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Abstract

Hemodynamics and inflammatory response of vascular disease are important factors to promote
the development of aneurysms. Wall shear stress-driven endothelial cell inflammatory injury is
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the initial pathological change of aneurysm formation, which is followed by matrix metalloprotei-
nases that can destroy the extracellular matrix, leading to aneurysm formation and rupture. This
paper will explore the relationship between vascular remodeling caused by hemodynamic stress
and inflammatory response of vascular disease and aneurysm development rupture, in order to
formulate a new strategy to predict the risk of aneurysm rupture.
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1. BI

Fill N 21 ik J8 (Intracranial aneurysms, TAs) 2 Wk e L5 DL AR R T o B AR 430 i N ) kTR (1)
TRIT (B M A N ST AR)EES T KL REE, (HAMRHE TSR BAT B i SOk RSt T % . (Rt
o PR A 50 Mk TR P R 2R XS RN A A A Xt TP v 9 5 W45 10 XSG 28 S S A 80 Ml 2 1 s 6 TR
ZEE MRS LN AR EALE) MFSH F1 RN BERIBY N 7). BE P BRI (S kR
BE I SR RE ) B H I PR R 2 CRE S AR 59 o v I S R A o L A PR a 22 s ) Sk 52 1] (2]

TEENBIRTE G R R R b, IR B 0 2 J 6 46 I S RS B & 56 S VR . @A
Ny JRE R M Eh 714 R R 8, fE— RAVRAER FIMER F, S ECT 4040 B R A0 1 3 ~F
WA T, BT BN B AR A s, IR L 3 22 U 4k 51 & 7 B4 i R4, R B B g4
F 448 TR JECE 22 (1) 9% R DR 7Bl R I R o 7 5 40 L SO AL AR 95K FH JE B 7 VR VT A 3 Fikse B 1) IR AS
Al LA R I R F TAs IIGPRAREE[ 1] [3] [4].

2. RIEMzNBKEEE LR

HRX A RG0S — NPT IS, ol RGNS P T8 22 P B 2% (3 42 v A LA F T pl 2 A
B, M sh 12 N 3R 1 e R RSN IR BB kR, A B REANIR IR 1. KB 7. S EREE
FAEPEA(ROS). X —d FRFEBUMA RGBS, KOEANME S50 AR Amgr) B, FNEGE B 4
Wk Rl ¥ - 42 BEIE 9 (NF-xB) 1) Bl . by B 2 X fh & 1 1M %8 A B 41 i (Endothelial cells, ECs) AL
P LA (vascular smooth muscle cells, VSMCs){iE 48 /%5 i H IR, B BkEE R HLEI B H0E - shfik
BEQRIPHLHIIE T SULA RIS A, H R BRBIIKEEER G, 3 —F L ENOME . FEefFil~, 3
ik B B AAEATL ) () R AT (R E T Bl Pk e A= 0 0 5 AR 1 () SR R TAs BT S 43 [5]

(1) EmR4Hfi

AR AN M TE B B AR RN ILRAE IR, JEAE MR sl 11 = B s A2 N B, IR o B4
o EWEAN AR 5 — A R S AR SRR, IR R A s N . BIF AR R B, B AN
AR ORES S ARAL AR 2 AN TE4L: M 22 R4, M2 25 R0E R A48 E 6] [7].

M1 GEL B + AR 45 & 1077 U Bh kB R HEAE . BBy U@ & Al 0 7, 1Rl EE 5
RN S TR, I AR L B 1 (MCP-1) FBIRZER T o (TNF-0)) 255 40 M A7 25 R 1
lo (SDF-la). EH4MI/Z 1b (IL-1b). 1L-6,4 FUKGE 7o 383 A Bl HORURT 25 40 R ) P JOR I 2K 7

ik
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M1 21 i B HE e 3 1 8 413 5 (vascular extracellular matrix, ECM) ) B#fi& .

AR, M2 EAARLE A P2 A TL-10 A AE KT B (TGF-B)FI IL-1b 2RSS BN 1As Ik & F
WA DRI ER o RIS FEREAL RESR AR SME R, SRR M2 A0 BAG N &S 6] [8].

(2) ki

T % B B Bk 47 507 1 53 b —Fofr 2 B 9 0 e R MR 4B A . R PRI 4 M AT AR B A L R R A S5 B
WEAN AL, ELHE TNF-o Fl CXC-EMKA T, W1 IL-1. CXC-ELRF 25 % Fh SSEAI LTSS, 41 ECs A
VSMCs A MIIETE . s A FE T o 22T A S KR I sh P 8 rh, TL-1 1 R BRI 1 20 ks BEAE % sofn %
FJE AR BRI IEA A B, FHAREE T kIR BT ANk e o thAh, rh R A o) it BV i SORE R
K — P, nIRCRAE IR A S RO AR SR . TR BUE R L. IEA RE AL
YIEE(MPO), 1ERAEN T AN B NI BUE P2 i eah, IR 0T 8 1 A SUA R0 268 5 2 1 1 A 24
BN 92 T BB R 5 AN 2 SR ERT [2] 5] (9]

(3) HE4gHiE

BUEYERI, ESNIRETE ORI LI, B hkoRg B v A A 4 R B2 B bk E2 R BRI (9] SR BATT Y
TAAE T IR T X R B IRSE, 30 2 bk A PR AE B kR A L b R e AR, U5 — M i
. il 5 A0 S 2 AH JG I TH g fel~Fam i 7= A 4R R 40 B R+ 2 53R B R B, 0 TNF-an T
PR g M IL-6. i 5 TGF-A, TH1 4HHEIE PRI 40 1 T 40issyi, HARH SrE A3 kIs b3t
Fo T 1gG F IgM TR A G SR S MEDUIR R R B, B Wk 24 AR S 22 5 1 BBk F)
BUEL, R EATHRE 7 YR A ek — P 2 [10].

(4) *ME RS

IMERGAE TAs KL AR 1 R 78 0 M Re o — T LU AR R R = ol 2 0 ik T A ) i 9 B,
T2 B ke () BB 3 AMA IR B B G RE NI ER . Ak,  ZORE B AMAIBOE 5 B kR B AR MR AT 28 14
Y MIIR I B EAH R 11] [12]

(5) I~ LA A

I~ LA L (V SMCs) 7E fil N 2 ik g T2 e Ml 2 AR Fh e 5 R R EIEH . EANTRZHET N
M=, & ECM, e IkEER S5k e8Pt . W KA JE, VSMCs BT B BINIRE, HEHEIF5E
SIS A . BEJS, VSMCs B0k 25 T RIBWAREE R IRE 7, RAEZ 040 T 345 305 v Be g2 il IfiL 45
BE NI B BRI RE T, FF EIR RIER . SRAVHEE S 1) VSMC A B2 T8 U B M Y18 Y, 1
J& B T A3 B (R MR AR A AR, O S A BE I RE 7T . VSMC R 1552 Y TNF-o/f FRLAT4E 40 M AE K
i S, APEER VSMC T B RIEROZZ R, RA& T EEORTEBCRIREZL5] [9] [11] [13].

(6) R4

NER A0 W AE L B s B R A, B A PR R TR R I IR 5T 4 R B I B (Matrix Metallo-
proteinases, MMPs)J¥E, T2 N B KR 1T R 24 14] .
3. MR HFEFSMERRGHRE X MR M FNERELE

Pt A BN KR 22 DL T I 53 SCE S 25 el 2 VS M Bai M AL E, HALHZ ERFAL M sh 7
FHIAFR S S BB NKEERR G, 51 R M RE ROE I 5 80N K D) R RS AN B ik EE B R . TR S R A A
e H LB B kR BE AT SR I, LR BN /0 % 564 5 N Bl K BE SRE AR AL Z TR AFAEAH G, 3B ke
FE AN 24 1] [2] [10] [15].

Wi 7N, BETHIYIR Jj(wall shear stress, WSS)~ #E [ Y W JJ 86 B (wall shear stress gradient, WSSG)-
VI8 77 7% %45 #(oscillatory headshrinker, OSI) I BE R /7 MLIRIEFE . ML 7746 & F i s 7% A

DOI: 10.12677/acm.2021.112066 465 I IR = =23t e


https://doi.org/10.12677/acm.2021.112066

7, ESBRMER. AR R s EEMERM15].

WSS 2 L i 3 i M9 %o 10 A B e D) g A o I B R WSS A SR 4 fih % P 52 4 i o RE AR L A
M I, DU N & MR 3N 5 38 o XA N TA KA B IR Sh ) 0L 2 — o W98 K IE)
FikIRE N 1) WSS BN %, [EIRTAFE = WSS X 51K WSS X & WSS FIMIK WSS 2555 1A [k JEfilf
ZUTY R — A I 1) 8. Hassan 2522508, 5 WSS 2> S SUME P Bz 4R i — AL s n, - S 8ufl
EREIRAT AR TAs RAEFR R 3 BN K AR WSS &% 512 R4 K7 R H 244 L H ¢, Wi IL-1a.,
IL-1 24K, 1L-6 F1 MCP, fLT5 1As B ZEH K[3] [5] [11] [12] [16].

TEAFRZAE TR, WSS {3t N B 41l NF-xB [1)_E AP 2 NO & B (eNOS) I 37 R « NF-xB 75 1]
fili & eNOS IR IAFHERF A E PE, AT T2 NO & s i NO il ik B 38:4E F R4 I Bk B, DL KX NF-«xB
BOE R R R . M35 NO & B I i) F -l A 7E R, WSS 4ERFSIIKEERY . NO /&
(1) LA/ [ 42 50 K B ORAP 1) 2 80K 3 B4 ) RE 7 [ 7% o BBk EE A AR A R G, BRI
AEFENIAIIEIE R, ECM M EARRER AR, HLURANRMEES, ke 2R R A, W
REBEBN kIR (T AR 2461 [81[10] [17].

4. RAEE PHREYAMB R

REUEHE R W RRE S 5 P A 3 KR 1R R R ANRBZRE, R TG B VT A 3 BikoJes B 1) SR IR A W] o i 3 R Al
KB hkoR i) EAR LA HE R BHATMa a7 m R EERE =T : @B ERIER . R RIERED
IR 73 B 23A[4] [8] [18].

I e A SR 40K S A Bk (ferumoxy tol ) 3L AR 12 40 F T DAl IfiL 9 B 1) R MRS o 9K A R — ik /N Y
TR PR SE A R ORL, R R M R S B B, PR 20 A B R SR SR AR SRR . 7E MR K
B T2 IBURE B2 LR 74 F, AR AR B IRE S, T1 I E R 75 EREES . S ANE
UHIE 24 /NI JTURTE R, 72 /NI AT AT ARSI B . K SR Bk 5 S (24 /N AT SR MR RS 25
R, AEFAT vE B R S 1 AR 2 RE PR i 208 i Bl o B v HOR A R s vy, HL S 3h iom i A B A
PRATE I o i R R 3B ik B BE 40 K S Bk = B R AT IR <9897, 6 AN H R AR 3 kR a2 H of,
NI SRR T HAGK Ak s it I s A A e M kR BE (B ik, I BLARRE R R R R, i A A AR
(15 SR[19] [20]. David Hasan &5 A\ FE 50 kB3 BE 8 RE SR FRJo5 B 22 A, B 90 R I K S8 A Bk 1) - 48 (24
h) S HUS B T B kIR 1) AT KA, A T J0 15 B B M S B A K S A k(72 by B ks, LIRS IR 5%
GG T 2232 25 ST DL R VP-Aiki 3 JkoTeg RO BB AU o AR 5 DA A Gn SR SR R 8l i KRR AR FE AT 50 0IE
BRI e 2 T B R B A 0 i th i SE 0 Bl ikRE, JC LR T2 4 8 (570 ) AN s ke 3 [21]

Bk Je B 1) 388 52 P I e VR SR BN IO AR S VERI SR bR & . SORES T W L BE 45 A S S R ]
Re FBUER AN . BhAS Y RMEFEIR AR P DS AN BB BE BV, AT [ 200 2 B 5 4 A )
JHkTe B 2L PR AR5 ] o

TEIR T SERE AW Z5 40 BRI 01 A2 VA 0 A 20 kTR s 2R RS PRV £ 771 o IF 0 FR) L R k5 YR
WK E TN R AE AN, WA 7, SOREAHR, FMARS, RGP FIEG. 7R 2SN kiR s
RILMIE MCP-1. ICAM-1. VCAM-1. TNF-a. #M& C3c il C9. Gy ERE A (IgG. IgM). H %41 (CD68
HHAR). T IKELHM(CD3). E-EB R KA — e R A&, MIU/M2 Bt Rt a. ik, 5%
TN IR L, oAt RAEFREH) INF-av JERYHML EVR . MPO FIZEZALH ARG IR BW0E Y, 1ERR S k&
B o I PR M s R, T 27 T A A T 20 kTR A 2 AR (1 LIS AR B[ 7] [22] [23]6

R R 28 1 1A 9 32 A A 9 DX 2R 5 R B AR B kR ) — Rl 77 30 Nakaoka H 4 NG FU A2 5)
ik 96 R A 2L ) FiTR 2 DR RS B 1, R B G A 5 W 4 B A 1) SRE 2 TR SRR B . FF
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MRS 5 M B JOREM BB LR AL R LR, 4 S100 £54% 8% (£ [K(S100A8. S100A9 F1 S100A12).
1 MPO %588, F i, 1 KLF A CDKN2 (533 4t 9 18 714 7710 21 F 38 G 400 ) 7)) PR R 4 P 1 248 2 1 2 A
MIRIEME N UR[24] [25]. AL mTHHEm, Forh —ub o % 5w B BE R AT R A B T R0 A5 A 28 IR 14 A5 PN 2 JkORe

5. &t

B kR AT i T I B0 0 25 fid A B9 1A 2 9 Th RE A, X2 Sl & R A 2 IR R, AN 2 Ja
o RIERPIFIEE A2 ECsy ECM Al VSMC. N 4545, VSMC RAL T 52 48 /25 ot 3 SR PR (13145,
DA% B J A 200 R T 5 B s Ik R ek 5 AN 3 BRI T J/ i 3 . AR ZEIR iR T I sh 1. RE. M E
B0 1N 2 kRS B IR TR IE 2R o AT e 9 TN 3 JoR A 24 AN ok U SR T R SR, A Bh TR
JrRFIE AR SRR K B S HRE 2 BkRE 28 FE7E TAS (R AR it AR, 0TI R B
LRI IRE =, EFHEHE PR SIRER .

HEE£WH
T AR R L S BUR BT 7T R (2019HPS3) .
SE3Hk
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