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1/’ [z N B -4 (Thrombospondin-4, THBS-4/TSP-4) T 19934E & KA K ., 1B AL I 5 HO 1R K i 1) B
XHZSFHIF AR E RN ILER, PubMedfiSHREHE T TSP-4E LM EMMHE RS, RIE, FEMN
ERIG T2 BEEARNTIG. SFENRERIETSP-4ENFHR M AEBAREE RN, FEEIE
B RIE W AW B A FAEWE T ERAIE. TSP-4 /) BEA 7] LA I 5 224N 4H i 5248 A0 41 e
41E) 5 (extracellular matrix, ECM)IELAZ G, FFHAECMU KA SECMIE] KAHEAEMH . TSP-4#{2
B A R T B AR T B LMERE P MR RN EH . TSP-47fE e R RIZ I 5 At R
HxR. SHKUE, TSP-4ZEME BB LA 2K TSP-4 F/E B 16 T MR EERR, B Id i 4 5k, BHBT
MK, BIE. %8B, HREERE.
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Abstract

Thrombospondin-4 (Thrombospondin-4, THBS-4/TSP-4) was first discovered in 1993, but there
has been no in-depth research on this molecule for a long time thereafter. In recent years, PubMed
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has successively reported that TSP-4 has many unexpected functions in the cardiovascular and
nervous system, inflammation, cancer and skeletal muscle. This year’s research focuses on the
physiological and pathological responses of TSP-4 in different tissues, and is mainly verified by
bioinformatics analysis of gene expression profiles and molecular biology methods. A single mo-
lecule of TSP-4 can simultaneously bind to multiple cell receptors and extracellular matrix (ECM)
ligands, and organize the ECM and the interaction between cells and ECM. The pro-angiogenic
properties of TSP-4 may explain its high expression in several cancers. The increased expression
of TSP-4 in cancer tissues is associated with cancer progression. In general, TSP-4 is expected to be
used as a tumor therapeutic target in tumor prevention and treatment research, by inhibiting an-
giogenesis, blocking tumor growth, infiltration, and metastasis, and reducing pain.
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1. 5|8

/MR S 3 B A ZR jif(Thrombospondins family, THBS) & —2Ht A fR5F R, Al DU & sk K I 540
OB (A STy -2 sK I i it 00 N ST s = I (R (W S i it} 0 ST 11 1 P R N
EE AL R AR R, R IR R A E R AN, ER S — RAIMAEKE T EEM . BATRIK
THBS —3F 5 MR, 437 7& Thrombospondin-1, Thrombospondin-2, Thrombospondin-3, Thrombospondin-4
F1 Thrombospondin-5 1Y %H 2 5 3 i 25 H (cartilage oligomeric matrix protein, COMP). THBS ik i ]
T T EEORIFE T ANRUNER, AR TR (B 7 LU T

1993 4= LAWLER J [1]554RkiE, FEIEPREERE R A ORI T — A /MR R B AR, HFHaa N
Thrombospondin-4 (THBS4/TSP-4) . iff 7t i B #4822 45 % & By B n] LA 21 TSP-4 ff3eik . I 4K,
TSP-4 fEL MMM RG . RAE FAEALC UG BULEETT ORI 17 VR 2 8 Thae, S0 7 AT IXFh
M 4h 8] 5 25 M (extracellular matrix protein)fJ o<y, RN IR I TSP-4 {2t i & A= k[2]. BEfE, #E—
R NZE TSP-4 34T TP, SRR TSP-4 AfF, fER AT, OUUAE#ILH TSP-4 fIRIE
B fmi[3]e Tucker 55 NVERE], TSP-4 ek f)2ik 7 U AR T HiAt THBS H)3RIAT75[4]. TSP-4 {4
A1 R 2 AR H 2 32 BB 7B R E AR, ok 22 AN R BT FU A s e R R - [R]BTAH BLAE H
R T —EMER. 74, BFER TSP-4 5 M a0 1R 22 68 716 5 (5]. IR (0 A K 32 R Tk
ERA, {EREPRIE] S TSP-4 Rk, X 5H7 I & DL I BE H TSP-4 RIAZE—F1. 15 LFE
RET, TSP-4 fERZH BRI E AL ERT 1%, BlinERE, Rl 2ER e Plo]. HEEK TSP-4 5l
TSP ZKEE RS X 20 FER R A B, FRATTI AR XS TSP-4 15 M8 5707 Ml IR AN 02 T4 B . A
SCHk TSP-4 75 M 27 77 TH B Uik R il — S 45, Sy e gg A= 4 2 v 18] J5 240 S AN e e A B3 i AR 24 H

2. HERGMHE
FHME N LmpaE
21 A VE R T 41 B8 (Pilocytic astrocytoma, PA)ZY 5 Fir A M &8 e R 1) 5.1%, 5 LT )L, BB
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R T att, Z2RETHRMEIAL, UM, AL, PSR T &2 W[7]. Rorive [8]5%
TRIE T LT 4 1 5L T 40 Mo 3 25 IR 0SB 6 N 3E[K(TIMP4, CINH, CHAD, TSP-4, IGFBP2, TLE2)45 55
Fik, RXXHTIEE AL 1T GeT 4 R 0 240 Mded Al v S0n 21 40t R T A R o 1 8 I () 30 T g
LR St B AR RS A, AN B AR ISR Ok O B AR 2B Bk, HENDX Le 5L R
SFHUHR R R EEVER . Yang [0 KL TSP-4 5 NG2 40 & e 5. 24 TSP4 ik ik
i, NG2 4ifs 3 RHREME uab, XRESEEMS RNA FIE AT KT Lif S8R g e bs
PC(%1 40 NeuN, Tujl 1 NF200)iEBI . M5, TSP4 JTERNT NG2 40 rh 422 7o 0 A bric B9 35 B A
PER . 3Nk, BEFL T 57 5F TSP4 /v 3 NG2 20/ LIS 5 il % 3F K B p38 #l AKT 15 5% TSP4 it
FIEMIFm . b, 2 ERK {55 #4007 U126 BHEIES, NG2 4 1+ & sohr EYRIE KM, 78
— g, XL LR B TSP4 i@ ] ERK/MAPK 15 51 23 NG2 40 I+ 4 7004k, Ifi#& 78 T TSP4
7E NG2 41 i fiviz 77 T I HTE R -

3. HU ARG HE
3.1. FFE

ST TE A A I 2] TSP-4 f3RIK, it (B 7 W TSP-4 5184 JHF Ik 295 Ik -2
H B T R A . H3E LUERF 7475 Thrombospondin-2 Al TSP-4 X fifgi 45 #0105, Park [10]%0F
J T TSP-4 G30275C HHFZEMEMEIXR, HEREREAHEAMAEC. Su [115EEE BT
TCGA ##i g, KIHEFr A TSP-4 B#E &Kk, JFHSEREMC. L5 K TSP-4 &
FEAK R AT I AT RIE AR 35 o IR TSP-4 (115 A 10t g A2 AR ARSI 50 R IR B TSP-4
JE IR AN, SR RN 2 2], R A R . BEJS, WFFUR L miR-142 A& FHE 40 i
TSP-4 1) iR 1o PR AR 2] miR-142 [RERE R, WRME TSP-4 i RKiE. @i
miR-142 5528328 AT LA B S5 30 ) P8 40 B 140 0 38 26 e RV 28, 1T PR 0K TSP-4 J nl DAKYH miR-142 FEAT .
7 IR AR A AR A rh R G 0 miR-142 FHLH TSP-4 23 A 33 I 5 A5 il AR 22 41 . TSP-4 i B %k
FE miR-142 FIKFRAK, HEMIG R A M ) R A A . kG, £EXF TSP-4 8 miR-142 B K $it
JHJE R T SR PN 2P0 5 AR A S . Wu [12]58%) 85 il JH- A 55 AH SR A AT BE 78, R I 421
R H AT RERIEE S, TSP-4 MmRIE S MK N 22 P < 0.04), JFH TSP-4 %
R, BE R RIAR. 2K E T R TSP-4 F2 T TS (3 7 XU R 25 X TR 70 $ s TSP-4
5wt A oe, nf AR RS T AR S FEI T A, fEF Ao, TSP-4 i 3R I 5 Tl 46
5%, FLRURIME] T A S S 0 I A R, B RS AE AR 22 . TSP-4 $ N SR N IR 2 —,
12735 DR ) 5% 3 et 42 1 P R S R RSP 40 003 R ARG B S 181 R 28 7k, R 3R UV 9 5 o
A P 3 A

3.2. B

I PR e A S LN R IAE, 4 RT-PCR %5€, EWIBUR M B+ TSP-4 mkik,
M A 2 B ik = R o g2 A ALAIE S TSP-4 7 28 (/K i 3R 08 1 HLg 7 F-J6 0, 3 B2 S g 400 i 5L
R AN R 4, RZE MR TSP-4 RIS . A BEAEAN B LR RHARIE TSP-4.
b AR A 35 35 G UF 2 e 8 AH DG T 44 i TT DA 2 TSP-4. 52 21 [ J8d 4t e oI IR0 s 4 44 240 . 2 A G
TSP-4 i 37K P-4 151 13] - Maran [ 14157 7 A& 30 96 U042 1T e -5 1 1RRAT 181 520 8 N THE 1) 156878265 (TSP-4)
BN 2 A A 5% . Lin [15]553538 B % -F TSP-4 mRNA ik 5981 KNP = 0.002) A8 TNM 4 #HAHC,
HE— B 9T TSP-4 SNPs % 15 A BL KUK F) S0 22 485 47 (1577878919 Fll rs7736549)3 9 Ao 52 [R] 704 £ 3 f it
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Ja AN B . Huang [161250F 70 1 B FGFR2 5 TSP-4 ()55 5. ik TSP-4 ik 5 i B4 1710
(OS) M HA B e AH ¢ . FGFR2 78 B AR B Bt Rk, SkEas R I PRI RIS AN R 1) & R
K. AHIEI TR B FGFR2 5 TSP-4 2 HAHC . AN AMLER R, FGFR2 B0 7T LA F i TSP-4 Rk,

M TSP-4 {EBEAMMIAIIGIE . REMTH P REZMEM. FEHIL KN PBK-AKT-mTOR # %5
FGFR2-TSP4 4. FGFR2 15 5 ifiid PI3K-AKT-mTOR i&4% N il TSP4, MIififeidt & sk . Chen [17])254k
18 TSP-4 il 88 M KLFO {2k 5 fE A 2 . B o, A3 0 i 2k R 41 B 040 4 1 AR 045 590
Wi, TSP-4 fl KLF9 RiAZ [0 A AEAFAE1IEAHSC. FfiJ5, @idgufuit-$, MTT Ak E S # 7% Bl 56
M T MGC-803 Al BGC-823 4Ufi (4858 . iHid transwell 355 FIZ 28 REGHF 7T T 5 4L GC 40 L #%
Ff228. QPCR 43 #TiERH, A TSP-4 i ik Fikii% Jenl Hs GC 4iffarh KLF9 fy#ik. SR H 45
FHEL, MGC-803 1 BGC-823 4Hffu TSP-4 mRNA Fl&E KA Fiff. KLF9 it %A B4 H# T MGC-803
1 BGC-823 NI A E6RS . HhAh, KLF9 siRNA il 1 TSP-4 i Rk i b 4 51 #2 i) MGC-803 4
i 77, I # AR 221 9 - Kuroda [ 18]55 i id 8 [ 5T ENTEVERG 25 | TSP-4 LERSAEAH I I B £ 4E4H il (CAFs),
155 A 2% B R AT 2 40 L (N Fs) AT S 98 40 i 2 vP ) R 3A . #F GC A EEh, TSP-4 76 Bf5 aSMA Y, Podoplanin
FIK RN _F3Rak, (HAE B A 41 M M B AR R Al ANTRIA o B T Bz A 46 SRR W, CAF(1fii
4E NF FJE40)K L TSP-4. 5 TSP-4 (KK XIRESHLL, TSP-4 mEBXREEEEN oSMA RiE, Hi
WRRIEREE, W, WERIE, MRS, RS, BORBIME RN, 8 TR R Ay #Bug
TE7 . = TSP-4 4011 5 4R M AELE R I BAR TS TSP-4 4. 2700 MR B, TSP-4 Fik R ST 15 2.

— IS LERI I 15 g AR A7 AH O I BE DR O s 15 o AR B JE s 20 )= O 70K TSP-4 45 7 N EERIHAT I 7L, K
ME W], PRICKLE] KIAW He &ML R, A LS TNM 73 S &, RO RERS TiUil i i &
H OS FI iR [19].

3.3. &k

Greco [20]%:44 45 igphe 4143 5 1E % AL SUHEAT o b R BLGE e b TSP-4 HIRIEHUIK, IF HAES i b
TSP-4 HHL i FE A, [RIULHEDN TSP-4 J& T 25 i (4 8 . AR 1 H3 FEIR 9 H LMt A0 3 FEAL
(10 %% A A DU G (o R 1) R S 3 T BR - Koondo [21125 1) FH e (0 R S R TIE J7 vk bL A 7 [R) — R 4 e 22
27 NI H3-K9 Me/Ac FUAE , 18 e B B T 1 H3-K9 Me/Ac HUAE , 7 45 i b A F 4 s 2 o TSP-4
RICNEEHFHEAL. TSP-4 T DNA HEALEH & (& B oTER

4. TMEETERGE
AR

FLARE 2 L R AN RS R 5 2 M IR R B AR« AR AL ASHEIT S A —F, Rkl
DA ZENEF IR R . ANIEAAEER T BRI R, A FR M. RA0R. PR 40 M Rk
YIS . V22 B FT AT AT B8 0 FH B DR A 1 S [X 43 Lo AN [R] R A, 1 17 SR BB B PR R 7 SR
AL, FRENFER A2 L bR SRR ok . 20 2 M S0/ INLIG B DR b, S i 12 AN 22 Rk
DRI FH DA DX 73452 28 1 LR /N - AL AR 579 , AT T/ B-CD. survivin, cathepsin B.TPI1.SPRY1.SCYA14,
TFAP2B. TSP-4. osteopontin. HLA-G fll CHC1 [22]. Korkola [23]%5iA°A TSP-4 5 KR il iR #4555
I cDNA & &R T H T IX R & AR N R AR AR R E R 8 MERRIEEN, 7l
E-cadherin, survivin, cathepsin B, TPI1, SPRY1, SCYA14, TFAP2B fll TSP-4. fEARKANE;FRh, TSP-4 £ 4T
YA RIALE bR A E . FUBRA L P RIA AN R R E S AR/ HER TSP-4 RIAE
RS . LIRSEERERKENEFEAMASUEAR, TR TSP-4 MRIE, HIRFEREE.
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T FLAR /N /2 8 5 I E-cadherin 1A KIRAFHR 22 11T, McCart Reed [24]F B 9095 4 A0 AT 995 5 e ke
W, SEAENJIERARIELIE, HIREHE TSP-4 £ 1E% JURA LA E F iR iL. TSP-4 AL T LIRS
KGRI ISR IEE, R/ HBUTE IEH 00 L 52 40 A IE 5 RO4n i A AL B o 78 i8R 5% A 18] 5 rh s 3
ik, PR b R A AR RS AR T IR b R A 7R AR 2R M R R AR 2 M LR N e T R R E .
FIR TSP-4 mRNA 7EANFEHLVENER, (HRMANTIEFHL . ER ZARHMERRE N T8 %, TSP-4
mRNA 7EFL IR A R MR iE . TSP-4 JER R 2R R D, SRR FLIRIE H TSP-4 HIRIABuS 5
FLAT A2 2% M 10 I8 240 B R =5 S AR PR 58 H (0 180 R R AT 44 A LA AT 5. TSP-4 75 FLIRE 1) RIE 5 41
471 D o8 22 78 P A T ) B LA RS O, 3K o e A 7 e P e i R v 2 AN T D ), R R T g
Y128 . EFLIRIE T, TSP-4 F3A MG N 56 R M (1 2 0 S AT 9%, XK ] ECM i) TSP-4 18
TRk IR MR A R R 28 . TR /N TR S B AL e AU B TSP-4 )22 ki, REAE T RE
SEREE AL R B AR B, B HAE N T T AR AL R B 2 S5 0 R il vl R AR EE 22 . Tveitards MK [25]
R, SRR, fEkE QBRI R AR AN g5, I/MRRNEE 4 FIFEEk
HEZWEA | WRNIERER, FHE N — D0l AR — B 0 7L A AR e

5. WhER ARG IR
5.1. BIFIRREE

Luo [26]557E 2002 SFNHF 50 K LT 51 338 4 (benign prostate hyperplasia, BPH) ¥ 795 [ 52 & AE AL,
T I FEDRLE a3 19 451 BPH A 12 451 BIR 4 11 27 i e AR 8 AR 5 e A48 i 21 i 2H 2R (I 4H 23) ik DR 3R A 1%
FHZER. &5, 5 76 NMERFREERF, LT RT-PCR BE T 8 MERRIAKERN. BPH H5IEH IR
WHEAELL, RIETHMERERED, A5 KLF4 37 TSP-4. —S R Al 2. 2 2Bk
MAN B EBERE K. R g T A KK S G mME A, flhn: B RAEAEKRET IGF-1
-2, BALAEKPT TGF-3, BH&KRAEEN BMPS, BENEBAEKETESENR, KEM, HERe
JREARE MMP2, a2-EEREH, HEEE COX2 MY 7, WEMEEH, MRREREAR
B (chondroitinsulfateproteoglycan, CSPG). 12 ~Z 73R8 K 5 A 51 i 1] o 40 Mo 5% 0] o B 2 #H DG, K043
BRI s B B, A TSP-4. 8 G C AHOCH IS 2 (PRKCL2/PRK2)F Kruppel £ 4 (KLF4)
(RE 7K R - 92 Br_E, Luo 28 T 70 EL A ()2 BPH 5 1 51 i ge 55 20 4R f 3L R 2 S %A1 . Dakhova [27]
T I 43 B A A R A (] 5 R DR SRR 1S R I 3 G R B [T A7 7E — L 41 ) Bk Rl A RS 5 % Sl it
784k, b TSP-4 I T %Ki, TSP-4 AJRENT TGE-B (M Bk S MEAE T, RIVEE frlsg if e T2 hl R 47
1 5 HAAR 3k iR A=K, ECs 3242 08 21 TSP-4 DASCREE— B I IMLE A . SRS AN 584 1 4% TGF-B
(1) TSP-4 F=AEHIE AT, HOHRIE 7 SMAD3 12 5. AM1%F TGF-p 48 i Fid FE4r M7 E F 8 12
MU T f#-EL/D, Muppala [28]55 I\ TGF- A& 520 2 Fh 4 S AL i) 2 ThRe A0 5 1, 5 4 4 s Wl 7R K
H T HZ PO se A MR A E . TGF-B (5 57 SR 45 5% i FEAIRY Beomi e it , 1 LR T-B Bl
B Bo DA TGF-B X5 Rk P A ] o2 R AR S AR F AN L, i T AN R B R ik TGF-B s A A
& (KR FEAR AL . Muppala % AW 70 R BLEE P 52 40 ff (endothelial cells, EC)H,  IfL/INR 2 3 2 [ (TSP-4) 73
) ECM & [ 4 L1 LA S; TGF-B1, J5/F TGF-p1 % & AE 52 » TSP-4 1 BT ZEA ol & A
J s RS2 B TSP-4 [ 53 3h k2> 51 AL FE » 17 & B SMAD3 IS /3 1 - 48 ] Thbsd—/—/N A1 TSP-4 shRNA,
RPLTSP-4 /5 T 7751 EC T AR I8 A2 I h BEFIAR P9 Xt TGF-A1 I AR 1o S8 0 22 313 5 TGE-p1
(I 40 P P HR R I A2 PR E 07K n T4 3 £, X e /E FHTE Thbsd—/—ZhWh A kKA. H5F
TGF-B1 155 %5 SB-431542 R4l 77134 vT LAysk 2 Fifr e R0 ik 100457 26 A 1Y) B 2 o 22T 9 AT A AR P L A
R AR FE () EC 13 45 K, TSP-4 /5 TGF-A1 _Eiliim e A . RS g s, ©
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JE RIS A2 R IY) TSP-4 [ L1 A0 TSP-4 X} EC I M:AE FH vl 886 Bh T TGF- Bl 4 K .

Liu [2]55@ 5 78 7 51 fides A5 55 JE R 4L 2R B, TSP-4. IncRNATHBS4003 FIA/KF 81 & T3k
BRI ZHZAbR A, Gleason W73 > 7 &% IncRNATHBS4003 ik /K P H o« AMRIG LR IERMR PC-3 41
Jfl % TSP-4 B¢ IncRNATHBS4003 /5, F#(K T PCa 4HMUHIARSMNT R AR 2268 77, [FIRH RS T p38 FIKE i
& B EABMMP)EIE KT 9. XEg: FBHEIR IncRNATHBS4003 Al TSP-4 251 PCa (IR EHLE . K
I, YTER IncRNATHBS4003 B8 TSP-4 1] 54 PCa 40 (AT R AR 28, it 22 7 2L S i AL 25 1 iy
{55 @E AT MMPO (117K ¥ TSP-4 5&F 10 51 Bides 1 BFF A BRAE R4 35K, B B3R 3k it Fu4ioE «
VEZ T 5 191 11 2] e AN 55 4 SR EAT 22 S 3 I 60k cDNA JERLS A 9T, #R 1 TSP-4 7 R IALE i 71 iR
FERIRA R T IE R, TR I 5 RIE 5 9 57 4L 4 6 TR 5 5K 7 A7 5535 72 57 [29]. TSP-4 IR
%5 Gleason VF4r FRHEEEM K p M SE . 454 COX [V M s : RIS EH 2 TSP-4 &KL 5
T SE BE A R R R A, i8I TCGA $¥E FEIRIES 2 T MR 4518 . M TCGA T
FIRRSE level3 (1) RNA-seq 204, o 499 AL 52 NMEss 4. AR, M TCGA FHRT5 A
FILAR R, Hodb 503 M ZHZUR 50 M 552041, #id wilcox test ‘7 p-value < 0.05, U B hE A IE 5
FESLIE] TSP-4 £ 8%, I HAEIEREM T TSP-4 &Rk, Bfi)5, /] survival R @X} TSP-4 44745
Mr, A M2 KM 08T, RA log-rank 773%. Lhp < 0.05 fENIG T RIME, FIr TSP-4 s RIA &5
X NAAE P2 A 50 o ARYE TSP-4 HHALAE, FHR A2 N KA, p=0.058, B EIKHZERAEE.
X TSP-4 HEATEIE S BARIAR S E 34, LA P < 0.05 1E IR S ERIME, kT TSP-4 (IR IA S 2 & 15 A
AHRME, p<0.05, Ui TSP-4 MFRIE SIS IHEA — @M. &5, X TSP-4 fH AL KF
A7 8T, B P A IE R S R RE AR B TSP-4 (1 FHL RS, HIWT TSP-4 (1 F AL K2 75 5 iR A
Ko Lhp<0.05 ENIGARME, FIWr TSP-4 {1 H FAL K T2 A5 MRS, P<0.05, U8 TSP-4 {H 3
K5 IR AE o . R, TSP-4 % ai 4 s m it e vh k¥ AR A, AR OREE R bR S RI R RO 5 T
BB RN R MR S A v AR B SCE YERFIE, TSP-4 7ERCE 40 R IE 215 3] THESE[6].
TEXGRA, TSP-4 £ RCH WM A ILAE 1 1K Jo) Bl 1) 1) 7 2 (0 R i 2L 230, T AE S IS 2% o E [ — T3
WL, TEXSHE AR ES A S TSP-4 mRNA, ZHEF 55 RB ARG L, 1EMAM R T 1R
JRETHEAT M B AS I 3 T TSP-4 mRNA. 7EE T IR ZM UL ZE 82 40 A I B TSP-4 75 R 1 I )7 1)
FERHEIX, —FhREBRIGTOAEE, TR MRS T, SME 52 FECT AR 4ERE, BIRER, HIAEHE.

5.2. 'ZhhiE

HEE BRI E B 2 K AET A LB . e Wilms B RR E 5. /EE 98 T R BRI
Fikilk, 5 wilms 98 SIS IR LU R B B AR ) B R Rk 5 wilms SR AHIT[30]. TER#
o bR R R AL FE IGF-2 TSP-4. [A]I-4H i [FJYRAE RS MEOX1. SHetA2 244 A KUY, X2 Fm
2 1 A e B AR G o s 1, HEhWA RIFION 32 1 . SHetA2 o738 TSP-4 173k, EH
H G1 P9 Bz 4 M IR R NG5, EAS S| ESRE T . SHetA2 3 iet oo 25 b8 200 Ao IfiL 65 A= RS ER- (1 43 BEL b7
M AR, 1K FRAR AL P R4 - [31].

6. MEHRGME
weE

van Doorn [32]557E 4= 35k R 41 36 [l 9 2317 J5 k1 B Bk T 448 i itk £ 9% (cutaneous T-cell lymphoma, CTCL)
TR BT RS AR, X 28 19 CTCL i S KrbR A 70 B ) DNA 347 7 it 7L, B iE 1R 281 CTCL
SRR B BB A1 CD30 BAPEK T 40 Btk B8 FI4E PR SL R (CD30 FHE K T 4otk ). X4
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JEH 4L DNA WEEALTRIE, NI T CpG Byl 51 i 22 7 AL S8R, AZBOR AT [ I A 8640 4>
CpG 551 HAIRZS o WHRFR R 7 91 204 F T B A RS I )\ A 326 5E f e 44 o) 32k X1 ) g FH 64k - CTCL
BAERCEYE T S R Z KR T Pk, 5 DNA 2R, 48 AR 45 S i KL
At ik PR 3 A 5% 12 U R B CTCL W fesd & I 26 AR R4 FIAR B, B2 JEk T 4tk E2 78 (cutaneous T-cell
lymphoma, CTCL) TSP-4 {E ¥ fE K IR0 RE A, 52% I 1 v BE PR REAL, LA SRl B A UE S R I

7. BE

TSP-4 [ I 25 SRS P AT BEMRRE 1 E A J LRIREAE K] v 20K - TSP-4 FEfhE 412 1R B N 5 e
RERERA . EARERKE, £ RET, TSP-4 O Nk EIREEET 1%. 5 TSP-1 —
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