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Abstract

Aortic dissection (AD), also known as aortic dissecting aneurysm, is characterized by sudden and severe onset and

high mortality. In recent years, studies involving changes in inflammatory variables throughout the longitudinal

course of AD have suggested that inflammation is closely related to the clinical outcomes of AD, and therefore has

a great significance. Here, the authors address the research progress about the association of the characteristics of

the time-course of inflammatory response in AD and inflammatory response markers with the clinical outcomes of

AD, as well as the connection of inflammatory responses to the aortic wall remodeling after a review of the current

literature concerning the relationship between AD and inflammation, so as to provide a basis for implementing

inflammation intervention strategies in clinical practice.
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RAEAN AL AD KA J 1o 58 4 T 32 20 ok A8 B o 72
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TENG PR b, 6P T AD Soe] S A
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ML 92 d BRI 3 Gk SR AR AR I IR A E B
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M IE A A5 UV i W 5K 46 B AD B I K I
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necrosis factor, TNF-a ) . W & ZF 2 7F AD k&
G 12 h N TR IEE; [ % 6 (interleukin,
I1.-6 ) 7F 12~24 h ik, C- W EH ( C-creative
protein, CRP) 7EA 4~7 d ik 4072 MEE
oA T, R B R ISR T A
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2.1 CRP

CRP # 8 TE LR & A= 458 07 58 9 0E J I i) 2
Wb e, HAURE R, T N H O A SR AN R
AR Y Sharouni 4 UV I X &AMk AD i
FML W A L P, CRP{H L IE# 2k 5 5 1%
PL Eo Schillinger % "3 5o 4 1 255 #1) AD i 3%
It R I3 CRP K-, IR G &8, CRP KFH
BT 5 R A H VB R . Sakakura 55 7 5E
H G RN S 58 & B0, AD f835 Bl T AR W] CRP I§{H
5o A R FHAH UG, Wen 55 "R CRP
K5 AD B F AR AL AR S IEAHOC, TR e AT H]
T MR s ot A Al AR, R AD ELA TR T B I R
2.2 IL-6

IL-6 fE S M RGE N F, 76 AD &L LR
T A [ R R 3 B A . TL-6 A RO A
Al CRP S 2R EE A, S 5 RAERMN; H
[ B REAE B0 ) TNF- o, EB —EHRIEM. 250
W5 o, AD & i b IL-6 2 B Jb, B
HWRIEEM . REEE, 1L-6 WIE B T %, 17
8 P 3] 720 T B AR 28 0 8 K TP Ja S PO
1L-6 38 2 Th17/1L-7 38 ¥ 9 15 508 ) v, fE kT
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2.3 TNF-«

TNF- o 5P0EREERF—F, EVEIBG R
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P E BT, B B R s MW, TNF- o 7F
PG AE RN TR E ZRER, e S 54
FTEAL e AR HE BT A G328 / RE I A 7 21
Wen % "7 5H, 24 AD ¥ TNF- o 5455 T 1F
WARE, HES T EE N, iy EESE T
fa . TNF- o $65 45 TH e B H e (8 7T R 5 ¢ 9 s
Ax.

2.4 MMP

MMP 7£ I & H 80 & AL, 78 HLAR 8 477 1f
Thwm, TR A 5L T & 11 P Wen 55 " BFSY
R, 2t AD BH i T MMP-9 545 0 B 5
TP AD s . Kurihara %8 PV 30 5 %) [k &0 fk
AD B35 B BKOR SBT3 MMP-9 $R bR, &
PR AP AD I MMP-9 B R 55 T 3 3 kg
HFo Guo %5 PV E L, it 1L-18 Puikal FiEEzh
Jik 95 22 b MMP-9 g ik, A8 M AD dE R H
. £& L, MMP-9 & 3h k3 )2 AR R HilJ5 449
PRIy P RAE -MMP-9 MG (5 S, A%
MG RIGST AD F Rl A5 .
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AD B N RS, S BRI R i
LA R A F — 2B 28 P R S AR 9 A Ry N
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