6K FIITAZE AL 4H R T 4E &5 &
[ -1 (4E-binding protein 1, 4E-BP1) Ik /K- [%
ik, BCL-2 K EE ARIE N, MR FESE.
Fairus %5 ™ (W S0UESE, FLIRE4IM T-47D il MDA-
MB-231 %} DHODH #5511 ) B2 Be 4E R ] 5 7E ROS
K, IR EKF 1) ATP ##E 5 b4, DHODH
80 77 AT _E 3 T-47D 1 MDA-MB-231 20 Jiig f¥] p53.
p65/RelA Fl STAT6 & [ () K ik, FF 5 F4H i &
BHY . X6 5 401 AT DALE AR A Ah il i P [R] 4F FH 45
A B DNA G5 A7, JEm o RIS 5% 1,
AWK, STAT6 ik ik nf LLIE i #0E 1L-4 1
81 L B 4 L (MCF7) 2B K ™, Yamaguchi 25 1
(A 9T 22 B9, PCK1 F1 DHODH /2 45 B i i 7% 1
SR IR B R AR T R . 1 AR R
TR B e A B R R TG PR A AP 5 5, IF
3 — DR R HOKRRIE B #0f) DHODH REA 250
gE I e R AR AR K. Hail 25 ™ [y sea6 £ 9,
DHODH i il 7145 37 96Ul AE 4 40 % DHODH . [ 417 |
VE AR 7 305 iR ST B K A BT A P 1 2 K
AT, ks, DHODH i 71 2K 36K R 7] 417
1) B I 8 /) BB e PR R A T R A K B
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DHODH il 75132 W DA ) oAt i I8 40 B AR G, G
fitides L MR L R e UL wha REgn R 1,
B UL E s N RN R SR T e Y 4
FFri&, DHODH 75 #&-F i v 97 H R BLH EK 1)
W77, AR LA R bR A A B 5 K I S E 1S
W5,
2.2.3  HAbEIR

DHODH # il I Bk 11697 B 5 G 28 75 9 A
AN, AR R B g PO BFThREREIR B,
74 Je B ] B i g Y S . RS T R W,
DHODH i 551 ] 71 1] 4.2 1 715 0 5 R AH 5% 248 i [A]
TR R Y, 520 SARS-CoV-2 75 15 Ik 48
¥ & i) B, DHODH #0177 X6 A5 5 / 99 7 14
I3 W T 30 9% i 2 (NDV). 3% 18 47 9% 2 (EBOV),
EB Ji 2 (EBV) Fl/MZ M 1% 82 i 7% (Picornavirus) 1,
HIITER B,
2.2.4  DHODHHHI| I3 L A 45

DHODH il 5] A7 |z & RE, ks 1 b
B BRI e R R, HE
JRYLEEAIR, RRIE AT T 2 A& NOEW R A, T
i@k H TS24 M85, HAf, ©45 DHODH 41
FBERCHE T 697 B & g, iR 4k H
R 2 G X — B LT A 003E ME «

3 DHODHIIIZE BB SO R 5 R

HAT, LR A& ROGE#E G R (B C
22k ) W B i) DHODH #1554 10 A, i Il IR
E a7 HoAh 0% 1) DHODH 011577 .4 ¥4 77 i
JEMIPEH . M4 ClinicalTrials.gov 4 245 &, K
HENPU R 1 SR 56 B B ¥ DHODH ##7) (26 1)
Wt RSN,

3.1 REKFF

KA RVIEEE TG MmBEEHER
(Food and Drug Administration, FDA) #it#E FH T V87
FKNIBPERTT &, )5 H D T8 97 T 5y
R P ROEAIAR ROE (W MR R, K
FOEEAE. Sjogren ZEEE. A% YN A ZF i AN I
FOPY. SRR — Mg i A DHODH #1741,
HIC, {0 98 pmol L, B —FIRiiAZsy), NG
T B A R R AR = R S Rk (V2 BRI RS2
Ge PN F], 1C,= 1.1 pmol/L). FFFLEM, KK
KARE R 25 B W A e 8 A B A E o RaUK
5% DHODH (1131 7] %5  HeLa 4Hi g 7 p53 11 &7,
| PTEN 28748 N LR A0 R 458, A BT
B 4 S WA B A0 e P Zhe 25 0 (R 5T
WEHT, SRECK % DHODH J5 A #1022 BE 2 g
AN AR T S S AR T, HAE EE RS

1 FENEIEE EL L) HUE IR AL M AYDHODHAHI 7

LU I RBY B SR RRE NCT No.
RFASE [ HH(SE ) 1997 PN it NCT00001573
[ITHA(SE ) 1998 FRRR PR RGN . T NCT00003293
T HAGEEAT ) 2015 Z R VEE NCT02509052
IAGEZEEGH) 2019 ZRVEE TR NCT03952832
G AT ) 2021 MR SR bk B NCT04532372
PTC 299 [ G ) 2007 LM NCT00508586
I #A(# k) 2008 R R NCT00686842
[ JH(Z1E) 2008 iy NCT00704821
IH3(Z1L0) 2009 TR £ AR5 11 7Y NCT00911248
[ FACK ) 2010 X RG MR i NCTO01158300
I #A(# k) 2018 SRS R I NCT03761069
Olorofim 1T AR ZEHLH) 2017 SVERE R F NCT03036046; NCT02856178
AR 1% 1E) 2018 SRR AR NCT03760666
ASLANO003 1T HA(5E %) 2018 SVEE R NCT03451084
BAY 2402234 [ #j(%1k) 2018 1 15 NCT03404726
I W% 1) 2021 lidptr NCT05061251
AG-636 [ JH(Z1E) 2019 R NCT03834584
INJ-74856665 1 #AGHATH 2020 MR RAZANNE % SERER AME  NCT04609826
IMU-935 [ BAGEZEH) 2021 iipZlliE] NCT05124795
RP-7214 IHAGHEZERGE) 2023 MR RAZ AN s . 2R A NCT05246384
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F¢i (server combined immune-deficiency, SCID) /)N
(1 b 222 R 4 M 98 400 B A LR A 28 i A ol
FAEKMER. PHARRY, SKRECKFR A E
DHODH I/ 697 R« Chu %5 Y (8 T H7R
SR I IE L 4] sEphrin-A1/EphA2 £ 5¢ M1 1]
N- T 5 -N-(4- 32 2T 58 )- W0 AM i 75 3 10 6% ot e
(bladder cancer, BCa) #%, BCa 4fi g iz T~ #HE78 J
BCa 4l fifd 55 HUVEC 41 g 2L 5% 7% 44 R 1) 155 A= il
BETT S0 BCa PR RERE Y. R SR KRR LE 7R 4
KSR A ek TR AR B AETE I RIS
2N EE B T R FORFF ERIEH, BFEIE
5 BFIhRE S0 I - B L A &
H T 2002 4F 8 A 4 2009 4F 5 H W) 4% 52 5k oK HF
TRIT I L™ 45, DHODH (122 4= ¥ ]
R LG el 3% [E FDA 7 2010 45 1) 8 £ 2 I
49 {5l E S, e 14 BI3ET:, 1X 5535 [E FDA
o SRR AR 24 i Ut B P REAT T T B A 1 SR e

S K 5 5 10 245 W 1 T 45405 Eh S R A A
S, B LH LB 4R B RORE R . TESSE
o, R KRR 18 I R & AR O PE B 3 TLR4/PI3K/
mTOR il & A0 I T bR &4 caspase 3 5 T 4REME
I & A O eAh, SRIFKHS B L im A
SEARIEAE HepG2 41 b R B 2R ik F 1tk . 457
ST IR R AR AL IR L E SV, BRI S8
ATP FEE AL LA B FELAT 3 5 Y0 SRR LA
J X 37 38R MAPK {5 5 38 #% o INK fll ERK1/2 1
St A2 38 A HepG2 4 2R b 1453 14 1) SL— SR IR 14,
WAL R, 1240 R CYP2C9*3 Z547
FE DR 5 20 IR P D1 28 R R SR UK 75 R 1 I %%
Z AR . R IE G HARMLE S SR K
R R RIE R IE AR v, H R UK ™ 1 &IE
BEAS T H it — DRI RN A o SRR EE DL AR A2
2R G0 R AR e DA NEE 1D I PRI S (Il PR AR
U6 %905 : NCT00003293) 4 58 i, LZ RIEHE
BB TR A3 E F I PR TR (I PRI I6 20 5 -
NCT02509052) LA K FH T30 97 MR g . sicAcded Ak
ELRI IR TS (IRPAIREE LS : NCT04532372)
IEfERHTH .

BEAh, SRR B85 T A= 05 7 e e th 15
AN B TE FIPUIIRE o e S 38U A e 2R T FE R 3%
B g % A JIE R (/N0 T 20 B F RT3
RGBT 98 A0 22 R MEREALE B2, B —FhEsE
4e V1Y) DHODH #0157 7, wlid pi i S HBH i,
SR R AR . BEEE A T ZHARAT B 400 A 40

AAERKINEE 5 B RUESE, R AT E
I 40 & D2 A pRb (R IAIE S 2 KT
B R A G, WIPH A, PR B B, p70S6K
1 4E-BP1 [RERE £k ", Huang %5 1 g B 51 3 9,
R ST 4 T I E MAPK 3 B R 2 48 R AR (S
5, Hg =PRI (TNBC) 48 i Raf-1,
EGFR #1 IGFIR () H Rk &, RFKFAEH T
TNBC 41 A Ji= o] ¥ i 5E, 9155 TNBC 41
RAES HIBHAE FIE T
3.2 PTC 299

PTC 299 —JF 4 #% I\ A& VEGF ik 5,
{HTE 2017 4 44 1iF 55 9 DHODH i 7], 3 IC,, M
1 nmol/L™, W7 F B, 2 umol/L PTC 299 wJ [
18% (34/184) AR AN ARAN 57% (32/56) I LI
Y B AR ML ST, R IE AML 4204, 3540 H) 5
L 975 230 L S o 2 R 7R R B SRR S A RS A B
AR figRd A= K, e BH LB T S R 7 7 T
B, PTC 299 22l TiaI7 2 Mg, f¥E
FUIE (AR & 05 : NCT00508586). iR ( I
PRIRERZ05 « NCT00704821). Rk KR (I
PRIREE B 105 : NCT00686842), 1 25 ] 4 983 9 11
B (AR B0 5 : NCT00911248), FFAR#ILE &
20 Ji Jgg AN e (I PR 056 B il 5« NCT01158300)
DL & AML ( Iifs PR 56 %28 id %« NCT03761069). i
P55 [F FDA B, A H PTC 299 A 97 Bl A HE R
PEECE R AR e 22 55 9 e 1 X 6 R 79 491 T 2 1k
(e —fIgtTs ) mgeak U,
3.3 EAR

AR A TE 20 2D 80 FARME I R I, "EXFVF
2 N 41 A R R ST R RO TR I PR BT e R v
PV, MR NIRE, R Ll R R Tl
RE LA pumsne i vk, (HIEAERPLEEAS A . T
JEE AN G T it me kg szt U A IE B A
T 0T 0 o) v N Sk AR TR A R T
Peters 25 ) J ] I K BT £ K4k DHO (30U 30 17
FRHMENE 7 DHODH JEE, AT A 5 A1 e IS & —
T 2 2 fi 44 DHODH #1551 .

A W R a2 O %0 A 5 1Y N 25 DHODH #f1 i) 71 2.
—, ICs 18y 1.8 nmol/L", 77w 8 2 33 A LA i 1
SE PR TR S5 S M R D I RLRE 19 T BRI 1 IR 3K
B, sk A ek gn e U0 e UYL B i
Jig VST LR AN SR 2R PO, R, AR IX SRR
o, ETE S PR SR HR AR I AR TS
VE RS 75 (K367 B 10, X BHAS 7 Heilm R N B2
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AR, AT R R H R 5 40 B SR R S F I
BEPEARAA BTG N s WS B )RR EE S - A4
o RN IRANY 0 AR N R =R N R 1) E =
6 R B £ A0 R RE B DA K S i R B S 4 A
2018 4F, A7 WE S FECHE NI IR (I RIS B0 5 -
NCTO05166876), S5H|EFMELEIRIT E K / Mtk
SVEsENE O, H 2022 4F 8 %I ik &k,
0 25 R o
3.4 ASLANO003

ASLANO003 52 53 — /> 5% 2 DHODH i % {t: 417
# 7), 1Cy, = 35 nmol/L®™, 2018 4£ 8 H 20 H, 1L
i e 25\l 23 =) B A 4 3% H FDA #% 7 ASLAN003 H
T AML VR T A L2 % k% . BB, ASLANO03
i 4] DHODH i (1 s 40 THP-1. MOLM-
14 FKG-1 I EK, HBESHESHAKZH T
Runx1. Pu.l. Gifl 13 #] HoxA9. Gatal 3E i &
7 40 i 74k, R %EK MOLM-14 F1 THP-1 418
PRI AR AR, el e P RS A DN B R
P PR R A I o U Fr R Y 2 S I AR
ASLANO03 %} DHODH {401l nf 75 S [ 1fn 975 21 i 2%
BRI H AL, IS caspase 3/7 IR fRAE A,
P S 4 12 ASLANO03 1] 3 it i#i% AP-1
B S DR T30 B A R BT IS 4 i ) A
() S PAEARG A% B PR AT 6 DR - X DU 1 3 (EEF1B2,
EIF4B. EIF3L #1 EEF1B2P3) [l 3L R ik, IEK |
HREE (IRPRIREE Z 05 « NCT03451084) £ 1, f&
JiE 6 B 2 X ASLANO03 4 KL 4 [ i 52 1 B 2018
1A, WHRERZY A F IR 1T HARES (R
R BT « NCT03451084) /1697 AML, 3T
2021 4F 7 H e peikse s 55 B FDA 5% 1150 5
B 24 N2 55, X ASLANO003 697 i 5
N0, 200 mg —REH— IR A RN K AEZFEN
83.3%, 200 mg — RPIRL 2T A R R BKAEFEN
100%, A RS AFE MM g2, 3%
M & M. SRCF R, Wi, B E2
(ClinicalTrials.gov). & 2, ASLANO003 jf J7 AML
IR IEA AR
3.5 BAY 2402234

BAY 2402234 J2& i £ M 11552 DHODH il 771,
ICy, 9 1.2 nmol/L™, H {8456 5T T & . Christian
5 ) (i BIF 9% 2% B BAY 2402234 A] 414 AML 41 Jity
W, HESHBAMMER . SMERFET . BRI
BAY 2402234 i 7] il AML 20 g o =i 4% i &
H Al ( B850 1oihe, s 40 5

LA B ). N- LR b e 1 1R 5 75 iy
1 UDP-N- 2,15 81 bl e (i B AL B 1 R0k, IFIE
SET AR Y K E G OS2 AT MY C ik 2 ] FER
Z % Merz 25 ™ (8 95 45 L K W, BAY 2402234 1]
) CRC A M 3G 5H - RHBLE K IE CRC %
FRLASE AR 5 3 S B0 45 R o, I 60% S 2 AT )
N BAY 2402234 & 97 140 beg A= o B FUIL RS,
BAY 2402234 %} DHODH F 41 i] a] {8 S5 47158 & Jit &
Mg 1 287 7Y Ji Joid 98 6F BAY 2402234 B, H BAY
2402234 ]| IDH AR #2212 5 J8 4 e DF-AA27
JEAL R AR R PR A K ™. BT BAY 2402234
FEAR AR SR I ()5 KB E L, 2018 4F 3
H 29 H, FFHEFEH s 75k RS E I R IR IR 11
ARS8 (e PRI 5 21 5« NCT03404726) H iR
57 AL, (HARIG7E 2021 4E 3 H & A& k. TfE
2021 4F 12 H, BAY 2402234 VLR 1E Joid B it
ATIEIR T BARES: (I PRIRES B il 5 « NCT05061251),
EARERZ, 762022 4 1 AimRKipa s k.
3.6 H i N B IR R 36 B B2 AU DHODHA]
51l 5

Olorofim 7E i /R b F TV 97 12 28 1 3 1 sk g
i 27 o B R R R 2 P 2022 4E 12 H 19
H, F2G A=W 2452 w) LA 28 1 3 R Ik e o A
] 3% [F FDA $&2¢ Eifiif. 2017 4£3 H, F2G £
W 2458 5T B TR 7 AML (#1211 91R 56 (i
PRARES Eid 5 : NCT03036046. NCT02856178), {H
2018 4 2 F4AZHUH

AG-636 (IC5,= 17 nmol/L™") AJ 1] AML 4y
F JEACEREH MR R B T SRR AE B AR N RIS
Fh 3 R4 O ) AML 2235 1) CD34" [ I 41 i
fBaEE, ST, Zeng &5 " iFsL, AG-636
AJ 3 % i K M MOLM-13-GFP- ¢ Y % i 40
P/ R AL A A 723 . AG-636 LU ELJRE Aad E
AT A ARGRES: (I ARREG B0 5 « NCT03834584),
H 2020 FFiR50 21k

INJ-74856665 & {X 44 FE /K 2% () DHODH 1l ]
), AIM# MOLM-13. OCI-AML3., HL60 £ THP-1
% AML U R GE, 75 S IX DUFP i 2R 1L 5
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PR T BRaRES, HTV6797 AML Flg kL B A% 4
JfY 1 1195 (chronic myelomonocytic leukemia, CMML)
(AR E0 5 : NCT-04609826).

IMU-935 % [E Immunic AG #f %, IEATE
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related orphan receptor-yt, RORyt) #1 | 7], f5 &
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