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Embolism is an important mechanism of lacunar infarction

Chen Lanlan', Wan Qi?, Xuan Lihui', Jing Jian', Li Jun'

("Department of Neurology ,Northern Jiangsu People’s Hospital ,Clinical Medical School of Yangzhou University,
Yangzhou 225001 ;’Department of Neurology ,the First Affiliated Hospital of NJMU , Nanjing 210029 ,China)

[Abstract] Objective:To evaluate the role of embolism in lacunar infarction (LI). Methods: Consecutive patients admitted to our
hospital with acute cerebral infarction from Oct. 2008 to Jun. 2011 were reviewed. Patients with cardioembolism or other determined
etiologies were excluded while other patients were divided into two groups,including the LI group and the non-LI group according to
the diameter of infraction. Risk factors and arteries plaques and stenosis of two groups were analyzed. Results; There was no statistical
difference of every risk factor between two groups (P > 0.05) ;the plaques and stenosis in the territory arteries were significantly more
frequent than that in the contralateral side in both groups (P < 0.05);the plaques and stenosis in the territory arteries and the
progressive and multiple infraction were significantly less frequent in the LI group than in the non-LI group (P < 0.05) ;the differences
of plaques and stenosis in the territory arteries of progressive infraction and plaques of multiple infraction between two groups were of
no significance (P > 0.05),but stenosis in the territory arteries of multiple infraction was significantly less frequent in the LI group
than in the non-LI group (P < 0.05). Conclusion ; Embolism is an important but not dominant mechanism in lacunar infarction.
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Table 1 Baseline differences between patients of the LI group and non-LI group (X£5)
—JBeA LI ZH (n=258) 4 LI 4 (n=264) HNE PH ZHZE PE
JIIKESEN AP
R (F) 66.15£11.08 66.81x11.60 0.504 0.233
BE(n (%) ] 186(64.34) 170(64.39) 0.990 0.844
F L (%)] 210(81.40) 213(80.68) 0.835 0.975
BERIG n (%) ] 77(29.85) 96(36.36) 0.114 0.150
1o LI5S B PRI [n (%) ] 62(24.03) 78(29.55) 0.155 0.246
IR [n (%)] 12(4.65) 15(5.68) 0.595 0.504
WA [n (%) ] 70(27.13) 66(25.00) 0.579 0.372
EiE [n (%)] 24(9.30) 25(9.47) 0.948 0.294
A [n (%) ] 61(23.64) 59(22.35) 0.725 0.860
EE A EIAR
Wi E (mmHg) 152.71£24.44 150.86+21.92 0.363 0.964
#F K% (mmHg) 91.09+41.27 86.86+10.86 0.108 0.085
rRMERI A (x10%/L) 4.80+2.48 5.57+2.77 0.001 0.003
/MR (x10%/L) 185.59+60.99 191.03+69.36 0.331 0.487
23 JEIMBE (mmol/L) 6.48+2.64 7.36£3.70 0.001 0.012
JRR (mol/L) 333.09+96.12 315.99+95.88 0.038 0.090
H=HE (mmol/L) 1.78+1.33 1.71+0.95 0.478 0.745
S HERE (mmol/L) 4.73£1.01 4.68+1.07 0.546 0.158
AN (mmol/L) 1.15£0.31 1.13+0.32 0.416 0.719
K% R (mmol/L) 2.34+1.05 2.79+0.86 0.553 0.233
BHEM (mg/L) 256.99+203.96 273.57+190.65 0.309 0.171
Ve ML BT (s) 13.3120.99 13.33+1.44 0.853 0.847
T BEE I BT R] () 38.60+6.21 37.90£6.10 0.161 0.854
R I AR EA A 1.19+2.87 1.30£3.27 0.677 0.658
HE ML BGAT ] (s) 17.96+2.21 18.78+7.58 0.069 0.121
FHEHE (2/L) 3.42+1.09 3.50+1.03 0.402 0.955
D-D R/ (pg/ml) 1.00+1.20 1.10+1.57 0.084 0.043
L [R1ES 42 520 (umol /L) 12.51£10.23 12.71£6.43 0.712 0.476
R2 PRBEERRIETE R IR B AR 5E B & B b 8
Table 2  The self-comparison between two sides of arteries of the LI group and the non- LI group, respectively (n)
- — LI Zﬂ(nﬁ:ZSS)k — ik LZE(n=i64)
AT I AT M PiE TAT I JEFAEME P{E
M4 B 151 129 0.052 201 127 < 0.001
Mz 89 52 < 0.001 155 93 < 0.001
IRRE A 44 33 47 50 < 0.001
R A 18 13 32 16
WA 15 4 17 16
S 12 2 59 11 < 0.001

FEPEZE LR (47/155,30.32%) , i 22 57 LA 4831
2 (P < 0.001),

LI 41 b 53 AT 10 A 5 He S Ope 7 32 B Al FE LI
M, HERHARITE L (P<0.001,%3), L4
o SE SRR RS A 38 1] (14.73 %), AE LI 4l ik
JEAPENNGARESE J63 151](23.86 % ) , M LL A5 BAT B fi
HiiteE2E 5 (P = 0.008) , H LI 2 ik e vEnfsisE

BIFTHUE MR 24 6], 55T MAE B4 14 i),
4k LI 4 rh it PR R 58 & 01 54T 145 BEk 50 4]
B IFTHUEMAEBRAS 36 6, i HLETCIH B a2 2=
5(P>0.05), LIHZ&MEmtEsE 75 $1(29.07%) ,
A L1 1 £ K PERGFEAE 113 4] (42.80% ) , 4 5]
BEAWBSI¥ES (P=0001), Hi LIAh4
FETAT A BB 59 141 (78.67% ), IF LI 4l &35
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Table 3 The comparison of arteries between the LI group

and the non- LI group [n(%) ]
MAETE LI 0 (n=258)dF LI 4H(n=264) P14

T I A B 151(58.53)  201(76.14) < 0.001

T I B B 89(34.67)  155(58.71) < 0.001
B 44(49.44)  47(30.32)

b B 18(20.22) 32(20.65)
R 15(16.85) 17(10.97)
PH 2 12(13.48) 59(38.06)

R M AEAE 38(14.73) 63(23.86) 0.008
TATIMAS T 24(63.16) 50(79.37) 0.075
TATME A 14(36.84) 36(57.14) 0.109

BRI 6(15.79) 5(7.94)
BB A 3(7.89) 7(11.11)
R 1(2.63) 5(7.94)
[GES 4(10.53) 19(30.16)

% R IAESE 75(29.07)  113(42.80) 0.001
FAEMA L 59(78.67) 91(80.53) 0.755
TATMAE A 34(45.33) 70(61.95) 0.025

B 12(16.00)  30(26.55)
BB AE 8(10.67) 9(7.96)

W 7(9.33) 16(14.16)
P4 %E 7(9.33) 15(13.27)

FEIMAEBES 91 9] (80.53% ), WiZH 2 i) b8 LS it
2225 (P > 0.05) ; LI A H A I 5T A 575 34 )
(45.33%), AE LI 41 & I 53 4 148 B 2= 70 44l
(61.95%) , iz )22 5 BHA G X (P = 0.025),
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IR ZE B IR A5 Ry FL R LA LA S A FEATLA o o o]
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LI G R Z I Tede k. W — ik, Ll 5
R AAE T LM AE 34T X AR I RESE ML PT REAAAE—
FE AL ZAL

Fisher 9] RI42HH  JEAET A 1 L1 BEYY & 90
LR NBKI R BT AR AR OCT LI 5N
AR B BRAE AR A T B R 2 ARHE
TR, A 58.33% 0 & A I A AT AT 3
P 34.67% M B FH G IFA TR M A, XM
BEH A= 1 e TR ZE AR AR, XS L LI AR
H A MR, KT M BESR R & T
i, K2z mab Tl FUE (P = 0.052) , ST M4k
AR IR THE TR M 45 (P < 0.001) , X ¥4
IR AT BEE Kope s e A= e AR SR , AN LT 4
YIS, R ZE e LT AR ZRIRHLE], SR
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WFFE L5 W , LL AL 5 AT 1048 BEH A i 48 e A% &
AR AR TR LT4H (P < 0.05) , LT ZH gk v
FEFE e 22 5 VERRARBE 835 1 LB R 24 B ATl L
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