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Role of chemokine receptor CXCR3 in immune diseases
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[Abstract] The roles of chemokine and chemokine receptor family in immune diseases are drawing increasing attention, as

they are very important in maintaining cell survival, inducing gene expression, directly guiding cell migration and regulating

immunity. The paper reviews the expression and possible roles of chemokine receptor CXCR3 and its ligands in immune

diseases, as well as the latest therapies targeting them.
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Fik KA IFTEBRR N R E R R T REEEEM.

2.1 R EFEME  Nakatani ZE0 DL B B2 4 B iF
FEXT S, kB E AN R I CCR4T CD4™ T ik B4 40 ifg 1L 3] 3%
e, KA Th 40 f EE A% , T A2 18 PR B2 8 P, CCRA™ CD4™ T 4
MOBCE A CXCR3TCD4 ™ T 40 B %5 & 6 A — 35, FL18 1 fz
P AT RR B R IFN-y B Rk R in &, Bk Ry,
CCR4 W] B AR AH Th2 4 Ml M\ M3 1] B Bk 41 2T #% L 1T CXCR3
A RE AR Thl 40 MM 1l V8 i 52 Bk A VRS . Wenzel 07 &
PUAE 2 LR BB B S B Ak, T B P 2R TS Y, TR B SA B
Bifi 7 IP-10 f9 Tk Al CXCRS ™ Ik 2 40 At i SR 4 RN by, T
BFIRBRRMAESHER T IP-10 U ERE, W5 X 1P
10/CXCR3 WMCAR Z iR 45 5 E IZEEE T KB TE Y A 5 L
P T 4nMe it A 2, S 8T WL R B & 4, 7E Magro
SRR 5 v, B LA AR R B AR b 32 S | ik CXCR3Y
CD4 " Y B0 — A% 20 i, T 7E 3R 40 M 40 BE AR (SLE) ML 7Y iz 45 o
RAfEHE CXCR3™ T 41H,

2.2 %% £  Henneken 2517 18 28 KB M 5T R B # 48F
I B 4t & W B T CXCR5,CCR6 HYRE AL CXCR3 19 7+
TR o T2 R G R AR G I R TP-10 . Mg £ UK F
TEF 6 B3 il 100 f5 A 50 A%, T MY P R /N E Ik ) BRI
B2 T A 90 % UL E AW CD3 T CD4 ™ T 40k
CXCR3'"7,
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2.3 B % Enghard P U & B RIE B A E R4
HSE 1 63 9 (R T 40 i 33k CXCR3, Hrb 60 % & T 400, i
Hialad e b £ R & #l CXCR3™' 41 ig 5 % 15 CXCL10 fiy
HME ML E A M SLE KA 2T RMWE AL h RS
50% M CD4™ T /& CXCR3™ Y. 1 &0 J& i WAL A 22 % 1t
B 5 E A AT &2 B, B A8 h CXCR3TCDAT T 4iigiv £ 5
PR 17 Bl B YA G,
2.4 WIKRMER Garcia-Lopez ZEU 5T & B, 78 Graves
5 (GD) FIHE A AR IR R (HT) H 2URE A 7 78 1P-10 I
Mig ) mRNA ik, HHRIX S R RIERE S U AHX,
T E TE X R AL R 235 0 e B ORGP ORI 2 U A op B 5k
WHZeik, W0 E &I, =8k L4 M CXCR3 ik B,
FHorb CXCR3™ bk L 400 0 7 b f51) S5t 22 e F [R] 4 &1 JD i obe £ 40
Hirh CXCR3" k4l fu iy L5, 78 GD Fft HT W, T A &
G 38 T I A 1 I L2 200 O R 0% K & 43 W TFN-y S5 42 48 1 41 g
2 TP-10 Al Mig W95 3 & i #2 #t T %5 . Romagnani
IR RT-PCR AR 2438 1 & 30, 55 1F 5 X IR AL AH L
GD B & HAR MR A 40 1P-10 M Mig B9 mRNA ik ¥ g
Wamm It A5 IFN-y i mRNA FKIAWm R IEMHE, MEn
IP-10 F1 Mig 4k i #4 L 35 CXCR3 B T ik B 40 g 45 & v 40
JitL 72 o5 AR TR B IR  BEBE L A SRR R A B s R
TN, 5% M FE DR AR ) A A R A
2.5 HRJEm  Teraki %5z R 20406 ASAS I AR T 9 Bz B
R T 4UEARIC Y, K BUK T 1/3 (9 CD4* AT CD8™ T 4l g
Fik CXCR3, IP-10 Ml Mig 7 5 JH 75 5B 3 19 B B b £ 35 +F
S U AR Bl ) BE B AR T s A R TP A AN i R B
I A0 M R A ] IP-10, 8 BURYT R 1P-10 ik, JFAL
W Mig 55 EBREL )L Mk EmEL, A
Bz 7Lk TOUHR ) B8 SR 4, AT A6 AR 3 X 5 OE R R MR I 3R 35 2 B
PERYE . Flier 250 F RNA JFAV 44 38 77 36 K 0 51 48 18 95 iz
i CXCL10,CXCL11 7E 56 % A B B4 M &5 2% 35, T CX-
CLY FEAE KR h &5, 46 M e d b AR L
PR, 238 X 2 1k R TR 00 400 e 3 B R 1 I 40 L N A I
AL, T CXCR3 FZEFRIELE CD4* F CD8™ T 4t , A i
W L 4R i o LR F 3R B A5 AN i R ) CXCL9 ,CXCL10,
CXCL11 % T m#635 CXCR3 19 CD4 ™ F1 CD8 ™ T 41 Jifd i) Bz
PREAL TR DT BT 9 AE IR WG &

Mee %1 ZE RSN A IFN-y Hll 3% A 00 T2 15 40 Ji )5 A6 0 %
P, CXCR3 AU A CXCLY,CXCL10 #l CXCL11 ik 1 &
T4 . Rottman %507 % B, 7648 8 95 B2 30t o CXCR3 Al i {4
IP-10 . Mig /& & & ik 19 . 7F 52 3] TNF-o, IFN-y B335 . /8
TR AR 3R TP-10 i Mig B9 3k . I B 4 Bz 40 i 0
W IP-10 ik, FZ A CD3" Wk E 404 CXCR3 A He &
BIRIE 7R CXCR3 R HRATTAES 5 T T 400 28 il &
MBI R E R BRI RE. DS 5HEMN T 4 874 %
B g Gk AR T R AR O R R 8 L. TNF-o A
IFN-y f9 7K A8 2 T 89, IR T, CXCR3 B e e 44k 4 7K SF
TR TR L MNTITZS 5 T 22 19 dhk B4 40 4 28 T 3 4 2R 4 A bk 12
AN M M 25 W E £ ) TNF-o A1 IEN-v, M S 80T 4 5 1Y 4
R i R A5 4,

TE Skrzeczynska-Moncznik 2508 (9 5F 57 7, &b J& 1L 5 A9
I AN A EE B 2K 40 M #2355 CXCR3 M1 CXCL10 MY &2 7E 4R T8
Jod RED PR B2 R VL RIE W NP OO BT B 25 5. T Chen
SETOTRIEGY K 3L 7R AR T 5 B BT . CXCR3 mRNA ik 3 5
HF A CXCLI~11 #Y mRNA /K-t B & 7w . BEJR 19 %
FEARAE Il B B CXCR3™ 41 g 54 & AR A0, i A6 4R /8
95 Bz 404 A 8 Bz R L I ) R AG T 21 1R A B CXCR3. DLEL R
F .0 H 74% % CD3" T 400, %0 CD68 ™ A4 M, i JL
T 1 BDCA-2 " 3% 40 Il A ) 5 R 41 i 1 38 ik CXCR3., #2
/~ CXCR3 BR 755 T 400, i 75 5 35 40 i A A9 5 R 4t i
Ja ¥ B TR I SR A L AT 9 30 T 4R i 8 9 B B R A

3 L CXCR3 AEB A BT

TR T 7 & CXCR3 B H: il fA 7 fo 358 4 952 95 Hh
VR AT b 34K DL o 38 5004 85 it > 3 97 X 28 T
BIZEHE 2, McColl %2V E Lewis KRR 33 Mgk 3h 5 S 10 52
M E B B M I B BE 2 (experimental autoimmune en-
cephalomyelitis, EAE) B i & 3, 4 o CXCR3 K& 1P-10
mRNA 75T o #B PR 58 B8 40 T 87, 76 & 301 1R) ok 21 7
g, TP-10 mRNA EWRE WA W 2 4 N % .1 CXCR3 mRNA
EWRZ WA B B RK, EAE £2H CD4" Thl 40l
AT, CXCRS F: 1 2 2 2 ik /e 15 4k T 40 M 26 i , L e
TR PR At 3 B AT X R e T 4. BT LA RS I
B, 90 CXCR3 Hofk v AR F 5 CXCR3 4k A i 5 b 2 BE 410 11
M EAE., Matsumo % ] MBP 3% DA KR LK
K- EAE R E 1 REH 19 RN E 4 % CX-
CR3 By AL (REVE S WL ™= £ 9T CXCRS $iik) , &R 3 W), 7T
VLB B % EAE B OF BRI &4 & % . Wildbaum 5™ H
i TP-10 By BT 100 Ak 2K B, 5 F) H MBP % 8 5 3 2t
EAE ##9, % 31 EAE 4 1% B . % fift . 5] B BRUAIL A 7= A 4t
IP-10 HodA, T A1 BE Th2 400 K+ TL-4 A9 W] & F+- & 1 Thl 48
Bu R F IFN-y B9 35 T R, RS SEE it — 20 R 3 IP-10 RE e
AR T AR L RS T 4008 (Tho) Ml Thl 4041k . i3t
W4 IP-10 BiiA4b BEAE B ZE Thl/ Th2 Y4 , il 14516 Th2 J7
M w AL, T EAE 2 2 {40 M e e 4R A

A, £ PR Ik B (nonpeptidergic) CXCR3 JF 3 4 1 3%
PO i & ok, IR ER B U BoR T — 2 R
FUU M CXCR3 BNy FHEHU A TAK-779 Al @R Fi i 5
/NELBY CXCR3 %56 AT A S008I DBA /1 /N BUBE AL AE 1R
DA 5 1 6 T R B XU RO AR BET) T T487 M@ i 5 CX-
CR3 Y456 R bk &L 40 B 1] 90 38 02 i T8, s Hh i
TEREPEAN R AF i O AR W A L A R AE 28 KU R DG T R
SAE VIR | 2 K MR AR L KRR T 9 45 o 938 46 E PR 0 o
) 2 i bR R0 BEL U s 17 a2 v 4 R, RO ARE R TR T
LR R 11 1 ),

A5 AR L3 T 9 Rk B T % HL 37 A4 Bt 3Rk B ik
HNE B9 AE BT 0 0 R TR L TS IR . WKL R
751 R AR At SHL VBT 300 1 8 e 200 ML 1) B Bk A G il A S 467 A
B4 ] — HCH SORE AT 2 28 Sk H AR 0 B H ok Attt
RE RSB B VE X LR EL T . Nk, AE S RS 3R 4
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