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[ ABSTRACT] Aim To investigate the correlation of lacunar infarction with leukoaraisis and intracranial and extracranial
artery stenosis. Methods 200 patients who admitted in the Department of Neurology , Beijing Military General Hospital from
January 2012 to October 2012 were divided into lacunar infarction with leukoaraiosis group (n =100) and lacunar infarction with
non-Leukoaraiosis group (n =100) according to their cerebral MRI findings, all of them were examined by head/neck CTA/
MRA and it was determined whether leukoaraiosis is associated with intracranial or extracranial artery stenosis in patients with
leukoaraiosis. Results The incidence rate of extracranial or intracranial artery stenosis in lacunar infarction with leukoaraio-
sis group was higher than lacunar infarction with non-leukoaraiosis.  Severity of leukoaraiosis in patients with lacunar infarction
was associated with extracranial or intracranial artery stenosis.  Multiple regression showed age, history of hypertension, and ar-
tery plaques/stenosis were the strongest determinants of the leukoaraiosis severity. Conclusion The leukoaraiosis is associ-

ated with intracranial and extracranial artery stenosis in patients with lacunar infarction.
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Table 1. Comparison of general clinical data in the two groups
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Table 2. Logistic regression analysis
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Figure 1. Correlation of leukoaraiosis severity and intracra-

nial and extracranial artery stenosis

A4S i B S. E. Wald df Sig. OR 95% ClI

A1 0. 444 0. 206 4. 633 1 0. 031 1. 56 1.04 ~2.34

T IR 1.27 0.477 7.091 1 0. 008 3.56 1.40 ~9. 07
ks 0.754 0. 361 4.358 1 0. 037 2.13 1.05 ~4.31
LRI 0.953 0.397 5.753 1 0.016 2.59 1.19 ~5.65

o L ] 0.789 0.359 4. 844 1 0.028 2.20 1.09 ~4.45

HE -5.165 0.925 31.2 1 0. 000 0. 006

3 W @ TR Je , ELEEREAR T BT DX 3 3 1, /N Bl ik

ITAFARBEER AR A BRI K, ARG B
MRS 2 W F 40 % DL 1 ABE, FIRBiAL £
R BR TSR F SRS FRIE R AL, 10 Js B
REBEIN 22 0. R B RS o b 8 22 A AN X A
OIAR B BRAERITFE 2240 IR Wi 728 U= il /I I
B A e PN NSRRIt bR A ot 1 58 14 1 4
FRE HANIGE LI, BRI REAE & I 1 B b
LN SR BB 1 A2 AR I g T Bl B
IKREBEAL , BB B A2 2R 5 FU A SRR Sl bk ) B 72
A 56 HIDERECH 0. 83, tEZ HE /A H e
PRGN ARSI BB TSN A A R A ST
GRS A H PR AT RE 2 T sl ik ople A% S B A
Ak 14 LA SRR 8 PR 5 | S 1 9 D, ML VA 50
DALY (A G R A N e | W L R D e
A M Bl BK LR IR T Sh kR 2 S sk, )8
THUN K B2 ML A, U SO P85 H 22 0 73K
U ST 11 J5 X S AL 98 99 A P -, 0 L e S
AT A BB , 7R AR 5 AR B B R X
MRI {55524, 25N RIS, JE R R IR R il

BEIMAS 2 5 1R I N B SZ 400, SRFE, YR B i, 4
JRLK i, JE I 4 M 2 B, PN A5 () 08 5 | & F o i s
WK, FTLL, JOIE R M A A 2 it 3 R sl kB 4, 34
AT | P R XS T AN A XLV B i, ol 22 200
AR R A A ST A A | e AT B SRS Y A
VT3] Yamada 2&1 SRS, SEERBIIKAAE FF & 1 BHAL
BETTIN MG BIE ARG 2 8, = 2 3k i T2-
Flair, FH 5T 15 5 AR B B8/ D | $ 7 o0 50 5 ik i
PERTEE (SRR A 1) A VR A N e 0 1 A= 3o
— L SRR T BB KA AR 5 BT B RS R OC M
Chuang %5 FFFE 438 62 B30 kA7 3 i ad
K5 MRUMRA & A 588 Willis ik (CoW ) &
BB Y 7 R B B R T R AR Willis Sk ER
SR BN S — 250 0 kOB 28 I, 8 25 P B ik 2R 42
M ACoA ZRH I ACA 2 A1 Bt i) /] MCA fit
I, HESL B Ik SR G i PCoA 1] F () K J sl ik
B, BT L Willis sl KRR 5 588 1 FF TR 91 P 2
MR R EZAEH, 5280 Willis Sk ATAE
SRR BTG R AE ORI R R R 1 BB i &
Az B HE—20 SRR T RN R IR (B A T 5 [ A B 6



246

ISSN 1007-3949 Chin J Arterioscler, Vol 21 ,No 3,2013

PR ASHIFGTIA & B, I B R0 A 5 5 B
20 R R T AR W S R T LAl s B PR B A ST 2, 7
BRI MR AE BT 5 1 SO A AL P N A ZE AT B B 2
10 ~20 mm, HZ AN SR I AE B2 | %, 4878
KM AEHEAE 5 | 6 i1 N 2 o/ ]S 2 Jk s A A Ak AIGHE
MAE PR Mg BTN, My 3h )1 2= 002, At 3T B
AE 1T I S AR T B, S SO0 RS 11 ot % ki 1 2 5
P i 9 78 A FE I B Bk, T AR AR R
TE TN SO S AT 3 B0 K0 BB BE R
JiR AL, AR PR R4 A SR HAR 2
3 ~5 mm, K 5F B KAS B AR A 5E | 22 H B BT 3% B
FEARYE | N R A 25 8 0, 5 0T BB 71 /0 25
G UL SRS AN R I s LR 2 5 T A R
BN BRI AR SE BT B, ELAVER 1B BAS & A 1)
LG N R, 5 BEAE A5 & B 1) 7™ 5 35 30 ik
Pers S BN SN 12400728 K sh k- sh ke 28 25 1 A
JOT BRI B A B 7% B B PR e A — 5, BV o
G5 I BRI AR BT %) 25 P AN A DR I 9
DRI2F 5 THAFAE S S o AR SR B 1 BT 7 Sk
fii MR HIF A UL, HAR 5 0 96 5 B B 1 il
BB R A R AT fa sz R 28, AKX RRE 1 BT B
PSR S A B BB | LA 5 PN A/ i A5
FE SRR KRR A R DT LA, P 2 75 A
ARG T i — 2P BFIEIIESE

25 IR I B A BT 1 1 BT A E 5
WANKIMAE B2 A ¢, HAEZ R R BIHSH T, &
W4 R I | Bl Ik o A A58 Ak K R Bl ik A 78 2 1 T B
P & A B ST fE R R 2R, 5 DAL [ A A 9T A
—3, BEEIREN QM0 2R, A REARS A
s B P A S 199 o 6 B S 38 22 A L A B T
i B A ik A8 A0 8 2 T P R P A S SR A R 4l
JEs B MR E R R, P E R AR BV R R,
Y b Bk A BT Y A 2K i CTA/MRA
YER—Fp oA i K 2 T B 1510 & B 9 A K
AP, PPAG 100 45 P 25 78 B, U =X T8 W s
PEF M PPN 7, CTA AT DSAY it —2
8 T PR 10 901 B K 3R 97 1 BB AN B & A o
BB TAM A A /N, H G590 A i KA 5L
it S5 AR 30 AR R IR S

[ &% k]

(1] BB, RO, AR, S5 B TTEE A I B SE 35 ik /N3l
kg R FE (1], AR AR O I I 48 R 2% 55, 2008, 10 (9)
688-690.

[2] Longstreth WT, Alice M, Norman J, et al. Incidence, manifestations,

and predictors of worsening white matter onserial cranial magnetic reso-
nance imaging in the elderly[ J]. Stroke, 2005, 36 (1) 56-61.

[3] Jeerakathil T, Wolf PA, Beiser A, et al. Stroke risk profile predicts
white matter hyperintensity volume: the Framing-ham study [ J].
Stroke, 2004, 35 (8): 1 857-861.

[4] Madureira S, Verdelho A, Moleiro C, et al. Neuropsychological
predictors of dementia in a three-year follow-up period: data from
the LADIS study[ J]. Dement Geriatr Cogn Disord, 2010, 29 (4) .
325-334.

[5

[

Teodorczuk A, Firbank MJ, Pantoni L, et al. Relationship between
baseline white-matter changes and development of late-life depres-
sive symptoms: 3-year results from the LADIS study[ J]. Psychol
Med, 2010, 40 (4): 603-610.

[6] Komaki S, Nagayama H, Ohgami H, et al. Prospective study of ma-
jor depressive disorder with white matter hyperintensity ; Comparison
of patients with and without lacunar infarction[ J]. Eur Arch Psychi-
atry Clin Neurosci, 2008, 258 (3): 160-164.

[7

[

Streifler JY, Eliasziw M, Benavente OR. Development and progres-
sion of leukoaraiosis in patients with brain ischemia and carotid ar-
tery disease[ J |. Stroke, 2003, 34 (8): 1 913-916.

[8

[

Auriel E, Bornstien NM, Berenyi E, et al. Clinical, radiological
and pathological correlates of leukoaraiosis[ J]. Acta Neurol Scand,
2011, 123 (1) 4147.

[9

[

Bamford J, Sandercock P, Dennis M, et al. Classification and natu-
ral history of clinically identifiable subtypes of cerebral infarction
[J]. Lancet, 1991, 337 (8756) : 1 521-526.

[10] Niu T, Chen X, Xu X. Angiotensin converting enzyme gene inser-
tion/deletion polymorphism and cardiovascular disease: therapeutic
implications[ J]. Drugs, 2002, 62 (7): 977-993.

[11] Yamada K, Sakai K, Owada K, et al. Cerebral white matter le-
sions may be partially reversible in patients with carotid artery ste-
nosis[ J]. AJNR Am J Neuroradiol, 2010, 31 (7). 1 350-352.

[12] Chuang YM, Huang KL, Chang YJ, et al. Associations between
Circle of Willis morphology and white matter lesion load in subjects
with carotid artery stenosis [ J]. Eur Neurol, 2011, 66 (3):
136-144.

[13] Chuang YM, Huang KL, Chang Y], et al. Immediate regression of
leukoaraiosis after carotid artery revascularization[ J]. Cerebrovasc
Dis, 2011, 32 (5) : 439-446.

[14] EEY, BERIK, 5 4, 5. 37 65K AL I IR 5 %
B se (1], P E AR EY LK, 2011, 21 (21): 3
923-925.

[15] Li JM, Xu ZB, Zhang CL, et al. Cerebral hemodynamic changes
and the subtypes of cerebral infarction in patients with symptomatic
internal carotid artery stenosis [ J]. Intern J Cerebrovasc Dis,
2006, 14 (12) . 891-895.

[16] Patankara T, Widjajaa E, Chantb H, et al. Relationship of deep
white matter hyperintensities and cerebral blood flow in severe ca-
rotid artery stenosis[ J]. Eur J Neurol, 2006, 13 (1) : 10-16.

[17] XE, ok, X, %. DSA CTA & MRA X2/ H sh
WRSRHERE ARG BRI (1], PR 2 2 2 SR 2
Zui, 2012, 39 (2): 173-176.

(MECHEE SCERH)





