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Abstract Hepatocellular carcinoma (HCC) is one of the leading causes of cancer-related mortality worldwide. As a
typical immunogenic tumor, HCC has a complex immune microenvironment that plays a crucial role in
its initiation and progression. In recent years, the interactive network between immunosuppressive cells
and circulating tumor cells (CTCs) has drawn increasing attention for its role in promoting HCC immune
evasion and metastasis. However, how CTCs escape immune surveillance and clearance by immune cells
remains unclear. This article focuses on the regulatory networks between CTCs and immunosuppressive
cells as well as the key pathways of immune evasion, introduces exosome-mediated regulation and
single-cell multi-omics technologies to dissect mechanisms of cellular interactions, systematically

discusses the clinical translational challenges of targeting pathways such as PD-L1 and CCLS5, and
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proposes future prospects for personalized therapy driven by artificial intelligence.
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BT 4 il 95 (hepatocellular carcinoma, HCC) &
A R AR H UL AR T R R U S T bR, s 2 R
AR OCFE T 48 =R AT o A B B A A s 41 7]
F (immune checkpoint inhibitors, 1CI) EE AL IR T
AR %EmE, HHCC KBS AM, FEZ
IR 25 2yt . m IR R S S e e L . Ok
AEAE SR R B, E 2R MR 40 L (circulating tumor
cells, CTC) fFEN “WATER" br&W, 1%k
i AL O A . CTC n] 3l I A R P RSB T2 32
NGNS (programmed death ligand 1, PD-L1) S
FEAMIAREAE I, 5 R i e i) s H S Bk
WEAE (A EpCAM™ CTC) HAT SR Ay k% A 1,

P E IR b, S 1 20 L, e R A G
FWE 0 Mg (tumor-associated macrophage, TAM) . H&
T 40 &) 48 B (myeloid-derived suppressor cells ,
MDSC) 255 CTC JE pOBL fi) ] 42 9 2%, G 2 410 il 40
Mo WAL K I B (transforming growth factor B,
TGF-B) S5 F 15k CTC B A7 06 FEL i ge, i)
it B CTC (M-CTC) nf i — 2 % Ak G 2 1) il 240
i G g k. U HAE A E B2, CTC g &7
& (A PD-L1* CTCEEIE AN ) 5 ICTIR I Wi i 1 45
AHIEIY, s HEaT AV O T 4 e ¥ 7 i 245 1 AR W b

-

ARLEIR B TE R G WA CTC 5 %o 35 10 i 40 il i)
GARPLUH, 25453 AR BOR SR Cln 4 i 0 A
QRAHAR- 5 ) Al RAESE , S IF &1 CTC 4
P W I IR 53R T R I B I B M, AT R
BAEETR,

1 HCC RE#MHI A5 CTC REkiRR
EISIE M 2%

HCC H 5 0 B0 58 T8 0o 5 6 O A8 A AL 4 i Ak
FE i (extracellular matrix, ECM) 4 & 18 P R 4E
Fy g Gl 2R 2, o A 40 5 CTC e
T B 2 52 L 2% o UK Bl A 92 0 R A RO AL A .
2 2% ] T G A WA AR T AR W B A K
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R g P2 45 2 2 M IRIE T, RS M2 i CTC
G55,

16 HCC (9 & B # v, CTC i 1k it S — 4>
B I R R, ST W], TAM 7E HCC H &
B P M2 BB AR, R AR R R A A W A
% 10 C(interleukin 10, IL-10) . TGF-B KX IfiL 45 M B 4=
1 R 45 R 40 461 T 40 Jf 0y e O 4 1 il A AR B, A
1M 4y JiJed 20 M 4 41k 1A A AR AR 3R B . b Ah, TAM
i 38 3 H AN WK 5 CTC 2 8] T R R ) R 4 5 &,
TAM 43 40 (9 Z0 W5 7R 3 47 miR-92a-2-5p, #[5] HCC 41
JHL P A B 2R Az AR R, A L R s, s
PHLPP/p-Akt/B -catenin 5 5 3 % , 1§ 3% HCC 41 jfd (1)
2280871, fEdk CTCIE B ; TAM if = 2% 3k M A i
fit OXCT1, i i3 3% ¥1 /R ~H3K4me3-Argl G _E 8 K5 &
12 i 1 (arginase 1, ARG1), #l CD8* T 41 }g Th
g, ECTC e #k ™0, X — L ol g (15
CTCTEE I R ge bl HA AL 3, 1T HCC
BE M kRS . XA BAE AU T

iR B e, i AT BE - BN 1CT 25T 125 B R R R
R 245 U

fE HCC 1Y & J@ it # v, CTC 598 95 M T 41 iy
(regulatory T cells, Treg) ZIEER T —1sh W
%o CTCAUE MR 7 e ny H 2 s, bl of 43 W
Ak R 4N CCLS S 5% M S 8 A B% 2 i Treg [1]
BRI R . X — i B o p38-MAX {55 55l K 4K
B, A B HE RS AL Y Treg I 52 B3 1 4 73 0 TGF-B,
it — 2 b CTC & H MR T M T 2 K1
(programmed death-1, PD-1), M T 47 il R4 A T 248 g
I RES . BFZE WoR, fE HCC g, #E Rk
() Treg % 3 . 3% = TR & b, HL CCR8* Treg B /i
P T Wb g 9 Treg 19 KB 4 LB (29 55%) 03X 4
CCR8" Treg i 11 % 75 CTLA-4 Fl PD-1 %5 40 28 k6 A% 45
Gy T E AP E] CD8* T 40 M i 16 4, DA T ik sk =
TP WA o AN, BE X — R R B, 0
i 45 U 57 1PGOS21m, AT LA & 3% F o H: FOXP3 %
ik, JFWAE CD8* T i i X i R A i i R A RE
X R HCC By S TR o7 4 A 18 i L 1o
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PLAEK, 5T & B CTC A1 MDSC 7E HCC i & o
Pridi g A O IR REU IR SE CTC (3% AP A 1
MDSC B 3.9 1%, 3L 7 R 3K 81.5% . $E/R M
B Z A AR V)R A e B R BESE AR B
CTC Al DL 3@ b 43 Wb ke 40 M 4R 9% 0 3 W+
(granulocyte colony stimulating factors, G-CSF) Fl &
I 201 Bf 4 7% 909 7 (macrophage colony-stimulating
factor, M-CSF) 24" 1 MDSC, ifi i £& MDSC X fig
RT3 WA 3R 6 I TGF-B, WG 15 5 4% 5 Mo i ok
VO DR T 3 g, AT b R R o 4 R A 1 9 AT
JHEH (vimentin) BYFRIE, X —dBEH T EMT
KA, JE— DR T CTC W E R BE T, 14,
MDSC A 3 5z A3 A P2 i3 A 400 o e ioeg fe e . JC
Jee il I R AR ARG M| 2, 3= XU S B, 3
FERUPR S5 b BRSO A (B 2R, DT 30T 40 g 2k
TGV A, MDSC iR BTG PR %8 (reactive oxygen
species, ROS) FIWEPER, #F — P WK T 4 52 1K
G, A T 40 S RE SZ B

i g8 AH OC BR £F 4E 4 2 (cancer-associated
fibroblasts, CAF) il H 1 ECM, iy CTC #y/E 77 42
(T W) BEGE R . CAF J3 i 1 2 19 4L 1 il 3 07 4%
A & -FAK {5 53 B, M e 2 CTC i 12 22 i
b2 L P 111 R OF.N O 7 S 1T B 0 % A1 B 1 A S KSR
I o-MET i 5 , 5 5 MDSC 1997 3 . 3 2 HL il 3& [m]
T — AR TR RSN, 115 CTC fE48
SEA R 8 5 G 2 M O EAT B AR 10

PR 40 M (neutrophils ) FE4Y 5 CTC % #% i
T VP Py A OC B A (5, e T e R v R
HE AR B BE - (neutrophil extracellular traps, NET) K%
HALHE CTC, MMM BRSO, X4ty
AR T CTC H 2 o 2 R e Wiy, i il i
CD155-TIGIT H.AF FHLWr [ 28 4415 (natural killer cells
NK) AR B 300E il HE o D 380 T Bk 54900, Il
PRACHE W7, o R Kz 20 B —CTC A BF 15 BH 1 58 1y 3k
32.7% , #E—LUEW] T EAE HCC B Ji v i) 24
P HAh, AT HFFEE L 1R HCC R B v,
NET i it | CD73 ik 2 i Treg 21, 14 HCC
PEAE T AN Y S R R AR

2 CTCRaiki® X §iE %

fEHCC & B fp, CTC WA AE WAl 2
RS RN A e ko ) T B AL . CTC 3 i Fy 1 2 4k

JEE k3% 45, A S BE IR GO B T S BLAE A S5
Bl UTAFREE AR e | 2 18] SR 4L R A i AR
o R R R A R W], CTC AT i i 3 254
DR R SN /B R X v FE N AW SR )
Lo ARG F2 gk (K1),
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Figure 1 Interaction mechanisms of CTC immune escape

CTLA4

21 REHEESNIHEREE

PD-L1/PD-1 i % 8 A 24 /& HCC Y CTC 52 3L 4
P2E 36 30 B A% O WL . CTC 3 0 25 #2358 PD-L1, il if
5T U MR AR PD-1 455, filk — RS HIE S,
M B T AL g . 4, PD-1 A IE &
i 3 44 55 SHP-2 Wi % i >k 2 i R 1k TCR {54555 AL
F5 F CD28, DA BELWT T 48 A (9 3% f61 ., it 4h,
PD-1 155 5 38 23 3 41 TL-2 1 TEN-y 25 5 5 2500 X 1~ 1Y
SR, R 2D W 5 A N SR

EEXF HCC [ CTC R 54 11 396 3% AL 1 AFF 5% S
B S TR 858 Hh 19 Kupffer 40 i B8 9% 4 W6 1L-10, 3 Fh
40 R F AT S CTC 11 PD-L1 33K 3~5 £, i
R o IC ki g . RIEE, 764 D5 EMT B 5
e, CTC " i ZEBI ¥ 5% [N 5 F $30% PD-L1 3%
ik, JF N MHC-T, M SE 8t ¢ XUEE A 2 ik
w7 AN, BRI R WY, CTC B AN b A b
A PD-LL, %4> FHEMS S CD8* T 4l ffd % Ifi (1) PD-1
G54, T BEL T T 40 AR 3 Ak 9T 7 (19 CD28-B7 3 il 3
55 X—HLH ST MBS REID &I, M4 2E T
HCC 1) & Je Fnf 51,

O ffL BE PE T Wk I 48 M BT R 4 (eytotoxic T
lymphocyte-associated antigen 4, CTLA-4) 1§}y 55 —Fh
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B R A S A T, AE CTC 1 fe e b 3 vh &
ERODAE . B 5E, CTLA-4 BEt8 35 4 k45 4 b 5
5346 41 L i CD8O/CD86 , M iy BH Iy 2k 5 5, 3xX
— R AR T RO T 40 M Y TS AR, CTLA-4 if 38
i BT A0 R AL S EIAE S, T cD28 &
AW R AL, DT 300 16 T 20 M A S AL R B L X —
m%@ T 4 B X DA AT RGE AT Bl €TC, DT i
HET MR kR0 HK, CTLA-4 {5 5 3l % 3K
Bl Treg 47 W S FE TN K-, W0 TGF-B F11L-10, X
Y8 K F-£E CTC J& BB BT — A~ e 988 30 ) 1 34 B
AT — 25 30 i) NK 40 A 1) 2 4 4 FH Y. 78 HCC 7
Bl B, CTC AU B Bhkik T 1 R iil, i
FNHEF LN Treg HEATER RGE . X — T FEW
K F] CTC BBk AL 7 40 CCL22 1 CCL28 , X 4B [
TR i CTLA-4* Treg £ MLV T 145 8515 I PR UE 45
fn, HCC & A E I CTLA-4* Treg H 5] 5 CTC
B R IEAM X (=072, P<0.001), Ff Hix— 4l
W5 PD-1IRIT I 254 %, Xin T HAEI KRR T
i A
22 CTCET#ER
=)k 1% NK 28 e M 41
2.2.1 CDI155-TIGIT #h 4~ 569 NK 28 e 5h se 47 %) 7E
HCC ) % &g B v, CDISS-TIGIT Rl 9 IA hy & — 4
B g R L] . BIFST K B, R A R i
[ 9E CD155 F 3k ok M il NK 40 e () Dy RE o e FE RS AL
Y CTC, CD155 BH P L ] 7] 35 829%™, 4 CD155
5 NK 40 g 3 1 B9 TIGIT 52 (R 45 & i, 4338 o B iR
AL 22 SHP 1 B R B, 17T BELIET Vav1 A~ 5 44 i Uk
W, X AR EOEURL G B R e > 2 7591,
— ML AE WG R AR A A5 80 7 5 48 i 00 7 2 R 1
BSE, A P E HCC iy S e ks 32 L T L A
AN, 76 PR 35 A OC HCC &, @ KF
) CD155 5 NK 4t Jifl Ty fie B i 2% VI AH ¢ o Zhang 261
i i BH W TIGIT 15 7 38 B% , 7T LLPR &2 NK 4f ff %
HCC 41 JL i A 5 e 1, DT B2 v 470 I Jgg 28 S o
IXHR N T A IR Y S R Y M
2.2.2 &AM MICA/B(sMICA) A~ ) CTC % J& i
i sMICA fE b —Fh 8 2L G e 45 IR, nl LUl
i 5w A PR 45 A NK 41 i 3% 1 9 NKG2D 32 1k, fil % 1%
AR N AR i, AT ) NK 20 B TR . X —
ML 75 sSMICA * 5 2 59 NKG2D N 1L K & 2 1

BHESRERE RHEH
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it A5 ek R 200 e i 0% 2 Bk NK 41 00 S s oy, Rt
TR RS R Lin FVRF R & BL, CTC
3k A LN 3RS RGSIS KPR, MM #5 B CTC 1%
Bl HLA-E 5 NK 40 i % 1 CD94-NKG2A 2 [a] f) B4,
fi CTC PRy Jt T 5 40 L, DT 326 3k NK 241 i 7 £ 5
WER . eAh, Ah IR R miR-17-5p 8% & B 1 %
744 NK 40 g ULBP1 %% sk R ik, X ik — 2D HI 55 T
NK 2t il x5 HCC. 200 i i) e 328 W 90 18 7, DT T B XX
&b Y
2.2.3 CTC#wyhE -2 FREME 7 HCC BE
H, CTC 7 A7 78 B0 2 A 3608 00 1 i b
Ao DFFERET, bMkL g i E i 1R CTC #% R ik
() i % R A B A BL, fil & NET (9 JE Bl . X 8t
NET AUE R T EU% 2460, R P Bk 1 CTC %
T 9B A, DA R G NK 40 i X CTC Y R 5 RE
FPH0 peA, A ESEES 1, NET PO E A

H3 B 1% 1 4% FH T NK 41 ML 55 CTC Z M A AH BLAE T,
{845 NK 40 T8 2% A R0 I 1 bRk e e M i
AN,k — L T AR I A5 e NK 20 A 3 2 )
RE ., DRI T HCC & 35 1Y % s ok 3% 9 21, Yang
W — A BF 5T W, NET £ 22 B CTC #% 2 1
CD155 454 H Mk 40 S TIGIT,  1E— A5 30 i NK 48 fif
Wik, B BT R G B
2.3 BUEFNEHRG-2ZIES CTC RZE kiR

7E HCC dE sk #tvb, CTC 3l i 2 57 44 1k — A% it
ity 20 R AR WAL . WFSEISR BT, HCC i CXCL12/
CXCR4 i 22 42 o R 00 0 PE A0 A, G TAM, i 42
R B A K R RS . CXCR4 {5 5 AU T
HCC CTC M IF N 5655, A1 S TAM ik CCL22, X
HE— 25 R T G e I A BE R T B g3
B, YAP/TEADA4 {5553 #% 75 4 45 C-C a1k K 44
2 (CCL2) Rk K HEREZAEM, M55 TAM
] 2 MR e AU FE AL o X R AL 1k 3 Bk T e W Ak 32
&, FEAE R AR i 48 AR B PR W0 PDGFA/B 1) 55 3235
AT 37 A — (i O i R G 92 k3R 1) A
5e o CTCASAY ] DALl o My % 7% B b 4 1, A6k
1 3 4 W A A R F- CCLS e 52 M e P R 58, i
R B S EEREGRE . PRV, CTCREHE G
p38-MAX {5 Zi %, [P CCLS pykik, X —ib
4 9R T Treg Al MDSC (09 48 5%, B W % # i
%;[#144—@

FE HCC SRS rp, AR5 55 4 R A O 2 41 i



M

U7 AR, AT B R I e R R AL S B T U R R 1527

G e I W B ZALH 2 — o P98 WoR, TAM il i
R W A R AR 7 A Kt ROS FLFLIR , DA 4100 )
CD8* T 4 Ji () D) B o 33k A4 3 0 M 18 24 AS 1S5
T TAM AR 2, 8 S 80T CD8* T 41 i 12 11 &
FUR AU AN, RO AN i cCL2-C-C itk A
T2k 2 (CCR2) %A TAM 434k, ifif CCRS {5 5 N
ELEE ORI B0 M, (R SR AR i i B, X —
AT R R, s, L SRR R
MDSC 38 i} 15 7€ 35 ARG1 K FE 3 13 PR 855 v B 4 2 2
M A 1 T 20 A9 mTOR 38 B 36 1, X —id 72 550
T et . HAKT 5, Treg: i 43 W TGF-B
fE#E T CTC " Smad2/3 17 5 il B 10 400G, X — 1 72
HE— P HE9R T PD-L1 (3K, MTHIH] 1 %00 T 46
LB S BERT, A, CCLS /R — Rt +, Al
DLW 5| B 22 1) B 928 30 i) 200 B 4N Treg 3 A Ji J88 1% 345
B, X it kS UE T TGF-B M PD-L1 fl ik, B
B R Ak ) 1E R R
2.4 CDA47-SIRPa 5B7-H4“B &R HIREhE
CD47-SIRP o i % # I\ Ay J& HCC Hh H 22 11 fo 928
R ML Z — . CTC ] i = % 8 CD47 5 B g 4
LT 1 SIRPa &5 75, BRI EIER , X —#L
il {4 5 CTC A8 % 7£ 1M1 7 76 P 306 s 00 28 W0, A
mifE i R pe 110 G RAEA /- Hr &K 8L, CTC 3R if
CD47 F ik KV 55 B ik Ae IE M ¢ o O 16 38 &
GBS IR UE S, 2 AR U 85 U0 1 i HCC 4 g
230 1% TLR4-TPPP3-p53-Bax 15 581, A #F HAF 1% I
Pl Bl G K A 550 1 (BL46 CD47) L, B e
e o BLad R A CTC 7696 5 b 30k Bk 0 41 i
B, AHSCHLEN B /s BB R 56 UF 7R, 4 3R 3K TLR4/
TPPP3 1) HCC 4 ji fili % 7% 22 b 35 3% Jn©". B CD47
Sb, B7-H4 A5 T 40 % #0 # , CTC 3 1 B7-H4
(B7 [G) 9 4) a] 45 & T 240 M 400 o) v 32 44, BB
CD8* T #1 Jf 1% kP2 i iR A2 & F 1] (1) CTC A6 I 42
ARE7~, HCCHEH CTC m ik Z Fh g 1l 4 7,
H B7-H4*CTC H A7 5 1l PR 3 S AH 5G] CTC 7]
TE 18 1 F R4 1 6 92 00 T e 3 A1 T 240 L 3, 2 3906 A
WS o

3 @ CTCiaTr RS InREEL
3.1 HEEEEERHIETT R

CTC ARy — P 2 B LE AR 59, £ HCC 1Y
L3992 W 0 s 00 v S s R R B (. CTC AN AT LA

S W g B far L i SRR R L B R K TS B )
FHOE . HCC CTC (1§ 7] 36 97 5 i & DB — Bo 22 A
A 0 ) 2258 I IR T B, L IR A A R
FEF 22 M CTC AT 19 S e ik i fOA 8 . CTC AUt 5
PD-L1 ik K Z [ A7 7 35 R BE, X THRT
CTCAR A AT ARG YT A B2 . E AT 2 W
CTC ARk, v LI R G R $R I 5 iy fe st AT AR 37
PR, B FEAFFE . PD-U/PD-L1 ALk
Xu 2B T CTC H PD-L1 5 35 X6 TS 9 000 40 11
N 32 BIAS T UIRE T8 A, 3161 (96.8%) K th
CTC, 25 (78.1%) & PD-L1+CTC. X FH % 5
AP A R IRYY, #RER, PD-L1+CTC4]
DCR & % & FMEL (60% vs. 0%, P=0.008) . PD-
LI+CTC 4 1 A7 F (78.5% vs. 64.3%), W] PD-
L1+CTC 7] BE4E & PD-1/PD-L1 31 i 5734 J7 1Y T
B, S W CTC 224k AT PPAG J7 % . CCRS 2 [
B k. CCR8 % Bt 7] IPGOS21m i 5 33 #% TI-Tregs
() B 5 10 A1) 26 AU, H 98 TIME JF 3 58 Bt b e G0 0%
AT A0 46 E R o % F 9€ O CCRS #EE [ 34 I 7E
HCC K oA 987 6E i) I PR I FH 4 41t 7 B8 LRl
TEW ARG K, EpCAM* CTC I EVs 1] /E y HCC 12
bR N IS AR AR . BB EpCAM B A YT SIS (hniE
Tie A4 — 25 (B 16 9 . CAR-T 40 Jid A1 98 ok JW0kE ) 72 I
PRH AL R h B R 2 T AR TIGITY
CD155 BUER S PR . TIGIT F1 PD-1 % 4k 36 3k T 46
vy CD8* T 4fl ffl . A4t AT [7] B BH W7 TIGIT/CD155 Al
PD-1/PD-L1 i %, ik G Bo— 38 n) 35 7 5 9 AR PR it
2§ (U470 PD-1 )5 TIGIT+Treg 34 A1) , 3 4 By [+] BHL Ir
CD155 5 TIGIT M H A4 il 52 R BAE , Pk 26 B NK
FT 20 LA, 3 T ek R e e B, U L AT RE X
CTC ¥ B A e 1100, i, & X TIGIT 1 PD-1
S HE BH W1 BX 4 domvanalimab £ zimberelimab 7E T PD-1
I7 T ME A PR I A0 B g v B T I R R . X — 4L A
7 15 15 TR 38 1 [R) A B 1) 22 A Ho R K A R 1Y R BT
o8 G e B, DI B IR SR — 8 YA T T T I Y
fif 2 7] f, JF 48 Hhosh & W 0 A 3R B 98 DNA
(ctDNA) Af BEAE R 25 80 AR WA i 7 TR
B Xt TIGIT/CD155 3 i 1Y 1 ¥ 7] fig by 13 5% CTC A =
(1) B 8 1k 3t 4 4 T — B8 0T IR T R I
3.2 HMbET R B

AP IR AE Ry CTC 9 b i 1) DG BEA T, A
A SCER HEERET MR T I CTC” MiFR
A HEASEREAR (BN S ) 7E HCC
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CTC W5 e B d 20 Ty o AN IR A Sy i 9gg R
BEf CHEAEE, AW EAR ., BRELEY T,
A REE A I 1 CTC (Y f 928 k3% AR F 7% B8 o I DR Tl
WFIE B, A1 I M BT 2o A% 3 G % B 4y 7 (dn
PD-L1) 40 il T 40 M 3% ¥, 45 Bh CTC 20k ikt 4o o W
PRS- 3 3 A I SRy A I A 1T 48R T LI
AR5 A U Ak - B RO A AR (4L R
PR 6 A K BE S ) SEER T CTC /1 & 8l 4R (595% )
R, R e 25 A IR 4y B, WA i
CTC—Ah W5 1A T A 28 5 JE RS, A 2 A mg
ctDNA 5 P I AT A A8 I AT $2 T+ HCC 332 Wi fn &
KB AT 2 HERTE . BIA0, ctDNA 2878 1% 45 & A1 i
& miRNA R 1E 0] W00 AR 5 i %, T —dr ik
Y (I & ) PO B R R, T DNA
HESL ) Z A il B AR (a0 TEAS) 38 5o 384 5 I I e e
PE W ZE R T CTCH R SR GEM N 2015%), %
- AT E 2 v AN IR AR 2 R G, S R ()
o 3% G IH T 25 ) & CTCY,
3.3 it iHEL & BEET

VEAEBFGY &0, HCC CTC 7E Il 4 B o 72
Wt Sh B FES kiR, B
UG S BT B, CTC FE P RR K . 1188 Bk & A
[ei) ol A5 007 2 B A R Y A R S R, HR SRR R
P R N o L 4 R B R g A R o e a0k R 3
B, Hoh AL CCLS #5852 h A B, HL
# E, CTC i i #4116 p38-MAX {5 5 4h % 5t b 4
CCL5 F ik, T3 55 Treg JE A e 722 410 i 1 24 8%
PR EM . X — K MR T CCL5/Treg %l 75
CTC o 1k % v i A0 H T, O 8 )+ L 425 1087
J5 1wl

CCL5/CCRS %l BH It - i ] CCLS o Fl Bt 44 5k
CCR5 #5915 (Ul maraviroc ) 1 A % BH. Ky Treg BAE,
I R 15 328 560 UE S I ORI 8 3 44 5 CTC 1Y) e 82 3 B
IR FE  p38-MAX F5 #0 /N34 il 55
(4 SB203580) #I 7] ] 4% CCLS By L= i 15 5 18 %
BB FEAIK CTC 1 fo 9 2k 3l B8 1110 BK & S i i
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