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[ Abstract] Mycosis fungoides (MF) is a primary cutaneous T-cell lymphoma. The pathogenesis is closely

associated with immunological abnormalities. Some novel drugs have emerged recently, especially molecular tar-

geted drugs, which are related to the immune markers of MF. Here we summarized the progress of its immune

markers and related drug therapies.
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RFIFERE e b de . MF B3GR E 48 i L)L Thi %
BhARME . CDS* 40 M5tk T 40 e 25 Al a6 32 40 i b
2, HA AL S A5 ol 20 L DR 400 AR T 440 R A
Ko A, BB AT W Foxp3™ M5 T 40 (reg-
ulatory T cell, Treg) ¥RiE /A1 T T A0, HAL
W E TR, $E8 Treg RAE MF FIHE £ 5
YERITY . BRI, IR T 40 e 5 0k i BUR,
R ANML N Thi [ Th2 FRIFEL, Hsi %2 R T-bet
F GATA-3 ¥ 4512 Thl, Th2 i, FHHF5E 45 R H
WIRUE T3X— g, IF48 Hh BEB ] 2 R ARG A 14 2% A= iy
B, b4, Th17 FRAIALTE I G h R R VR
TERAL A K K-8 FIH A/ % (interleukin, IL)-6
HEFELERS, 45/ JAK 3/STAT 3 3 J% 1% 1k (9 %) 16
CD4" T 40 434k i Th17 4B I 43 1L- 17, —TJ5 1
3 3 B TR 20 L ) 0 A B R R R, AR
FAER s 5O O SR T A AA B A
TR A B i,

BRI MF — R AN Rk CD8" R MY (H HAE LT BE
BEEA . ERVUER, QRBRA | SO, b
FREE . SRR Paget £F LR 4138 A RE S5 I R I A
oA AL MF RRCH L, RSO CD4t P X s
RIFEAEA L CD4" MF SIS bR, X 1) 5 07
o7 R4

CD30 J& TR R IE I F 32 R i, /Nl a T
BAM T RHMERE, RiE—RAZGRRERT
1982—2019 4F- PubMed 45 AU S 1) 56 T CD30* ik
M SCHk (1S BR A DB A E ), RN 1499 f
MF (& % | 120 f] Sézary %% & fF ( Sézary syndrome,
SS) HH K 1114 5] ME/SS (MELAAZER)) M, BF
G 7R CD30" RIBHFALT 32. 6%, Hhfuds 32%11
JERE LT MF F1 59. 4% (9 K 40 M AL 8 MF'S' i
T CD30" LIXM UG B XAFAES L, Danish 257
XF 390 fi] MEF/SS S BRI & B, CD30" & Bk
FES RN TC R A A7 00 0 R o R A — 5T 452
REEABEZEM 7%, CD30" F ik X HEH AL MF i)
JCHA S F g
1.2 HMUEEFREZE

T PR 28 pl 4 0 /N A L PR A
B, N BB HE T 4k €, CC,
CXC, CX3C WKW W, HZWhapRmm 7 )i
R G 2 MBIz, Bk 7 5 2 AR BAE
ESAME 0T, 76 MF B T 20 B2 ik 01 5 ok
FEREEAEM , KR S A0 B AR ST (cutaneous lym-
phocyte-associated antigen, CLA) VERZANiCAZ T 41

i T S e S ) B PRI SR AZ A Sl A5 I A P A
AWM EEER, T T BT 8 W,
b5 E L NG S ERTT, T 4l se th N &
AH, HEIFER TR, FRIEEBE AT RET
T, e RER MR, CLA SR kA
TR R R BTN, LT BEAE T 2K
T X% 5 HH, CXCR3-CXCL9, CXCR3-CXCLIO,
CXCR3-CXCLI1, CXCR4-CXCL12, CCR10-CCL27 #i
CCR4-CCL17., CCR4-CCL22"' | 7E MF Hz 41 K. 4,
JuH I Pautrier S b A7 76 K i CXCR3™ B T 44
Wi, 55 B AT o 40 i R % R A T B4 I 0 5 Y
CXCL9, CXCLI0 M EAEHZ 5 KR VA 5 K 1) 3% fz i
., MHEPEIEE, AME 35 Th ) Th2 R
A5, FEBEHLI, CXCR3 23k W 24> B9 [F if, CCR4,
CCR10 %35 18, Kakinuma Z502V#0 MF BB 2 17
T CCR4 B A —Ra B 16 AL )8 5 8 AL 7 (thymus
and activation-regulated chemokine, TARC, ZRFR CCL17)
M EVEANA IR LA F  (macrophage-derived chemo-
kine, MDC, 7R CCL22) 7KV, RMH B E S T 5
VR R R R X IR 2 Hoh i v TARC /K F
kit e R ARG, Bl S B I RO MF B
W T 403335 CLAY/CCRA™, Bk = 1E %
JIR#IEH CCR7/ L ik#Ex, HAEC{A TARC/CCLIT 7
RN ( dendritic cell, DC) F1 PN Kz 40 A ] #¢
eIk, L PH P 20 A 0 B R R T

MF WS 20f G 26 B Ik VA SR e R 1 L 0otk
ELZE A SAR Y CCRT' | A R e 40 32 2 A )5 51
SZAR, CCRT WEE S AR AR E i Jg 40 R bk e 25 e B b &
PEEZAEAN . Hu 55 VAT 21 ) MF B35 14141
FRA, RIFR 53 BE SN B B A e g 191905 491 (61. 9%,
13/21) ¥3%3K CCR7, Hrh 10 fIfF R T2 8, It
Gh, PRANFIT F BT Myla 400 (MF 400 R )
FMM CCR7 HHAEMA CcCL21 M EAER)G, Al
I mTOR &%, #ik MALATL, AT A5 M 4 it
B FER, ST BN i Z shY s, ok
FAT T HE— A BFFEIESE CCRT 78 MF BB P /R
1.3 WS

DC 7£ K JHk Ik B 988 4 328 ) N v % 4 G B AR
AALATAE R L URBT R S A, ol & T 40 B 30 LA
JA S BBE SN, FERR R A T I T 5 5 A0 JE G g2 it
%o ERIERE TR DC W58 3 AW HE. £
Fz BB ZE A ( langerhans’ cell, L.C) | H B BERE DC
(myeloid dendritic cell, mDC) Al H YR DC
(plasmacytoid dendritic cell, pDC), A 055180 o 0 5%
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HAbFRIC MF 2P i DC WRE, SIEW AMLIL, 3
AR B IR DC B ¥ B 1m, HLRLAR B#A DC
Sy HER MF R DC B SUE AR R
DC A FH0 I8 g R, T A B DC 5 5 fo 758 Tid
ZRN, N MF B3 ( Ta/ 1b ) ZWEH (b
B, LCBUE B/, B T R GRS 1]
AEPEREMK, Vieyra-Garcia %" B 98 & B MF 1 {7 7F
c-kit" DC, Fikm /KB CCLIS LLHA %5 K Mk 15 i %
Th2 40, T 0X40/0X40L 1 CD40/CD40L i %
IR HARPUR MRS , ek R SRE R A, b
PR E R T
1.4 BEREHNE

MF S UL Thl 400 A+ (IL-2, IL-12) 51k
P BEEME T AR KRN 2, RiE 2
Th2 A F (IL-4, IL-5. IL-10 FIIL-13), ST
IE (interferon, IFN) -y A B D FF# # Thl 2
B, WA, BB MF iR 40 i %65k 1L-32 KF
5 ERFERE IS iR IEMIE, BRIy U i
it JRE 2 RO T RIAE TG 202 AE TL- 4 FIUAE 40 - 15 s 240
A V5 B R TR RS AE R, IL- 32 A i
CDlc* CDI1c* mDCs Fl CD163* CD68* . Wk 41 itd 7= F
1L-32 frifs 5 mDCs J& THXF AN Y DCs, 7l -5
PNz, MHAESOE AN, BT M2 55 mE
JiL, PR A AR A A A R R A A K R DL AR
BERPIRE AR L A, TL-32 38 AT E I 1 b 400 i v 55
IRMIMEE 2, 3-BUINANE, J5# R R IR-R IR AR
HRAR T Y DGR R SRl Ry 2k 1 MR A
o S TR AFEIE AN K PR R AR = 3, BBl T
MAEIETE, TEAk Tregs, #HIBUINIE RBEN %, T3
BILPR TG T b7 200 J6 T 1) R 5 5
1.5 Toll B4k

Toll H32 48 ( Toll-like receptor, TLR) YE MR
PEGIE R G — 3, 3 2 B A R Ee A, AT s
DC = HEZ A F 2 5 G iy, @ a5 Ry
JPET 43 F Bel-2 N, M AT, A2
AMFFE & B TLR 78 MF H e 3, Kado %5172 %t 8
7y MF AT e b e 0 J5 R B, ARIR B B ik
i) TLR #% =L Jf JC 42 4k, 9 40 M L TLR4 . TLRS
TLR6 ., TLR7 YLt B 32, i 55 — T g 191 Xof B 5
JL, TLRT 7 MF H ) 35 I T 1% %t fR 4], HFf
Rk R
L6 RBEMEET [ER] -1 RERE

BRI T [ & = ] -1 ( programmed death- 1,
PD-1) J&—FhEE 20T MBI A -, ZEvEfkim T

570 July, 2021

AUMLRN B 40 A P R ek, AR PR AR R G g i
T RHEREREEMN, BT [EA] KK
(programmed death ligand-1, PD-L1) 7E DC, FIE4H
JLRN S AR it P 3k, PD- 1/PD-L1 3 #3347
A MBI AZ A A 51 T 40 R34 T RN AN A PR 43 6 K
Ve, BETERFSSIESE PD-1 75 MF B T 400 b 5
Fik, {0 PD-1 2R A & A AR 4k H AT i A7 7R AN )
M5 . Nguyen 45 V58 & B PD- 1 78 H AR A2 H G
B AR AL, T Kantekure 25120 (1 8F 5% 25 5% ) A
K, JE BT BoR PD-1 48 MF R 0 i 22 ik i 1
WD B RT Gl 9 BIEE J/ BE AT 6 {51 iR
W MF 8%, PD-1 FHE A 1 25% /999 61 53 5 8
77.8% (7/9) F150% (3/6), PD-1 PHEZ5# T
50% 19k 19153 53 4 33.3% (3/9) F16.7% (1/6);
ME R AN AR, MR A PD-1 FkHk

2 RERSYEXEY

MF JifJed PR 58 18 2 A S 22 B o7 O v 19 7 42
LT ISR . RS YT W IFN-o, BT (RLAE AN
NERBRG FEAMER AL Iy %) WS
Th2 ] Th1 FAVFE AL, 58 T Bt i e A B0 i 44 S
I, b TR T AR SO ARG T MF A
FERREYIBETE S MF IR SR At 10 B
2.1 ;T HRRENREXGY
2.1.1 B¢t

BT BT BT CD52 9 N IR AL B s RE LAk, —
YA 22 f Sk (HL323 Bl E) MARSGZR L
BT B BT 5 T VA I 0 Bt BRI YT SS A MF
AP R, &5 2R o B2 BN SS B Y B A S N
K (overall response rate, ORR) N 81%, SEARMH
% (complete remission rate, CRR) N 38%, H.J7 %L
W BT MF B (ORR N 29%, CRR N 8%)™
A AE 5 B BT AT I B A O BRI e A2 T 40
JL, TR MEF K E RN 042 T 4 M TERCA K
BT PABTAR A (10 mg/¥k, B 3 K) HEHl
w2 (30 mg/WR, BRI 3 IK) IRYT MF Y7 AL,
B AN RN E 2, FEERIy BB il A gk
R
2.1.2 YA R

YA Z-H5 PATE BT CD30 BT B B IR S5 U B
EYAIHRIVETE, TSR e R, sk
E & im 2 B )5 (Food and Drug Administration,

FDA) HEHEIRYF CD30" [A] A8 P 20 bk EV R0 . 6 K4
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s MF B, HAte e 7 T 2 A TG R
LAy I W || 17 .o AR | 197 S F- A ]
ORR 735914 53.6% (15/28) F170% (21/30); I3
RIS, 50% (24/48) Y MF B85 % WL 22 fifk 1
gEik 4 H YA o RPTERBKE 1 1. 8 mg/ke,
3 LR, BZWHIT 16 MM, HEZRR RN N
JEI IR AE | TR A 97
2.2 mogamulizumab

mogamulizumab J&— ' L CCR4 Jy #5511 2 £ Bk
R TERESTIAR, 2018 4E4% FDA #tEH T E 2 E /0
L IR RGBT I R SHER T MF f SS, HAEH —7
T3 o8 1 T e R P 4 A ) 200 B 1 ) 2 Bk i
SR, 55— 7 T #EvE CCR4* Tregs, I 5 4 ) el g
0 ) P IR S I B, Duvie 25520 L 21 1] MF R
HONBRFERT I A T/ T3 R 06 & B, B8 5
0.5~ 1.0 mg/kg 75 i mogamulizumab, % 1Y ORR
4 36.8%, HALRFELEMEATIEIN 10.4 N, 1RIT R
N5 CCR4 Rk RTCAHICHM:, T REILA S0 240 M 224
FEZHT AR A AN SR . RS B T IR
R LB, MR TRl (400 mg/d, I
k), mogamulizumab (1 mg/kg, Whkmng, 81
W RS 4 G52 4R 1IR) M Aok R A A
WK (i57.6 H), ORR 24 28%, mogamuli-
zumab ZA PR, JCH PR R A K A2,
5 IFN, IL-12 H1 TLR 38l 70 55 S 88 VR T7 25 Wik
FHT 82 i TRk
2.3 AN EEXEY

IL-12 A3 Thl 40 ML, SR A% 05 40 B 0
CD8" T 4 i (4 15 P, BH Ik Th2 401k, FFi S
IFN-y =4, AN IL-12 3897 23 R MF ([ a~
afhy) BEM GRS, SRS 2K, ¥
LG5 100 ng/kg, 2% 2 J&J5 &1 % 300 ng/kg,
WIT 6 H, mRIBITIIK N 24 M H, 43% 0B H
AT G2 i, FrELimrl N 3 i & 45 W LA EANEE,
HLfi 2 A b

W HANZE (denileukin-diftitox, DD) J&—Fp 5
HIL-2-HMERE R BlA A, SEm AR T M T 4
FEIRMY IL- 2R, 00 W o 40 i 2R A k., CTCL
B DD IR YT Ry BT R A 5800 B R
9 wg/kg 41 1) ORR 4 31%, 18 wg/kg 41H ORR K
47% , TR FESL I )ik 277 A7) AT B —
Fopr e R w4 @A 2 E7777, HA S DD MR
MRS IT S, (Hai BT, 6 SRR
FLBIsE N, H A A9 — 300 LA JE I T 40 6 6 29

Jok T 240 Btk CLR A BF X S 0 E7777 1 W PR U5
R, 36 MF & 1 63550 28 M. 2 19 1 A
DY IR R A (12 pg/(kg - d) ] AR
o B B e BRI M v B, A I C 4 U
N 51 =TI =170 5 8 =TI 0112 (1 = s = W1
RE . 9% 97 %, DR b A B 9 pe/ (kg - d) PO
B J5 1 TG AR 0 9™ K T Ao A8k, ELES d #
Jkifi i £7777 9 pg/ (kg - d), 21.d A 1 ANEB, &
LMy 8 MM, 19 i CTCL (f17 12 il MF) H
HE WG % Rk 31, 6%, H BT IE7E#E AT 69 I
W RIS & 76 PP AL JLAE 5 & sk R 2 CTCL 3
FEYFRL (NCT01871727) 138
2.4 Toll ZEHzNH

TLR 3 3 77 77 303 DC 7= A= g 38 38 [N -
IL-10, IL-12 55 5 P 40 M 8 Ak A R, 3 i fif
Thl W HGHN, FF#EE AR R4 i A1 CD8™ T 41 Jifd
RABUINIE S SN . WKW BERFAE Sl TLRT s,
CH TIRITEE R ABE SR MF, 5% 7R, PR 52
B TIR97 24 ) MF B3, T1% M BIE 2%, 17%
ERRE, TEZMEE T, AR (W25
LAY B R B e 0 Ik s R T i R 20
MF & B RO A, Lewis 2517 Fl 5% f Ik s 52
Fegl B Ry 2 0 b B MF %, k3% 2%
fi# . F s SR TLR7 M TLRS AOILEN7), A4 T Ik
WESLRE TSR, 7E T W RIS, SR 0. 03%
0. 06% I3 i 71) 51 iy v S 4835 97 HL MF, ek
e 500 mg/d, FAIAITEAL 100 em®, B 3K,
BIF 16 A, ORR 3K 75%, H ARIBIT 8B IRA 1
BEEN,
2.5 BEMET [BEA] - 1ZHEMABRHLERE
i

AN BT RIA R ZR BT B X PD-1 32 R 1Y
NIEAL B ST TIR, PTBHAS PD-1 5 HERZE A, N
T T 240 A 5 00 P ik L A i SR . A Bt
T 13 6 MF B E 0 T b Wi R 56 90 40 Wos H ORR
H15%, 2 BRI G2 i, 9 BITERRE, # WA
R A 55 . B RS (BB RUREE) Ml %,
Z R B B IR ER BT (2 me/kg, B3
1R, &K 24 H) RIT RIS & SO IR P MF
ASS 1 I I R 050 2 s, MF 41 ORR i 55. 6%
(5/9), Hh1Gle28m, 4 G150, 2 6Nt
Fasg, JEER R AR R R A e R
ZWFSE, AR ERUIE S CTCL 09— MG YT 7 R4
HI S [ [ 7 25 B I E N 45 46 AN EE , BURTRYT MF
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M SS ML —,
2.6 AEBEZEAEMEF

HE AL CBEACEHMHIF (histone deacetylase in-
hibitor, HDACT) @333 4l & (A8 S BEALFE B, ff
B/ INMASERRA T, O SRR R 3Rk 0 e 96 44
W, e T, BETHE FDA HEMEH TIRYT
MF F1 SS (5 HDACT {4 PRz i Al Fn 8 K ot AR
SEHAB R )1 HDACE HIRZ, #EFER ik 400 me/d,
ORR 4 29. 7% ; % AK#h )& 128 HDACI, #fE7E5 &
HF 14 mg/m*, H5 1, 8, 15 KihkigiE, 28 d A 14
J7FE, ORR M 34% ., H i — L8387 % HDACI %% H T
MF 3857 0F5E, anDURI R, i w28 3 w3
e I Wi KR %, ORR 23 %K 14% . 17.3% .
24%"“  HDACI MH WA R RN K Z 5, B b
FEAR B G 55, LA, A SCHRARGE PG I A e i T iR
A1 1 BT S B R BRI MF B %3 O IRV 5
AW, B30 mg, B2 WK, T RIRESE LM,
HIEATATA R R,
2.7 Hfth

UEAh, AR A S e bR AR G2, E AT
B R B RIS, EA B LA S RN i AT
REME, SRR e J& — FP BB c-kit, ber-abl %5 £ Fh 32
PRI B SRR WM R, AR N T 1 a2
PR IA YT AT JG B & 0 b 3 MF B3, SR
B HAEFNLE AT fE S c-kit B9 DC A X%, Geskin
5O S BE AP -4 P IL- 13 FURLLBE SS 1N
TR CDA™ T 4, &8 3 e 40 CTCL 41 i
AR HAEIER . X TR 2 0 VIS5 A%
W B2 G RIS eSS, EAFAEAR RS B4R, ansie
Bt IL-4 AT 1L-13 VR Y 23S R G BT E IR YT RN
PERz 98 W AT % & MFSS2 0k b CCR7, IL- 32,
0X40/0X40L K CD40/CDA40L i #4575 MF 9 & Jié
HORAE R, SRR HAT 1R R BT AR T R0 S Ry gk —
HHETE

3 NG

MF BG T 5 2T 58, RLAE AL S 25 90iR
JYEEERL b, S ER AR LRI Y, RS min
FER TR MF BT AR, X T MEF R
HRORXAE, BWIMAE Kk, 5RERAEGE, B
JEA RGBS BEbR YR BT T B4 & D MF )
RITHRAE TR A, UG TR R SR P MF
A7 BUAR, A B T 4R o B 00 A A7 ORI AR I R
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