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TR > I/SEICH TS
HDAC [BEFIDEA#E & CCR4 NDFE

THENE ) >~ 8IEIE BN S BICHRTPERETHY,
HER OB PHRLEENTVLERTH L, THI) v /8EIC
o L CHRMNCEY L2 FEERI E LT A N VBT & F VLR
#% (histone deacetylase, HDAC) [HEHIAS T HNSL. HE T
MY 8 E 0 L CHLHDAC BHERITH B KR J A5 v b D
BT ML) ¥ 8B B BRI DO FHIER OB Td 578
ZOEYFIL2030% LFELTHVIOTIE o7, —HT,
RIS ER TR ENICE AT s 2L d LI LI
HosN7z, % HDAC 34 DDA TIHMILL THB Y,
B EORE ST, i - FEE RO L L72S  OBEITEE
BB WTH HDAC IEMEALA 320 S, HDAC HEH KRS
I3k S AR TRASNTEZZ. L Lad s, Zhb60HE
Mg, FIMLRE7Z 1238\ Cid HDAC FERHEHA T OB H LI
RIS Z RT R TE LD orz. — T TEMEY v NE
B T MY > 2 SJEIC B C HDAC BRI 3 A oo 32 B2 SE K
1} T # OFRANEATHER S NWRBRAGRICE - 72D D 5.
L2 Lds, HDAC FHERAE D L9 11 % A L CHR) %
FHEL TV ONIIOWTIE, T E THR ST S BURNT IS
LABE L E LD TV, WEETSHEL TR 57,
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C) T o8I EEWARZE 72 ex vivo assay. R /A% v x50 X5 CCRAFHIK T2 70— 4 b & k
BT, KAy MEGHETRO CCRA ZEH ZFHIi L, k5% 0

T8 I AN
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BAEIETT 52 L 2R L7
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YVFHT—Ta—=H A bA M) —ITHELE

JiE CD38 38 3 (MFI mean fluorescence 1nten51ty) &
R L OBE, FREREETINORY) L HE T 5.

KW MICAHFET CD38 B 1% Treg & 225y & @ B
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) A%y NS T MY 7 SIEHTA O miR-16 563 % [HIfE S 4,
miR-16 A L FFEICT A=V 2 - Ml bz FHEs 2 L %
W LY, chesomBix, Ei) > 8 EICB13 %5 HDAC @
RN ZVERDS, 25 ANHIY mIRNA OFTHIHNIC & 5 W et %
RIELTWAboEEbi, HDAC FER I & % miRNA O%
BB OWTHE L7 & 2 A, HDAC FEHNIZHE 4 O ASAH)
HlH9 72 miRNA OFHBEEF LT 5 L 2WsIc LY. 2
D9 b, 2 HDAC FEHNIL A BHI miRNA T4 % miR-
150 D5HEEEZ A LT, ¥ EHA( LTy —Tdhs CCR6 %
L L CEEREIEICES T 52 L2 M5 LAY, T
g > oSIEIZ BV CiE, HDAC FEEH DIAC b 37 72 7 5 385
DEGEFHENTEY, PTOLHCCRAPIEE N £ 1) X< 7TIdA
TR X N2 #H TH S, HDAC FHEHAS CCR6 2K T X &
52 rlh, CCRANDREXIER L2 L 25 HDAC BLEHX
T MlE ) > MR BV T CCRA 5B % BE 1AL T &+
EHL) AR TOEMZWEST A L2 RB LA (M1A)Y. %
B HDAC FERFE S A IZ 38 L 22ER T 5 CCR4 ZBH DK T #
T HIENTETWAS (KM1BC). 474 < & HDAC [HE
#I & 5t CCRA Bk o PRI HELE S 1157, HDAC BHERI#% 5-1H %
DOPLCCRAFUE D, EFZLOMAP ST SNV EEZ D
N7z, B RBHGEIRB S 5 H T, EOEFEILBITH VL E
PIIEEL R FOETH 55, T >/ SEOB#Y — 7
IVANHERGZDMETH o/ EZTND,

ZRMEBBEEICH T 55 CD38 Hifk & CD38 3R

SRR 1 v 7 — 8 — b & B g
JES T 5. LANIHEEARGE R TRARESR L S, FHEFY
MW 3ERETH /20, 7ur 7y —aMlERRLY) F~ A K-
L) FI R EOREREIEIEE L ZOFHIEKFECH L
L7z, ifESSICZ20FHEREMICH EIE2ERE LT
CD38HUADZET L. 2017 F I FF MG IR S BEIE 120§ 205
L L CEY L-PCD38 VRS T Y A= 7L, E DR
5 BUETIRAFEON RS T 2SRRI ES T NS L H 12
%o TE7z. PiCD3 HiAES R, £ < OWEEGESICZ YT Y
LAY T w5 LT, YNR L CHERe IR LR, W
<N ERYLER, HLPIZRBY L0235 SEREL 72ER,
ZTNEEHREORETH 2V IZ& B LR WIERIZ 4% %
RISy — U %R T LIZHEH L7z, CD38 IR AN i Ss B
TEY—HN—ThHYH, BRIV TOEBETEE L CERE
JEHINEIZFEBLT 5 CD38 KL & L 7z HUARRAE 1% O R AL EH 7
FE SN TWAS, —75 T CD38 Btk Sy S, 512 hilfe
T Mg (Treg) =REAIIC L CREFBIERHZHTLH I L DM
bITwiz, ¥7 v A 7THGIE O HEE CD38 83, AN
\ZAF-AET 5 CD38 W5k Treg Okt $ & 1)) & o B % ik L 72
EZAH, WIND response & HELMHBEE LA LR L7
PG 1%DER 9 72 2T (early response) (3 H > CD38 Z6B & |
EHICE#H 4 22 (durable response) (5038 FHHME FH % KU
L CRMWIMIZEAT H CD3 Btk Treg Ok F 2 VE =2l
MaeRder /L2 (K2)Y ZhooMRAERYIYLa~T
H, NEGHING & AR & L - BGI E R &, o I % A
By & L7l A 2 M IR CTHHBIL T b 2 L 208
THLF=FThHhHEEZOLNL. KOS E LT, CD38IHED

Y=L > TL 6800w ZETHo7:. B
JEIZBWT, CD3RFHHIIH—HomBEH L TWE 2 &nb, B
CD38 HUE DRSNS HEA 72D T 555, CD3R 38HiA response
marker TH 5 Z L iE, FEBIIZHMBEIH L TV LIER & BB o5y
WIEBNZ T BN D &) T EFRELTWAS, CD38 F8H & fif
RIS & OMET TR W L 72 O3B O TLHRE & o BT
ol BB EMEE Y vy — = P ETAEETHY,
LIk%  OFEFNIE MR O & 5%, —FBORESITILM
) U SERD HVIL) SR EMEEO R L TEEY L B 2 L8
HOENTWD, ZOL) REFNIBWT, CD38 ZEHAHE T
WZEERBLZ (M3A). ik 2, Tok)n) vl
AafERE L (1514) SEFMEET L2 EPHoNTEBY, T
M) YOS EMIRARERE A B A ERNE (11514) #=MEO AT
HDHZEDHERTE, (11;14) WEFIZB VT CD38 A
IR L 2R L7 (M 3B). REMIZKRATH L Z L2 b,
LB R & OB AR SR, TREMIES b~ — 7 —Tdh % CD138
E OB L/zE 2 A, CD38 & CDI38 I3 A 42 IED IR
LD ILEDPHERTE (M3C), NSO RITEHEICBITS
CD38 ZBI i L DB 2 2 T T B 2 L R RIBT 5 b
DEEZ LN

BCL2 [HERITH B NF b7 T 7 AL, H4 OMEEE TR
ISHAHEATE Y, S HEE FIR 2R L CIEI3siER ok
BIMEITOEND L) I2ho7z BHIEICE VT RS
DBHEATOIZD, EH VI DIDLNANT T 7 AWAEREE R
ok (1114) EEEEZETLREAORTH D 2 L DRI
S22 o> TETWwiz, (11;14) 8% 49 5 5ERI T BCL2 K
HFUERENZ EDBZFOHETH - 7257, 4 OMETT CD38 %
Bl & BCL2 AP B OFBIIRICH 5 2 & & B L 72, H¥1C,
BCL2 FHEH] D b BT 7 response marker T& ) BCL2 K714
% M9 % BCL2/BCL2L1 [t 4% CD38 58 & & D HRIRIIRIC B
L EaRWLAZ (K3D). S5ICHMBkkE v T &
HEML LSS EAA T2 T VARILF 4 VB
(ATRA) % %% &+ % & BCL2/BCL2L1 HAMET L BCL2 %
FOBZWMME T35 22 R LA (K3E). Z3MigilE
B1F % precision medicine DFEEIZCBWTHHLZHMATH S &
EEZTWD,

EMYCNEBICETSTFERTERFE L THOPETCT

BAYE) VONE L LTS R 7 subtype ICH E L, S 612
subtype DT BIEFER L LV EIMLE NS, EEDG
FEEFIFEOERICLY, SR FEROREHIZ L Y EE) »
NIEOFETI - EHMLHESEADDOH 5. Subtype I HEEL
By 7 et A B R MR T AR 245 Biljatt) v NEETZ o
£ RABDPHAT =TT, WEN LR EARE - SR TRE
IZZ LW THIEE) S ETIEE DX ) o F AW TEic
L7 70=FLTLE) T voTidwnawy, £/, kN
AR TSN 2 HE R TITH IEBEL E-TB 67, R
B CoOMDICIR TR F N2 ETLEEZLND.

COXD mHT, EEHELIFIHARNWHALS PETCT 1L 5 T
BTUNCENZE D CHIgE R C& 72 PETCT 2B 5 5%
EFRIE & L C Standardized uptake value (SUV) 25k <15
TV DS, @ ILZF DR AM maximal value of standardized
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B) V) N BEMIBAOEEEIY (1114) BEBIOAIIED SN,
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uptake value (SUVmax) 2SLIZLITEER CHWOLNRLTWA, L
AL, SUVmax |, ZDOMl% & 5B DLEE ML T2z
72%, SUVmax O & CTHEEMMEL 2B 1T 2 G ERZE O IL 25 )
RGHEBEORAAREORE X EREICKET 2 2 L IEHETH -
7o, Z2TC, EEOKES - R0S) 2T 2 EHEOIETH S
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metabolic tumor volume (MTV), total lesion glycolysis (TLG)
% & PETCT & W\ CHEB TR 2 37l 3 298 ICHF B L P ikL @
P 2 e L7

T AU Y ¥/ SEIC B CEEF O SUVmax 137 % ICHIBE % 72
BHWV—FT, TMTV - TLG i3 d T & OB % 2ok
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5. ENIMEY Y SEIC BV THEET O TLG 3 PR FIE T L 2 5.
A) M) SEIZB VLT, EEATO TMTV - TLG & F RPN T-& 74 5.
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12 TLG Vi TR EMBETLZ L2 R LA (K4AB). 2 Tk, BHEOHBRTYBRARLENEZRET 2 LENH D,
IEER R A B 2 LS B T PETCT (interim - SO BICBWTFHRFUMETOBERISHLLETHS S . BT
PET) ##AGbH s 2 & T, MMEMLREETH S CHOP ERKETHHZHEHMRZ R+ & 2 HiEIZ, 5% 03X OMF
BEEToLBOTFHEZERICFHMTEXLZE2ME L HEHE - N =7 —FRIIRT LT a0,

(K 4C)Y. Z Wik D TLG 25 sl THBME D + 5 T il
PET Bpthl2 % BAEBIL, 3 DAL T O AETFR RO T 3t 2
<, L VREOTEWIHERELCHHIER 2 7 cBITT 52k

EERTLULEND L. Fiz, ERMED VNEICBWTH TLG INSDMFEEZFITT HICHID, R SR/ 72 &
MFHEMETL 2 RML (M5A), HEEEHEAGDE T LIS ESNR HIIEZEE, BRI E S /-
TP HETFMAEIRE L2 (05B)Y. MTV 2SI EEAR 2 =T~ — P allEamk mWiEEmNe  RaZEded g  &dhv
H—TdHbH—7)7T, TLGIEMTX |IZSUVmean % U72EHTH V), ZLEY. FLT, HEIY B R->TBY) T3HE=NE
S X ) RENETE A RS ERE AR ERILTE T LD, & BBEAEZRELOEROLET, 4L OEBROYR— P E2THE
DTFHROBIMLICEN T DEEZ5NS (M5C). FLAHMAMEEOR S, RIfICTHIZzTHE E LT

DF 2R EH A2 L FET.
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