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Abstract

Vascular aging is a critical pathological basis for the onset and progression of age-related cardio-
vascular diseases, with its core driving mechanisms involving chronic low-grade inflammation and
immune homeostasis imbalance. CXCL9, a CXC subfamily chemokine regulated by interferon-gamma
(IFN-y), has recently been identified as a key molecular node linking inflammatory initiation and
directed immune infiltration. This article systematically reviews the biological characteristics of
CXCL9 and its regulatory role and clinical significance in vascular aging. By binding to its specific
receptor CXCR3, CXCL9 activates downstream signaling pathways, such as PI3K-Akt, MAPK, and NF-
kB, mediating inflammatory signal amplification and cellular dysfunction. During aging, CXCL9 is
abnormally upregulated in vascular tissues: on one hand, it exacerbates local inflammatory micro-
environment disturbances by amplifying pro-inflammatory signals, suppressing anti-inflammatory
responses, and inducing endothelial dysfunction; on the other hand, it specifically recruits and ac-
tivates pro-inflammatory immune cells, such as Th1 cells and macrophages, forming a positive feed-
back cascade that disrupts M1/M2 and Th1/Th2 immune balance, thereby driving degenerative re-
modeling of vascular structure and function. Clinical studies have shown that CXCL9 expression is
upregulated in various age-related vascular diseases, including atherosclerosis, hypertension, and
vascular cognitive impairment, and its expression levels are significantly correlated with vascular
stiffness, degree of endothelial dysfunction, and poor prognosis, suggesting its potential clinical value
as a diagnostic biomarker and therapeutic target. This article also systematically summarizes the
limitations of current research and provides perspectives on future directions, including in-depth
exploration of molecular mechanisms, clinical translation pathways, and development of targeted
intervention strategies, aiming to provide a theoretical basis for further understanding the immune
regulatory mechanisms of vascular aging and for developing novel preventive and therapeutic ap-
proaches.
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1. 5|

I 3 RNARTE E L R T S G540 S ThRE AR ARV HEATVE . ANWTIEPERAT YR, RS2 EE
5 R A BB I« PIR TULAR I S S S A IR T SR BE ORI B R i M 1 R A
Ve s DHRESARHE M R Iy MU 3V R EERER N, A B ThRe AL sl 7122 7 A2 R fE J1ik
B[1]-[3]. FEABIKSEERE L . i O3 S5O MU PO ARG R R, 2 BETH 245
HEfO M HAF R ARG IOT R[], HIRENURRON R 2%, W RIAERM . B AL. AN 2ok
PRI RERENG S5 2 B BE P[], FerPig PR SORE 5 A RO A AR I JC O s (B AR 25 X 2% 1) R 6 4 )
BI[5]. DAL, $RTIMAE T KIS 740 5 R T TSRS, RO 2 A0 MU 5 AT A T T A o

TEEAIR SR AR ML 38 2 AR DAL, RV BB i B IR RSB T~ (TNF-0)) . 4L 3R -6
(1L-6) 55 JE P 1 Fr Sl i A« G2 L S iR M S e DhRERG A SR A, 4 22 TURI FUAIE SO B B) I 7 SR AT
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PESCR BB R[] IS Y RZ A P DLAN IR 2 5 KR SE A i 5 32 2 AH K R B4 7,
r S VR B G P A B ) I BRI, TR RIS - GEMIE R - RAEOR T PRI, e i R
ATPEEB[1] [3]. M1 B EWRARE L TNF-a. A0S 22-18 (IL-158) 5842 %8 R+l L & 4 45 [ 6], M2 24
ELREAH AR 6 L AN A 3R-10 (IL-10). FEAAE K T-p (TCGF-AEM RN TS H5ALUEE, RN
SRATFTRE AAERAS[7]s R, ThUTh2 4Aup 7 Le @l 2. 0 T 4ni(Treg 40 i) ¥ kb & o

W, E— DAL R 0 e A BE, e N B 4 5 I BE E 98[8] . NF-xB TNF-o/ TGF-B 552 145 IfiL
EREBMIIE - PS50, HIFFBERORRIER N  IERAAE Z[9]. i F1E R+ 20 5
BN 5 G 8 MR P RN T 7, AR A 3 32 v (R TR 2 A O AR B TR, IR AR R 2 FHL
il 5 F2 0 R AR T YN

CXCL9 XFkK y TR FF I AZAMBEN T(MIG), HET CXC W atbN 7, HEEFHEZ IFN-y
W, TTHEVEANN . T 4. MmN AR . %N T SRR 2k CXCR3 458 5 B3 NilfE 5
W, 51 G AIMUERS . JORE N B R R A R A 2 P A B S B FE[8]. CXCLO A Th
RE ELAT A, IR PR P R SR A CXCR3 (1 Thl 40, ZNAEaIE T 4. EWRaninssm &
RESARGI AR, 55 08N & B E[10]-[12], IEEIRKR &SR 7R, CXCL9 fE%E & AHEAME
I % 3 22 M4 20 23 (A3 N Bk BB B2 5 s 3R, FOKCP S B AR A . N B ThRe 07 6 1% Lo FE br 2 R
FIEAHOR[13], HAEARVEREE “BHEh” iAge IR RDTHRE , AT 46| ThRE, $&nFnTaeilid /5 200
5EiiiES 5 i 32 KA RIS T Re 3180, By TR M 5252 1 SRR 1% 7 7 [14]

T CXCL9 fERAE - Jy A I EEAEH L E IS 2 ME VIR, KX EERG MM
CXCL9 MM A ML W 2 AR O RHE S AE - S PN, R4 CXCLY /i3 2R SR
VIR R AR S5IE S 5 L = 2 W B TSI, MR FAE 8 522 DB o R TR BOIR, 43
BT RTHIEFOAS R I R B AR T 1], DA IR 36 52 AH D0 [ R bt AL 5 I R T PR (Rl 22 5%

2. CXCL9 B =451
2.1. P FEREREFE

CXCLO H:fR i T NG tufhk 4921, HAZ ORI CXC i, %45Mi80e 5521k CXCR3 %5
G RBAL A, EiRE T CXCLI itk DIt 515 516 FHE J1[15]. CXCLY MIRIAZ Z MR R IR, K
i DAL F (W1 IFN-p TNF-0) Sl il A AL N0 R Z S SR 3R, A IFN-pOAK-STAT @2 iz H R
KR OME T IE I [16]: IFN-y 552K 45 & Ja s JAK 3, SEmmiieit STATL & A, BEiRLIGHI STATL
NZIFERE et 26 CXCLO BRI A 8 1 X, SRk Hod e RIA[17] [18]. Ubah, #horHu & K7 IL-
10) A o [a) e 7 A A ) 4% CXCLO [RIA, DAEFR SORERRAS, b icd BE J0E S Bk I 45 4H 40k 453 4%
[19].

2.2. & CXCR3 REESHSHLE

CXCR3 fE N CXCLY M tE2 ik, BT G A MECZIA(GPCR)Z R, HEZ A CXCR3A 5
CXCR3B 1ERIEN AT LAY FDhE EAFE B & Z R [10]. H, CXCR3A EEA Stk SH;
CXCR3B 3k T ML Vi W40 B A0 I 9 R i e 3R T (5 1), nT s SA M o #HliEs%, Hee#ist
gh5 M/MRCRIE R T CXCL4, K$51E CXCR3A FH K& IIEE[20]. CXCL9 5 CXCR3 454 )5, n E4ZEL A
LS T PIBK-Akt. MAPK K& NF-xB S54% 05 5 % [21] [22] . BAATI S, PISK-AKt 8 #5142 M 4
MOIREE . T 500, R i 4 i IE AR B ) Rl 22 00 H BE[22]; MAPK #6111 p38 5 ERK1/2 1.
BBE S, AIRHE TNF-a. IL-6 SR8 R KR8 J2E T JBOR R 4 i S B [23] s NF-xB 3 B A 9 98 9 e B
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A% Lo Pl B, O T R 2 R O R A SR RAE , In I I A =) B AR A B A 25 L [15] [17]. &
A= AE S IEBRARE A, JEFEANT T CXCLO X & i AE A o

Table 1. Cellular sources of CXCL9 and cells expressing CXCR3 isoforms
% 1. CXCL9 Hy4aBaskiRS CXCR3 I B4 4Rk

2% BN gl
CXCL9 Kl 4 ME ARG, ME-TEU4AE. B, T4
CXCR3A FHEZ iy Thl ZHff. ZHMIEETE T 400, E MR
CXCR3B FH M4t A1 A N BB T~ 40 A

3. MERZSRKAE - RREIFENF
3.1 FASEThREHHE

I8 3% 2 DAL BE (IR AT VE O TR S SRR . BAARIUN: A A A R 4 02 R Ae A 4
FERESs, HCDRRRIDRED A BME AR . A (P R AL MU S2 4 [1]; M T30 JULAR A HE B o I 5 L e
M [e) B R R AL S B Ak, L HIE L B0 B R R [3] s i BT 4 1 oL BE STUARZ AP HUR T
PEEF e, TR 4R B B RN R S AR D IR A R, RS BETR IS MR R T
Were Je S Se BENERIIR [24] . XA LR B 5 I e A WA T R, SRR 2. —J5
T, B — A AL B (NO) AR Y BRSSP R R AR, 51 BUILE &7 5K DhRERRAS (1] 5 —J5ii, il
NS e R BB A T, B AL, INE TGS AT [3]. BeAh,  IUEE R RE TR 2 R
EHTEARUE S B HNR, X — IG5 TEEAR I I ME 8 A BE ) 5240 K e 2 A R A DA R[]

3.2. REEMFFMEFEL

PENRE SR IR AN 1165 56 R IR OO AR AL, LA 38 A DG IS PR AR 2R, RRIEMESR
BN TNF-av IL-6+ 1L-18 250 R 40 MR T (IRt S L f[1] [5]. TEXEZ bR, I/ BE S 5 4 i (2
5 N R 40055 0P UL M) R 42 B TNF-an IL-6 o35 4B R (1 B (MMPS) 25 6 ME A 2, Bt #atfk
VERRE S VEAE 5 B AE I 5 T Ik 200 A o 10 B YR s I SR 1) S e 4 M ik — 20 0 WM 28 TR 7, AT
TERGFBOR “RAE - 327 MBPOBHEIGIA[3]. 1E 7 — IR R =, S P nT i 7 5 i 40
B3 TR 98 TR (0 3k R, Y 3 ) ) 3 % i O 355 P AR s R AT [3] [4] 0 33X b 35 L ) 48 R M 48 T B
P P9 B BERR T RE e (P 0 L0 B 45 Ak AR S5 3 M 4 M R R T, B B I R S M 5 4R
HT R A AT IR AT PE E 1] [3].

3.3. REARAENEREDEEIER

[ IO 4 A L 3 2 e e VR e R A A% o R4 [25] . e ML B S R4 i v i BRI TNF-as
IL-18 %6472 2 AU R 7 LA 3 I 20 B 453473 5 [RDBSS 0 b MIMIP's [ fige 200 Jf A7 3528 53, skt I /65 &5 A4 B R [26] 5
M2 7Y I 20 i D) AT S S0 1L-10 TGF-B iR N 17, RIEHAIUEE K RAEMBIER, 4eFF e
WA E[27]. fEEZ ST, BRI MUM2 RSP R A2 280, REFRMML )5S, i3t
T AT LA 458 £ g 1 EE SR AR (28] T Ik EEL A B A A L 3 22 1Y) 2 T 4% o R R DR B 4% 4R
FH: Thl 4B AT 73 IFN-y. TNF-a S8 28 K5, A0S EVRA i, Rl sm R, JBOR 0
JRJNE[29]; Th2 20 A I 433 1AM 25-4 (IL-4) . FIAHI A 5-13 (IL-13)2 S & R, FEPUR & RN
[26]; Treg Zffu vl it 704 IL-10. TGF-B M AN Al frcasipLi, $00 208 T 40 iE1b S5 ThRE, 4ERFHL
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AT 52 e U S Fa 5 [30]. FERIRZE R, ThU/Th2 WWREFET AL 4 07 M mts, [E Treg 4R EE
WL THREUGE, FTRIHUA S RERs, HE— B R s 2 31]. dhAh, WIOIRGEM . rhokr gn i 25 %
it PR R . BSIEN S, S5 I8 T2 Nk it £ [32].

3.4. RIE - REPFESMEREMXKRBAIKEK

RAE - G BE AL I 22 2 R Z 45O MBI S H I RORE F 3L (70 B A4 B EERIE[5] . AE S K
SEREREAL T, 2 FE AL BRI BE IR BTN . MR B, I PE DA L A e L 1 N S 1k R S R,
T O Mg A RS [1]. RIS, JORE - SRR ELE R T A B I &7 5k Thae, (et Tl
2 M S I B S IR T URR,, B A A B R R A, S R R R L L R R R T v, R R
AR AR B A3 [3] [4]. AEIMAEIRIE N KAREAG b, LA 5228 5 A BUIN M HEE AN AL < I o e o e B v
B, IR B T R R At 4R IZIRE[33]. BhAh, RAE - fuf FALIGE LR IE M E X E S
508 PR U I ERORE (B« AL AR ) B4 0 JI 3 S SR 1 R A S R R [34] [35]. WA LR N TE
KIK, A HE— DM IR CXCLY Jr 3 AAE - S FEmT TR RN AR, Db Sp 1 5 A TR 5 p T Tl
BB B SR A

4. CXCLY9 r SEMRES e RIBEENE=E P HERNT
4.1. CXCL9 iR EMEHLAPHFRIETL

Z USR], CXCLY fEREZ M E M rh 2575 mRik, HACT 5 ERE R EHX, #r
HZ 58 ZEEREHERE[14]. WRBTTTH, T8 NS Mk 3k s IRBNAK . S0a0 k5 2 g 4
21 CXCLY RiLH B ET vy, HREESMAEEEERIN . NI D55 DR b W R IE A R, $RoR
ARV ML R R BT AL 7 AR EA[13] [14] [36] AhISEEe, ZF/MR . ApoE/ ZIlkaFEREIL
BRI L D-AFUBE - S R SRR/ RS LA R AR OB (0 i 2 R U i v CXCL9 Rk B3 F
W[37]; FkR CXCLY HEPRa, /BRI FEE AR SR AL (LA AT LG I . A B ThREZE AL ol s A 572 )
YR ZZ MR [14] [38]. dHfEsEIG b, MR N AR, PRI A AN 5 S5, CXCLY e MEAR
KPR E T AAIEORIEL. RIER T (IFN-y. TNF-o) b3 ] E— 0 B35 % S H ik, #&78 CXCL9
ik B e IR I EE TR, A FIEEM KM AT RE S F [14] [36] [39] (% 2).

Table 2. Pathological effects mediated by CXCL9 in vascular aging
2. MER#FEH CXCL N SHIHERN

REL R WML
W B2 D RERSRT Bod e A5 TR, I B2 — AL R A RS
LR A et P LS I LA S o e, (et HI0GE . B 550, A T MU EE SO J 0
I S FE PR SR A I e A RMRAL, TBORSERR %, Ik BEs 5 A

4.2. BEBERERNS 5N ERERHE

CXCL9 EFZ KL K155 « P05 S S B A ML D RE M A B 20 = 26 i i R 5
IR A, HRASHRIBIE EZHE. BOMER(ES: CXCLI 5 CXCR3 456G )&, nli#iE NF-«B.
MAPK (p38. ERK1/2)%548 HAiE 9815 T i@, 1 1 75 3 I/ A4 G (P B2 A o P LA L) 5 72 4 i (15 e
YA, T AR TNF-av IL-6+ 1L-18 S5{2 RAUMIR T, Bk 58 S RE ORI AR S, Ikt i e 400 i 3 2%
BERE R B A5G 451105 [39]-[41] (% 2). #MHIBTAR B RIA IL-10/TGF-B [Hm /K5 CXCL9 HEAKF
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FASK, 1T CXCLO [ /KT I HE % B I o i ST 1, BUMA S e SR LW AS , B 28 Bl I 75
LHERE[42] [43]. PEEE M DIREAR S BT 40 Wh: CXCLO md i B H s A% 77 s MMPs. I IRR 55
MAE DI RERSEN BRI IL: —T7 10 CXCLY E4%2Z 5 MMPs S5 (L ML AL I R A s, 51 AR L
EDIRERRAT, CXCLO ALFR AT I 25 45495 /N BRI 32 3 B3R 0 2 EAH B 9 B AR AR 7 5K S s, 38 WL RE S 175
HRMLE N B EF IR DI REFRAS[14], 55— 7 1H CXCL9 AbF ] 3 B & N B 40 i S b A S AL R AL 32
i RERACHIRRTS, bt i BE AL T K AR AR T [38]. CXCLO il id IR AR IR JOAET-17 . 1%
MMPs ZE{e A G R B0 A B aF sk TR, 7 SARMEREL, S IKEh 1 I = AR 5 R R it
2.

43. BEEEREERRESENSSMEREHE

CXCLO 1E Ntk E 1 CXC WK 01, HoAZ O AE ) 2 ThREAE Tt 545 7 4 52 /& CXCR3 45 &,
SE A1 HA 55315 CXCR3 11 G 12 21 Ha 7] 98 RE AR 153 5 112 I [10]-[12] . FE ML R H, 2 ML K
TS S 8 = R IA W) CXCLO TR RIREERRREE , RE e M54 Thl 4. ZHA#51E T 40 S B W2 A e
ERETRIRIE[10]-[12]. I o5 40 Mg oy S O B s 5, 1 — PRI IFN-y. TNF-a S5 & A1,
ATBOR JR 8 SE S RE, 38 W] IE S 05855 3 L7 400 PR (P B2 A o P JUL A ) % e 3 20 T 11 5 e 482 93 b
CXCL9, JERL “CXCL9 fm#ik - S dh =i - & 2 B8 -CXCL9 #—3 Bii” BRI IR, ,
SR I SR S R A1 [14] [39]-[41]. BEAF, CXCLO 51 % 24 M2 i 7] 5 80 g4 e M1/M2
etk R, FERA ML EWELN & Ee N, B8R 2 1L-18. MMPs 25 A 5 i 5 45 H 2R [26]-[28] 5
[FI, Th1/Th2 MEFET-@ R {2 2 07 M mFe, Treg Rrim/b & IhGEHM, b0 il o 3 S e i 52
A[31]. i IR T G R E AR . TG S R BRI, CXCLO RFLEIKAN ML BE SRE UK S
TR A R, BRI I R .

44. NFBREESM%E

CXCLO it 545 732k CXCR3 (£ E N CXCR3A K HEis T M4 CXCR3B )44,
Bl R 2 4 A5 5 8 I I, 0 T R A I R 2 A DG B R IR ) R GA [10] [20] . HLARTHE
CXCL9/CXCR3 #l il i PISK-Akt i, 2545 M8 P S 40 5 T i DU i s . T ot ds,
Wiy ML 48 MR A5 [22] . B4E MAPK G (FU45 p38 Al ERK1/2), i3k TNF-a. 1L-6 52 & Al T 5 5%
B TBOR R IE Bi[23]s Wl NF-«B 8K, 1E 9ROV A% ORISR A, 33— ERZ M R A
iR R BG4 T IR, R LA SO 48 2L [44] [45] . RS Sl B B2 O i, FERIR42 T i RS 4
M — T EE L MMPs (308 535, (230 240 M &1 8 5T B A f i e B J 98 [ 14] [38]: 3 — 7 T %
BRI SE AR A D) e B S re AR 3R AL, A AL P9 B A0 MR 4 [38] [ BN aei it st men A B 8 — Ak
A BE(eNOS) 135 1t K 2T RBRF T 10 9 R B Itk &7 5K S Bi, 25 143 L5 &7 Tk Th g [14] . A ITIX— &
(5545, CXCLO K MMt ML ) IR B, RGTRFE M 4UMIThRE . RARAS LRI,
B AR AN LA 3 3ERE[14] [38]-[41]

5. CXCL9 M EREH X EHRPRFARIK
5.1. BhEKEHEEWL

SRS REREAL B A 7 IS T S A SR AL LB AT PR O U R, I AR KRB TR W], CXCLO fEH R A4
S R R A AR AE I [1] o AERIE AT ], CXCLO fETARBNIK . S 5) ik 3 3 2 ik i) 3
FEREAL PR b IR 25 R ARIE, BIIEE S EEE AL TR NI BRI . T 4, DAR SRS H )
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LA P 7 2 LR LA o R 1 3R IA /K P 5 B e ) 7% B R (B B R T AR % I A ke R ) B R
IEAHIC[13] [14] [36]. FEAERALH] L, CXCLO it N5 RIE SR iz fE, (Eabptm . Bk
g — i, eI B AR R 51 R A 1 G 0 T R R BRI, O R 48 R N [46]
[47]: 53—77 T, CXCLO @b g 4 S AR TEBEH R 3=, JF IR &8 & A 9 (MMP9) 13
K, IELFAENE AR, TR HEBEH AR B A SR BEARZ O ik R [14] [38] (5 2). IRIRIFFL i TH, 210
RTIEPEWT SCEER, A0 I CXCLO /K AT A A 1P Ak 20 ik o A B A 7 B 7% B2 (10038 7 TR QAR W0 54, oK
Fhim 5 BEA RO TS (o il R) % V1A, RBT CXCL9 W fg B 3l kol LR A S 3H 12
559505 PEAS (38 B 4 0 R [47] [48].

5.2. JILE

e ML 2 AR N WL R PR U o, R AR RS B REE . RIAE - R ERALE VMK,
CXCLO A Lo IR4% A FIHT 3 S0 o i ARAT 78 o, 224 R AP v L P A6 2 % B (A I A B B JUE) v CXCL9
RiEKT BT m, HHRIAREE S N D eI AR 2 IEH 2R, 75 CXCLY & 5 il s i) &k A2 8 8l
TG RERE[49]. AEFIBLE ST, CXCLO EELE AR VEB i M A B Thfe . et i LN 5 1 5E 5
F SR TOAR S 75 S L B 52, 3 SO AR PR 1 s A BEL g S T v s BT 2 e I R A e [14] [38]
UEAh, CXCLY Fi T M RFEEIE SOIE - e 2 AL ATt — U el i i S A S HEER B (s IS P B, RIN
O IEEE AR IS D Refifn[49]. $&7% CXCLO T RE Ay e ML S8 [R) Y6 97 1B s 7+, (HH
Al R T T sk =, Hlm R AL A Rt — PR R

5.3. RftmEREHXER

FRENBKORAEREAL . LR Sh, CXCLY b5 2 Fh il 3 ZAH B B VIAH O . L PR PR B A5 <
CXCLO 7 %% 3 i 157 2H 23 e i i o o J) [l 2 238 v 3R, I A 3Rl JO0E — e 35 8L, MR Ifu fw ot e
SEREME L YA N MR EE R, RPN R T R R kA A, BB T EIZERAN AT RE, HERIEK
P 5IA SN T e A ™ B R R S IR AH O [50]-[52] o KE R ML ARRE (Wb PR w0 B PR A DX s %) «
CXCLO ik A T 12 1 SORE SBE 453477 IV P B e v, sk ifn 38 8 2 bR, (R R ROE R A Sk IR
PRWFFER 7R, SN JE 1 CXCLO /KF-5 2 BUHE R B3 1 8 A [0 L5 A4 (MACE) JAURS: i 35 4H 5%, MACE
BE O, P78 CXCLI AT RE 0 J1 i I A B 1l f5 AF (E SR BK[53] [54]. #RTMT, CXCL9 A& 5 @it i fal
M SR 5 MV ZE2E . SR L IS 1 2O IEUS 4 D B S WL 2 5 0 J1 s s K R AR R R, DAL 0 T)
i NYHA 20 R, BT BHGH0IEE, R PIRE.

5.4. fERCHT SRR SYEENE

CXCL9 7£ 2 P I8 8 E A0 i R I A 2 W 5 TS AR W0 bs S VS AEANE . FE SIS FERE AL,
JiiH, Z WK R, AME ML CXCLY /K- rIAE A vl 2l ik S i A A 7™ B A2 FE RV A2 o 6 AE b 5
Y, KT 5 B EA RO MU TS (0B, R R) B V1A, W] CXCL9 AT fe BN 3 ik 3 A ff
A2 15 TS PPl R8T 2 437 S5 [47] [48] e 7E ey L A0, s PRAF 0 5 3 4 Ji R 1P v I s £ 3
FE (WM EE . B IE) T CXCLY Fik/K-F- 3Tt s, HHFAREE S N D) Rei e S IEAH 9K [49] .
UbAh, CXCLO 7R3 NS I M 2 M A (3. mRsbk. Sshik)h 2 7w mEis, HE
RS MR N, N R IR S O AR AR 2 B IEAHOC, SRR AT S VP4l I 5 R 1
TES FAREN[13] [14] [36]. fEMEJRMEINENRERGH, CXCL9 FiA/K G5 INFNThRelEns ™ B2 2 IEAE
K[50]-[52]0 XF T-HE PRI ML FFACRE, I PRAE 78 SR/ Ah A Il CXCLY 7K1 2 BUHE PR 825 1 £ A RO
LA AT (MACE) KU 2 25 AH K, $27x CXCL9 AI RE5 0 /) 323 AN R T0US A7 AE G HK[53] [54] - £5 BTk,
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%, i

CXCL f£ % F & TEZ AR IR 5 50 ™ R AN TR S VUM ¢, B NS5 s A 0 hr &
WD Y A W PR S A B

6. CXCL9 5 CXCL10/CXCL11 £ CXCR3I P A EER LRI FRE
6.1. TTRMER M

CXCL9. CXCL10. CXCL11 [Flj§ CXC W 1, LN CXCR3 Afe w3244k, Fpi CXCR3
RO FECAR X 25 [55] [56] =& 7E M R Z M RAE - SRR AEE —EIRRIUAR, (HIEET & B FRIA =
FHESEDF DR E, NAAEREZER, XMILR S Z R M IE %2 PR R R4 7 =22
PIN R =R TUR EEARBERZ OG5 g 5B A7 W F: R85 CXCR3 (CXCR3A/CXCR3B)
gh4, WS TUF PISK-Akt. MAPK. NF-xB S5A%.005 5 0 1% [22] [23] [57], A5 e I & A Ak 5 05
1k, FEHEE R R F(TNF-a, 1L-6, IL-18)B6[10] [58] [59], 25 #IEMIA I ELA TS, (6 M8 T Z A
SRPETR (U B KU FE A AL) o 35 2 I e ey R0, L R BN i AR AT R B R o X PP TU AR R R R A B
X JE RN AREENLR, RIS — B ARG R, HAWEC AR vl @ ML A% T30 TR AN L Th e, dERER
fE - SRR ESE . =B ZER EEEPERE . GRRIAN E & DhieRs e b H—, Rk
P AEAEZE 7, CXCLY MERIE FEE5Z IFN-y 142, £ OOt IFN-p/JAK-STAT @2, 1 CXCL10. CXCL11
B2 IFN-y 35 4h, B TTHE TNF-o S HAWRER 775 S, i@ 2 2 FErE60] [61]; H =, 4HiuskIH
EEARZE S, CXCLY W] M N 4. ~Fisgnie. EvEdii. T 40t /r, M CXCL10.
CXCL1L 7E G AN rf () 43 o L T v [11] [62], I BE[E G SRR (N B« -7 LA AR B4 2l B AR X 4 55
[63]; FL=, THREHEHIEATH, BUAWEFEHER CXCLO & R MEFEE “Aoh” iAge MR TTiR A, 15 M3 1F |
PR DhReR O AR OGP E iR 2%, EAEBEER G Bt iid (1 MMPO. FERRLF4ENR) K45 Gt EHI[14], 1M
CXCL10. CXCL11 S e Sl A M B RS vHEAA 55 5 i Ak, 0 VB 0 A 3R LI 2 4 FH A 55 [63] [64]-

6.2. AR

ET ERIIREEZRRHE, &EMAMATH, FRHECT 2 MrRE®, NSt a it gty
o AR 1. fEIMLE N B2 3R, CXCLO X N K Dy Re Rl (1) 4 B A T &AM, @ik CXCL9
FHJE, CXCL10/CXCL11 JiEARELILNT eNOS Gt P R M I &7 5K Th e S 28 ki A S AL IR Ak 1 B2 49
R ZAK AT IEIS D-F AN T2/ N R, 3k CXCLY @ik, CXCL10 wifk. CXCL11 i
Bk B = 2 MU R AL, I 5 2H /0N BRI N B B 5K T BB eNOS v M S 2R AR AR AH G Fa A, X b 4T 5
— AR B S W D BRI L, BRUE CXCLY 7E M N K2 i Re MV o B 2. FESDIKIS FEAT AL,
BEY G itk #EF, CXCLO mI4F Rt El MMPY [ERA &, i CXCL10/CXCL11 Joub i3 s,
B CXCLO ZBEHLF- 4Ll [ fif . SRAERZ Ok e (1) G IR R 1,  HIhRETLIE# CXCL10/CXCL11 &K,
Z AR AT I ApoE [ EN K FEREAL AR AL NER, 2345 T CXCL9. CXCL10. CXCL11 EAHE AT, £
DBEH ) MMP9 Rk K £FYENE R IR BOAZ O TR, R E o Bl Mo 7%, 36 UEAS [F] Fo A4t
MMP9 #35% Jg iR E 22 5, BiHf CXCLY fEREH G i R R e Dhfe . R 3s HAA B Y )
PRI S ER I, PN Y FTHE T CXCL 5 R SREC AR D Re 0T EU [ 25 1, DA I 5 S A D900 (1K
1) T FUBR AL A M 1) B AR AR

7. IRTFESKRFKRE
7.1. HEIARGFEENTRE
REWEM TR T CXCLY EMEZEZFHFETHREREL LS RIS EZHESM, H2Y50
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AT AR TR B I B A5 PTG - B 5, ZENLHIJZ TR, CXCL9/CXCR3 Hhnf ¥4 RAE(E 5 A
H A 55 5 i 20 R T B8 25 L AN 25 A8 EL 48 AR R G BE 22 BT T B R T R — A R SR R B B A
A, e Z 6 22 20 M ) 6F 15 B A5 5 A8 SCUR % IR PR AT o LUK, 7E 4 PSR I 5 280 I s 1 5 P 5 T
M A FE A 4. P Ugie . ERgiie. T 4i8) 7w CXCLY MoTk bbpl & H 5 4
WA 5553 WA RSN (R AF G B BRI AS B A, . CXCR3 AS[AIEAY(CXCR3A 5 CXCR3B){E MM 3 Z 2
2 AL DIRE B = RGENT. UEAh, BUAIEYE 25k B IR IR BT SR/ 40 M S, B PR bk sld 26
RSN PIAERLRFATS ANE , JUHL R Z 1 L SURE SR T CXCLO ThEE MR 5T, M AR HL7E 5 %
BRI EAE N R . 5, IR T AL T YDE IR R B, CXCLO 1E AT TE s Ml 174, %
A R A RO S B O L5 2 P b R) 00 3 Sl 2 A IE % 2 40 S

7.2. RFKMERHE

BT FRBIE A, RROFANE )T 24 ERE SR CXCL 78 ML 3 2 Hh I FEp L A2 I IR
HALE . TENLHRIRNTZTE, N5 RanimF. SRR ESIEAR, KREHLTEMEHL F
CXCL9 JH 3244 CXCR3 (120 i i i I , s v e AT A 7] 248 e SV 0 D) 0 T 52 4k ELAE 2, il B CXCLY A
FRIRIE - G IE RT3 Zh AR . A, 5 A M P9 B 20 BB P L4 ks = CXCL9 B
CXCR3 F - PEmFR /N RS, 256 2450 Hr ST)RREIE, BIHf CXCLO JRAN IfiLH % 2 1 B #2 I SR 0
N TS 5T . FETHRBSIRER T, v B R LR CXCLY/CXCR3 i AIHLAAR . /N7
FIEEE R gt T, 75 2P S R 2 A B s I 2 vh R GV Al Lol S Thie . 48 2R AT
MG ae Atk whAh, JFRKHIBL. 2. RTREYEIG R AR T, shas M ohE i K i 21 21 CXCL9 7K
FE M ThREFR AR 3 EAH A S BRI SCE., A BT S FAE D A8 5 22 37 B AR Wb S IR
ISLFANME, I J5 SR A - TR I A A4 B 58 BRI JE Al

8. R4

CXCL9 1E N FF CXC WK MM B, @l 55 72k CXCR3 456, 1EIME = E T
HOR R A IEHE SO0E B 301 5 S 8 MRE A O MR E ] . 2 A CXCLY (17 3Rk il i
RKAERAG S« B e fads . FEIFRORIE RYE R4 . 5 5 M5 ) R D) RE Rt A XL S5 £ &
P, RGMEIRN M BELE M S ThEERRAT IR E Y, BAS SaGRFEREIL . M. eIt ks
LR ZFEOMERBIRES KIE RE QAT FAENUEIREE . iR 5 56 R L2 A A7
WZRR, AREE MR, B iR TR IR REAZIE TR AR, CXCLI/CXCR3 Hia B A
FRAIT LA 30 22 VR X 4% (1) DB SR 11, R332 A OO LA T 7 T L R 20 ) 5 4 v ot
BT BV AU 5 1 0 SR
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