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[ ABSTRACT]

tertiary lymphoid organs ;

tention to the immune response of vascular adventitia and its impact on the course of the disease.

found that there are orderly aggregate of immune cells in the adventitia of aged ApoE ™~

artery tertiary lymphoid organs;

atherosclerosis; adventitial immunity

Scholars often focus on the formation of vascular intimal atherosclerosis ( As) plaque, but pay little at-

Previous studies have

mice, forming ectopic lymphoid tis-

sue similar to lymph node, which is called artery tertiary lymphoid organs (ATLO) , and its formation has an obvious regu-

latory effect on intimal As.

good example for the study of tertiary lymphoid organ (TLO) in other diseases.

The discovery and study of ATLO point out a new direction for the study of As and provide a

Therefore, clarifying the characteristics

and formation mechanism of TLO is of great significance for the prevention and treatment of As, and provides a solid foun-

dation for its clinical application in other diseases.
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SNSRI B, TEAR B I AE 4R, ik BiH PLO SLO TLO
A [ 1 Al AL (H 5 500 kA R TR B4R TE AT ] MG EE R WRAERY  did)E
%, TLO 5 PLO SLO [ HE £ 1, A7 T 5 A £ 4 ¥
3.2 TLO R HItHXEER T I FRIBR R RIEHIHR

TLO A] UWLT18 Ve 40 IR PR e oA Aot A 4 5
HEFR BN S0 55 A X SRS I R ERAAAE MR RS G REnig % 2 2
HRAE SN, PR A8 M S8 E 7T RE A& TLO JE 1Y 3K 5l X RGERIENREN BT LLE L S
T, TLO MIGHLEL F T R e A R W A BE B

[ Chronic inflammation process ]

-
< Dendritic cell

@ Becell
\ 0o% o ¢ T cell
ce
O (X ¢ \\k)
o0 9 . @ LTi/LTi-like cell
® | @A
1
’ <@> Stromal cell
IL-7 CXCL13 Y LTBR
IL-17 | |ccL19 ol . ,
IL22 | |coLet y \ Cytokine
8 8 IL23 | |cxcLi2 ‘ ) ¢ Chemokine

1. TLO R EIHEXEE
CXCL: #1L R F ( C-X-C #£7T) B4 ( chemokine C-X-C motif ligand) ; CCL; #4kH T ( C-C 37T ) B A& ( chemokine C-C motif ligand ) .
Figure 1. Related factors of TLO formation
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Figure 2. Relationship between ATLO and anatomical location of intimal plaque
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