e 278 Stroke and Nervous Diseases, Jun 2023, Vol. 30,No. 3

55 AN B B0 Jok i /87 R B A i) ST bk 5 A Al 1k
B Al PR R S 35U 0 B

IHm XA KA FESE AREE

GEZEY BR B E5 A PEN3h Bk i 45 BE 45 1k 04 253 ik ks B2 8 4k (Carotid atherosclerosis, CAS) 34
MR TS 0. i3k VEHUAREE 2016 4 8 H — 2021 4E 8 J CAS B3 256 {4, 47 L SR T H4%
HLBTJZ A4 1145365 5 (Computerized tomography angiography . CTA) 4 4 . 7317 i 2l bk 1fiL % BE E5 AL 175 B - 43k
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TG TE O PPN B S Bk A8 BEES AL BUS s, 2558 256 fil CAS B35 P i BEFS 4k 85 1], Bk A= R K
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Differences in clinical characteristics and prognosis of patients with carotid atherosclerosis with and without
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[Abstract] Objective To investigate the differences in clinical characteristics of patients with carotid
atherosclerosis (CAS) with and without cerebral artery vascular wall calcification and to analyze the compara-
tive prognosis. Methods 256 patients with CAS from August 2016 to August 2021 in our hospital were select-
ed, all of whom underwent CT angiography (CTA) of the head and neck, and the calcification of the cerebral
artery vascular wall was counted and divided into the group with calcification and the group without calcifica-
tion, and the clinical characteristics of the two groups were compared to analyze the relationship between calci-
fication of the cerebral artery vascular wall and clinical characteristics, and the prognosis of the two groups was
counted after 1 year to evaluate the effect of calcification of the cerebral artery vascular wall on prognosis. Re-
sults There were 85 cases of vascular wall calcification in 256 patients with CAS, with an overall incidence of
33.20%, including 32 cases of progressive calcification, accounting for 37. 65% of the total calcification. The
age, BMI, combined hypertension, diabetes mellitus, coronary artery disease, proportion of smoking history,
degree of CAS, degree of carotid stenosis, carotid atherosclerotic plaque area, CIMT, LDL-C, Hcy, FIB, and
D-D levels were higher in the group with calcification than in the group without calcification (P<C0. 05);

spearman correlation analysis showed that cerebral artery vascular wall calcification was associated with age,
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BMI, hypertension, diabetes mellitus, coronary artery disease, and smoking history in patients with CAS,

BMI, hypertension, diabetes mellitus, coronary artery disease, smoking history, degree of CAS, degree of ca-

rotid stenosis, carotid atherosclerotic plaque area, CIMT, LDL-C, Hcy, FIB, and D-D were positively corre-

lated (P<<0.05). At 1 year follow-up, one case was lost in the group with calcification and two cases were lost

in the group without calcification, and the incidence of cerebrovascular events was 23. 81% (20/84) higher in

the group with calcification than in the group without calcification (10. 06% (17/169) (P<C0.05); the risk of

cerebrovascular events was 2. 885 times higher in CAS patients with cerebral artery vascular wall calcification

than in patients without cerebral artery vascular wall calcification in the risk analysis, with a 95% confidence

interval of 1. 592 to 5. 229, P=0.001. Conclusion There are significant differences in several clinical charac-

teristics between patients with and without cerebral arterial vascular wall calcification in CAS, and the presence

of vascular wall calcification accelerates disease progression and increases the risk of cerebrovascular events,

which should be treated early and reasonably.
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Clinical features

VEHUA R 2016 4E 8 H — 2021 4E 8 J CAS B #
256 BIVE BT X4, Horh 55 150 1], % 106 55 4F:
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FU3, 0. 11~0. 5050 H R BEREAL ;0. 51~ 1. 043y
fififl; =1, 053 R E LA, S50 2h hkope 2 7 B ) e A
HES T IR R BEHA BT AR A 3, 000 Tk
78 5 <500 MERERAE 51 0 ~T79 06 R R A ;80 %
~99 %0 H FERAE 510000 R A 2K

MG BRAKCPAS I« T 285 ABE 4 HEREETE =R
2 JEFR KN 3 mL ARAS 2 63,1 Oy B A8 B
AT, 3000 r/min, 10 min, B V5, 76 — 20 °C &4
TRAE . R H A Hitch7080 14 [ 846 734X
e ] 7Y 24 e & R ( Homocysteine, Hey) | & JiH [ B
(Total cholesterol, TC), =Mt H i (Triacylglycer-
ol, TG) . = % £ g £ 11 JIE[51 B% (High density lipo-
protein cholesterol, HDLC) |k %% & 1§ 75 (1 A0 [& iz
(Low density lipoprotein cholesterol, LDLC) 7K ;
F 1 EAPUEE R FB-40 B2 [ 3 ifi %5 [
3 AT ASCRSE 0 356 Ak 8 43+ Bk 1L 75 it s) [B] ( Activated par-
tial thromboplastin time, APTT) . ¢ Ifil. fiff 5% fs) [&]
(Prothrombin time, PT) . % Ifil fi§ b5 [8] ( Thrombin
time, TT) . £} 4t & 1 J& (Fibrinogen, FIB) 7K % ; %
FUREER LA D- "R (D-dimer. D-D) K-,
1.4 WEdEbR

COBET i 3l ok il 45 BE 25 405 O s (2) 2 A1l IR
FRAE AR E ) L AR 1% L BML, A 3 1 1050 B8 R s
TEEAR BB AR s g sl L CAS AR, CAS 2
J& EE) ROpeAs T L S50 Bk A Ak B e i AR L CIMT,
HDL-C, TG, TC, APTT, PT, TT, LDL-C, Hcy,
FIB, D-D 7K~F-5 (3) il 2l ik i 48 BE A5 46 5 CAS il R
FRIERY R s (DBEDT 14, e 2 IS O0 il
AR R I e i A A i S L AR BE 5 (5)
i 20 JK I R 5 A0 A 8 S )
1.5 GiiteEibsg

RHGEH A SPSS22. 0. 4F & IEA /M i
PERIAIEL £ b2 ( + o) FoR L IR SR FHIh SRR
A ¢ K5 THECTORE A AR G0 5 433 (V) 3R
R o K5 SF RGBT v 37 SR Ridit K565
AHIAH R Spearman AHIC 28 B AL 534 sk B R H]
RR FR, DL P<0. 5 HZEFAGH#E L.

2 # R

2.1 256 i) CAS £ fiki 2 ik il 7 RE 55 AL A%

256 il CAS 35 JC LA BEAS 4L 171 1), 145
BEFEAY, 85 3], B K A 2 R 33. 20 % , o ik SR PEAS 1k
32 i, 5 EASAR Y37, 65 %0,
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2.2 2 A REFE

2 M. CAS A PR 2 L il . HDL-C,
TG, TC,APTT,PT, TT /KF¥ M 25 (P>
0. 05) s FEAE AL ZH 4RSS . BMI A 378 1R B R0 | it
ARBHIRER A S e ] CAS BB 551 3 ik pe 45 7
B B kA AL B AR . CIMT, LDL-C, Hey, FIB,
D-D 7K FAMEES L2 (P<<0. 05) (& D),

R 2 AR AL

TRMAL  AFeA

fitr (=85 (=170 P
PRI (%) ] 0.047  0.828
% 49(57.65)  101(59. 06)
k'S 36(42. 35) 70(40. 94)
IR (T £ 5, %) 66.72+4.92 58.93%5.13 11.597 <0.001
BMI(x + 5,kg/m?) 25.26+1.89 23.10+1.25 10,906 <0.001
s [n( %) ] 0.175  0.676
A 26(30.59)  48(28.07)
o 59(69. 41)  123(71.93)
WA [ %) ] 11,711 0.001
H 44(51.76)  51(29.82)
¥ 41(48.24)  120(70. 18)
IR0 ] 10.541 0. 001
&It 68(80.00)  102(59. 65)
K& 17(20. 00) 69(40. 35)
BRIR (%) ] 15. 417 <0. 001
I 30035.29)  24(14.04)
KA 55(64.71)  147(85.96)
TER B ER (%) ] 6.196  0.013
#IF 13(15.29) 10(5. 85)
FKEIE 72(84.71)  161(94.15)
CAS#pi[ (%) ] 0.218  0.828
isssilie 66(77.65)  135(78.95)
Rk XAk 12(14.12)  22(12.87)
BN Bh Ik TS B 7(8.24) 14(8.19)
CAS#RE[n( )] 3,913 <0, 001
e 10(11.76)  68(39.77)
g 54(63.53)  103(60. 23)
Gilsy 2124.71)  22(12.87)
FEh kAR [0 (%) ] 4,064 <0. 001
B 15(17.65)  77(45.03)
i 56(65.88)  83(48.54)
/% 14(16. 47) 11€6. 43)

B3N kA A S AR
(£ s,mm?)

CIMT(x £ s,mm)

Hey(z + s, pmol/L)
1R (x £ 5, mmol/L)

26.95£3.14 20.68%3.01 15.472 <0.001

1.82+0.09  1.53£0.06 30.634 <0.001
18.41+3.37 13.57£3.10 11.426 <<0.001

LDLC 3.28%0.42  2.75%0.33 11.025 <<0.001
HDLC 1.18%0.31  1.24%0.37 1.287  0.199
TG 2.07£0.44  2.02+0.41  0.897  0.371
TC 5011115 4.96£1.03  1.055 0,292
BEMAEDR (T £ 5)
APTT(s) 27.41£3.12 28.04£3.26 1.477  0.141
PT(s) 7.89+1.74  8.10£1.85 0.872  0.384
TT(s) 8.24+1.61 8.53£1.89 1.213  0.227
FIB(g/L) 4,03+0.40  3.15%0.34 18.371 <<0.001
D-D(pg/mL) 2,78+0.53  2.13+0.46 10.114 <<0.001
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kB R L CAS B8 B L 301 8l ikopk 745 #5 BE  Ji 8
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EAIFE(P<0. 05)(F 2),

R 2 NSl koA BEES AR5 ik RS AE 9 6 2

s e i 3 J a5 R A A
r P
RIS 0.417 <<0. 001
BMI 0.508 <0. 001
VAR 0.522 <0. 001
WEIR I 0. 449 <<0. 001
AR B Bk 0.573 <<0. 001
2 A0 s 0.531 <0. 001
CAS 1 j 0. 640 <<0. 001
B o AR 0. 667 <<0. 001
505 Jok S Ak B e 1 X 0. 623 <0. 001
CIMT 0. 641 <0. 001
LDL-C 0.597 <0. 001
Hey 0.678 <0. 001
FIB 0. 621 <0. 001
DD 0.615 <0. 001
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5 Bg s NAERE M S kA
A ) BERCD] (%] (%] [n(%)]
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1 5 b4 HeER ¢ P<<0. 05

8(9.52) 2(2.38) 20(23.81)
7(4.14) 1(5.92) 17(10.06)*
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A BB 1492, 8854, 95 % I (Z X [i1] A 1. 592 ~5. 229,
P=0.001(4),

& A4 NS K LS EE S AL X TS B ()

I A = A I a4 RR

N
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4 20 64
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sisinhibi tory factor, OPG )#t=Z B A N E H-
2(Bone morphogenetis protein-2, BMP-2) . BMP-4
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TR ELAT IEAH DG IE 2 10 2 18 M0 i iy 289 34 2 46 KL
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