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[REH] ERCTHFRFLFTEY;, HEARIRABR; MHIHRKFE; BMHRFRSER;, BHRIFERL

[ E] BHH AAMIRIBATVAR(VAS) SAEDREER LA L LSRRI £ R IRIT VAS X s
BRI AR &, Ak RAZRCT HF MY E %% (VCIDSA) 3:4E 134 4] VAS K6t ILJE E5R 4 o
(PCL) R B F MR F I, AL A 2 4, PCl sz kA FFME S Ik & 48(PCI-V 41)45 4], £ 45 PCI 52k 41
(PCI 41)89 41, %itF TS BRILE 5 JE VB 5RmAR T8 09 48 32 M | 55 3 VAS KB & A& J& 78 31 o A% JE. /6 I 1) 4
ATRRERSAESN, BB OPCI-VAMBIREETIE LS &, FHRFEEAH(82.1%26.7% ) , L2 E®E
6 4], P ERE 13 4], FEKE 20 6], RAME6H, PCLV 45 PCl 4G TEREAR B E A RH L EMEZF (X =
10.600,P=0.001) , PCI-VAAFERT FTHREFRZANEELGHARRAL LR EEZ T PCI AR (Y
P<0.05), EHEESMEREEN, BEANIRNIHSS 5 =12 o 5 R B F AR g 48 5&BE 2 PCI-V EFL A
J& VB IR AR S 6 e B & Logistic $ W& 54745 R AW , N TR NIHSS 35 =12 4 & F A& ¥ B 2B e i B4 SR %
$ R PCI-V B XA IR T AR &, &it VAS REE BRI IL 52 ke A £, NI NIHSS
TS =12 4 5 B B B RBR e g BB k% %% VAS KJG PCL A FF S Bk B B % 5 78 20 I A0 50 09 Ik 35 6 e
3 9
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Correlation between vertebral artery stenosis and posterior circulation cerebral in-

farction after vertebral artery stenting evaluated by VCTDSA
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[ ABSTRACT | Aim To study vertebral artery stenosis and its relationship with posterior circulation cerebral infarc-
tion after vertebral artery stenting (VAS), and to explore the risk factors of posterior circulation cerebral infarction.
Methods Volume computed tomographic digital subtraction angiography ( VCTDSA) was used to evaluate the vertebral ar-
tery stenosis in 134 patients with posterior circulation ischemia ( PCI) after VAS.  The patients were divided into two
groups : 45 cases in PCI symptom with vertebral artery stenosis group ( PCI-V group) and 89 cases in simple PCI symptom
group (PCI group). The correlation between vertebral artery stenosis and posterior circulation cerebral infarction was ana-
lyzed statistically, and the risk factors of posterior circulation cerebral infarction after VAS were analyzed by univariate anal-
ysis and multivariate analysis. Results In PCI-V group, there were 51 vertebral artery stenosis sites with an average
stenosis rate of (82.1% £6.7% ), including 6 cases of mild stenosis, 13 cases of moderate stenosis, 20 cases of severe
stenosis and 6 cases of complete occlusion.  There was significant difference in the incidence of posterior circulation cere-
bral infarction between PCI-V group and PCI group (¥’ =10.600, P=0.001). The incidences of posterior circulation
cerebral infarction of patients with moderate stenosis, severe stenosis and complete occlusion in PCI-V group were signifi-

cantly higher than that of patients in PCI group (all P<0.05). The results of univariate analysis showed that NIHSS score
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=12, hyperhomocysteinemia and diabetes history were the risk factors for posterior circulation cerebral infarction in PCI-V

patients.

independent risk factors for posterior circulation cerebral infarction in PCI-V patients.

tion cerebral infarction after VAS is related to vertebral artery stenosis.

Logistic multivariate analysis showed that NIHSS score =12, hyperhomocysteinemia and diabetes history were

Conclusions Posterior circula-

NIHSS score=12, hyperhomocysteinemia and di-

abetes history are independent risk factors of posterior circulation cerebral infarction in patients with PCI and vertebral

artery stenosis after VAS.

JEEFRBR ML ( posterior circulation ischemia, PCI)
H A Bl K- G B0 ik R e i A8 R RE 45 s R
B, Pk i 507 1) R AL A [6) ] 2A 22 B AN ] 1l R
I, 4N Wallenberg £ A 1iE | Foville £8 & 1E 45, 7]
PITCHLRNIG R . PCI AL 5 06 4 25 1 i e
1l & A ( transient ischemic attack, TIA ) 1 fisi 1 5L
PCIAER I K AR A 0 KW i 3 R 3 3
N | 2 5 Bz v i 25 AL AR BE , PCT B8 38 52 KU
Bk Bt R e HESh k% J& PCL
B, Bl Ik ok e AL | 22 e KB Ik R A5 9
MESI e 7 B DL ISP, R AR Bl K B 7 >R
PUBE BT/ B A 25 25 W DR S 3R 7 A i PR ASCR:
LG WAk, SRR AGE I B T AKHERE R X
Wi JFAIEZ WA R R IG YT I B IR T T &
UTAF SR BERE B A LA N SR A BOR Y k2D A 4%
A 5K BT F M4SN AR S5 057 ¥R IR T HE 3l
JCRAE | BE IG5 IR 1ML U, 5 B2l 25 Wy AR ST IR T A L
HA RAF A G PRY7 R (H S A5 7T g
RATREAE o BERETE | AR TE 1A XU, 4 i 2 S
B ARG A R AR FAME ISR
T T B K AAE AR G 3 bk e A i R R
e i P A T A XU A5 AL R G T HE Bl ik S 4R
WIE AR (vertebral artery stenting, VAS) & #E 8l ik B 78
HETEA AL C R Wi, Ao B 7E it
F¢ VAS ARJGHES IR 5 5 96 BRI REFE A AR G
I3 VAS ARG G I HE 3l bkope 7 588 2 A T 10 2 il
FESEIA fe s R 2R, S BTG VAS 5 I IR PRk A AL 4t
Wt

1 FERMTE

1.1 #RSARIGKER

WHE211 41 A1 HE2014%1 A1 HRIKE
Vb B BRAEAT VAS R JE 3 PCIJE WK 89 134 ] &
#,591 ], %43 0], F48 37 ~78 ¥, FH(62.75
8.23) %, KA 4N 2 4. PCIIER & IF 1 20 ik Bk &
4 (PCI-V 41)45 ], # 4 PCI 4E 4R 41 (PCI 41) 89
Bl, FiF VAS B AEH T L6 AL LM/

Wi , AR EH T LR B EMT, KEEH IR
KR LTI EREZE VAS RIT1 AR KB 1 A
BAR CT #F W % % 1% % (volume computed tomo-
graphic digital subtraction angiography, VCTDSA ) £ %
ZR, EEXEEITAFRIKFEF EEKIF L (NH
stroke scale, NIHSS) . 3k fl #% #£ 4% A% % ( magnetic res-
onance imaging, MRI) £ & 45 & |

Ja 1B TR A F0 09 15 W 4 K A MRI A A SF4F 4
F[E 4 & A A X & o 1 R ( Oxfordshire Community
Stroke Project, OCSP) i K 4 & 47 ', % & 3L
7 5 AR Al R B Bk 45 B AE 5 T A 2 o B xE
M2 2 3 (Fn) BE O B 7% 5 U 32 28 2 (A0) RR O 1R
B 5 IR BR T ] 32 20 1 AR 5 /b B o Ak T AR (R R A
KRR ; I MR B O BT E o A B Bk
B AR BAUE T e ik B EF 6 EE R,
FAN A BB 6 MR RALE A1 MR AR R AL A
WEA BB KIL L TR ZE i & R A o R 3
fik, R4 TOAST B % # NIHSS i 27/, &% % 4 2
MEA <12 A =12 2 TIA & X A B
Bt fE R, FF S A A N T 24 b FF BT R AE B By A %
BRERIN,

Wk 2 A B E e R, B RS
B2 ARRRY B Ey KHREE KB
¥ ORERERRE BORE QETSE S
JE2 H B ( total cholesterol, TC )., H H = B
(triglyceride , TG) K % & fig & & 2 [E B (low density
lipoprotein cholesterol , LDLC) | & % J& g & & fH [# &2
(high density lipoprotein cholesterol, HDLC ) X [ & 2
it & B (homocysteine , Hey) ., % 1 & %y B £ 4 B
B R, % kN Bt E =140/90 mmHg, O A E 24
BT 52 AR ROR R BRI Oh R RO, R B
=7 mmol/L ARG 2 h mAFE=11.1 mmol/L,/ﬁ’L)ﬂ S
B 25436 97 5% JiE fiE 4 2 B8 TG=1.7 mmol/L TC
>5.72 mmol/L LDLC =3. 64 mmol/L & HDLC<O0. 91
mmol/L; & Hey M E g Hey =12 mmol/L,
HLE KBRS AR R E R BRI =10 X, &%
S5 F 0 b E K B ARCE S AR vE R S B R AR
HEE=100 g, %45 FU L,
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1.2 VCTDSA #&#&

KA 64 B CT, #BRENNBERLT , R
Xt IATEMAL, Sk B0 B E TSk 42, 18G 4F 3k AT T Mk
FR AT/ B B R 56 B R R (B B RE
370 g/1.)20 ~30 mL, [& B 20 ml, 4 7 & Ko &
HmEH N 4.0ml/s, U BT A, &
R RS &, R R A,
H# A #% E . F4 100 kV, 378 120 kV,250 ~300
mA , #2  0.531 mm, %3 0.4 /s, 2% 5 mm, 1 &
200 ~240 mm, % K5, A& F 2 % E 7 ¥ 0.625
mm, & JF 0. 625 mm, B F MK & 5 min, & 4% 3
7 60 mL,20 mL 4 38 2k Ko & R AE LI AR
¥R G,

BEGBES AW 4.4 TS HEGRFENE
#EG,FIH AW 4.4 T1E3E F Add/Sub % 4 34T
MY, FE WY B 54T VCTDSA g &2, A%
VAR 1 A N N v 2 0 i 7/ o/ <
B ENE EAWNE A ANE) 7 H &,
A& aw2 LB G¥FE XN, & LF — &
F3IMBHERITFH, A IEER S N EZ
Bl K R 3 (NASCET) 2~ 4% 3% | B A 20 ik g & 2
FEU I 4 A T T Sk B HB AL B AR (N) & T3
EFMLEERZD),TEAREEE=(1-N/D)x
100% ¥ ERE PN EHE (KREE0%) FE
RE(HEE 1% ~49% ) T E R E (FE E 50%
~69% ) EEHRE (KREFET0% ~99% ) T4 M %E
(HE X 100% ),

1.3 $itZEHiE

Kl SPSS 22.0 4 it 8 M 44, 1 B0 R R A
MR R 7R, 48] H 3 K | Pearson x° A 3, 3 6 47
BT S5 HRARERE E; T ELEA ves k7,
2AMBILRFA th, Y2 HEAREEKETE
A oADK JH 3E 2 Wilcoxon £ F1 4 35 #F VAS
R JG & 3 HE 3 Bk F JE 18 5 R AE BT e B &
AT 2/ & 4 H A0 Logistic % B & 41 ; P<0.05 % %
RHAITFENL,

2 # B

2.1 2 HBEN—MIGKT LR

PCI-V 415 PCI ZH7EPER]  AF 8% | NIHSS 17453
FHAME R s | DR s OB PR S R i S
J MLRE 5600 52 o0 o5 B B S8 Hey ILAE | IE B
KB R -G B 225 (34 P>0.05;3% 1),

K1 2ABHEZE—MRIERZRLR (%))
Table 1. Comparison of general clinical data between the

two groups of patients [ case (% ) ]

kv lsz;zsg? (icj:f) ol P
Tt =60 2 31(68.9) 63(70.8) 0.051 0.821
B/ 32/13 65/24 0.055 0.814
NI?ZSZ%’\Z 24(68.6)  45(50.6) 0.092 0.762
A2 S s 16(35.6) 35(39.3)  0.250 0.617
KRG 14(31.1)  31(34.8) 0.185 0.667
HEEZ(EZN;MS 16(35.6)  33(73.3) 0.030 0.863
o I P 5 20(64.4)  614(68.5) 0.227 0.634
1o JI IR 26(57.8)  53(59.6) 0.039 0.844
iRl ( H)  21.23+11.93 23.23+13.21 2.581 0.671
T Hey IUAE 4(8.9) 94(10.1)  0.052 0.820
Feb O 12(26.7)  36(40.4) 1.309 0.253
L BBl s 4(8.9) 7(7.9) 0.041 0.839
B IR I 21(46.7)  39(43.8) 0.098 0.754

BMI . /45 #8 %0 ( body mass index) .

2.2 PCI-V 42 VCTDSA &R 4%

PCI-V 41 45 {2 % VAS Ri B EH 50% ~
99% V-4 (78% +14% ) ; RJG 1 AR 0% ~
84% , T (20% £18% ) ; i35 8L PCI AEAR A HE B
KA 30 40% ~ 100% , V-3 (82.1% +6.7% ) .
PCI-V 48 E SR IE ARG I PCISER 19T 258k
ERDER TIZAARIE 1 A AN 5 %8 %
(P<0.05), PCI-V HERFEREA 6 4], h B2 A% 13
i, 5 BB AT 20 9], 52 4 A 2 6 95 B A Ao 4L 51
b HES K B BOs S 27 Ab fANBERZE 11 4L, 5
DB 13 b, ME3h kR IR Be B 28 5 52. 9% (27/
51),

2.3 MWHBRHEESEREARIELOEXES T

PCI-V 45 8 A i A 38 8 35 32 1), 5 71.11%
(32/45) , ANFEA J5 96 0 I A B 3 13 f, N
28.89% (13/45) , iz Wiy TIA 8 fi], #E-FL K 50
X BEILAS S 5 6], PCT 45 06 R I A A8 28 & 27 9],
7 30.34% (27/89) , HAp 52 Wik TIA 39 4] HE-
SO Sk AN /2 23 5], PCI-V 415 PCI 41 )5 16
G REAE K R B E 2R (x° =10.600, P =
0.001), PCI-V 52 h R BeAs JE B A4S
SE4x A ZE 0 BB AU PR IR BT & AR R 4y i ol
16.7% (1/6) .76.9% (10/13) .75.0% (15/20) .
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100. 0% (6/6) , W BEBeAs | H B A Joe 4 M 2E 5
HIGTEI MG FE & A Fe 38 1 25 5 1 PCL 4L (3
P<0.05) , M ERAERHES PCIALRELES (P
>0.05) .
2.4 2HBERERHEREREZNREEEM
SEEREN

X2 21 RRE G PRAFAE R A7 5 R A A 45 R 3k

®2. EEANEREREENEERRST

B A B NIHSS ¥4 =12 43 5 Hey IMUAE IR
I S & PCI-V JR3E KA T 118 A0 ik A 3 1) F s R 32
(F£2), ATEHNRIH R A, 3 — 21T Logistic
ZIREIHT, 25 R R, AR NIHSS W43 =12 45 5
Hey IfiLAE M AR S S PCI-V H T I8 B0 i 4L 1Y)
M7 fERNR(E3) .,

Table 2. Univariate analysis for risk factors of posterior circulation cerebral infarction

SiA PCI-V é%)iﬁfjﬂmﬁli PCI zﬂé’iiﬁ;ﬂimﬁﬁ Sl P
=60 Z [ H(%) ] 25(78.13) 20(74.07) 0.022 0.881
B2 (Hl) 24/9 20/7 0.014 0.907
NIHSS $F45r =12 43 B (% ) ] 22(68.75) 8(29.62) 8.148 0.004
KA AR 5 [ (% ) ] 12(37.50) 14(51.85) 0.001 0.982
KA S [ (% ) ] 11(34.38) 8(29.62) 0.094 0.759
HEJHE (BMI>25 ke/m®) [ (% ) ] 14(43.75) 31(34.83) 0.185 0.667
IR %) ] 23(71.88) 21(77.78) 0. 496 0.481
TG( mmol/L) 1.98+1.22 2.47+1.47 1.101 0. 307
HDLC ( mmol/L) 1.1820.55 1.1320.32 0.764 0.470
TC( mmol/L) 5.47+1.13 5.36+1.08 1.039 0.478
LDLC( mmol/L) 3.37+0.93 3.28+0.73 1.511 0.377
Hey ( mmol/L) 25.17+12.90 20.37+13.68 2.756 0.048
TR (% ) ] 9(28.13) 8(29.62) 0.041 0. 840
Lo DrERE L[ (% ) ] 3(9.38) 1(3.70) 0.097 0.755
Wb S [ (% ) ] 25(78.13) 11(40.74) 7.587 0. 006
*3. BEREAEERCEEAZNSEZSH

Table 3. Multivariate analysis for risk factors of posterior circulation cerebral infarction

Gl s EIEES Sx Wald PH OR & 95% CI
NIHSS ¥45 =12 41 1.207 0.312 17.237 0. 000 3.890 1.876 ~6.593
¥ Hey IUAE 0.584 0.178 11. 890 0.002 1.884 1.306 ~2. 604
HE BRI B 0.187 0.118 2.470 0.027 1.327 0.947 ~1.580
3 i i HESh K AR N BB 28 o 30% ~45% 5 T AR R

HESh A J& PCL B LN 2 — | J5 IR 3R I A T
BE P 20% BAEAFAEMESBRBRAE M3 Bk
LT MESH KT 1A 345 O XoF 55T 3l ok A AfE 5
oK 28 L4 B A BIE T 2 T A B KB 7 SR A A
ARJEAATIATHY M X A v Y TS RCRAR T
R SIRTT, A B TR E R 2 TiEE, H
VAS BAT B0 PR AR SR A F 5 410 0 1 < i S 2

2 Ve 48, RN PR E R W T R
7.8% ") HWHLIMNAE 2 M VAS R E A
PRAER AT (B ™ A 2 R G0 0F R R I
Ub, AR R R b B AE AR A 12 W 5 1 3 7 1
2 s W 155 3 52 R Hh SR Y 4 e LA 5 By
PSR NE N, CT & AT VAS
J B B PEAL A L #, VCTDSA ZEREI VAS R
Je B O I AT AR A W R T AR A
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i, W VCTDSA XF 45 1] VAS J5 14 3h ik B 7 /&
FIP AT R LI, EAER T1% ~98% , T
AR (82. 1% +6. 7% ) MESH KB A2 47 B - o i
20 A HE B Ik B 28 5 K A Tl iR B 5 DAAEBE
FEUO 3, R — 1 e HE Bl kGRS B B i 4% 4
i1, 2 Ak I JR) 8 A 5 R LM I A P B A2
SL IR RRT 51 6 P B 2 RS SO I Ak
A8 3 — 7 T W] BB HE Bl GRS U Bt A B A B K
BARAT O, Be7g Br K BE R R TR 5 38 43 9 7 Bl
T , ELN S S oy P 386 A= B Sk, DRI A o R 22 4 3
TR BRI BR A 1 A LR R

SR I A AL A R s e UL ) M I A 9 o 2K
R o PCT i afi 1 i ot 90 19 20% 7 R
TEIR SRR AR L, HAT FORR IR A0 25 4 | il 9 4 A
FUIRERE A JE G E I A 58 B 3 5 w006 B i A5 BT AR
Hi e s  JET R ™ AR PCI R
kA5 B 55 A4 B0 ok e 7 R G, 8k 78 R B2 BB RT A Ry e ik
AR AL 12 Ak B AR P 2 20 X it
PIHE SIS 2 Dk S2 R O R S5 B8 3 K 097 R0 47
5T, 4% B E ARG H BEAH S HE i X ik 4 o
AT ARG I PCLAEAR A FFAME sl kb 22 iR &
JE PGPS A A& AR R B I 5 TR Al PCTAEIR A 3,
FWY I8 R 5 58 55 4 20 ke 45 A ¢, OF HLAE B ik
WA R R, I 0 P M A E 1 R AR R S5 L
Mg Y —B, HE R AT RE S ME 3h ko A S A AT
b TC I ST A AR N ST A, BRI kA B L K
S, B 2 AR WA B 5T R
PCI SRR B B 5 HE 2l Jokople 7 i 5 i o, o A A8 At
TRBUERA , RIHE SN ke 75 R B B, PCIT S bR G 4 6
WG E, RATTHE— 25T VAS RJ5 PCLAER &
JEHE 3N bk B 75 88 3 I 16 B i 158 38 1) 15 B Y &%,
NIHSS 43 =12 43 5 Hey [UAE FVBE PRI S 2 5 6
IGRESE R fa e R 2, 22 B3R 43 A 45 AR 2 W] NIHSS
W43 =12 41 = Hey ILE FURE PR 93 52 0% VAS RJ5
PCLAER A I MESN KD A= F8 35 IS 106 P4 b AR 8 114 0k 37
FER N ;X 5 Chow 457 B T4 S —30, Mk, 7
VAS AJ5 W 247 E R0 8 Hey IMUCAE PR 25 8 & 1k
FET R AT RL A ], 38 G 3 Ik o8 A B Ak 45 1 455 A2
SO B ok e A R ] BRI 2D S 2 A BT 1
KA

HEBIIK S A8 I AR S B8 3 &A= e 406 A Bk A4 4
W PO E A R T, TR 16 I 6 AE L 1 fa 8
R AT R SR A, R R
AT B FE R R 3R | kB VAS 5 BB E SRR
WA B Y K A 6 T B R B R B R B A &

FEI R
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