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B A28 dn i Lp-PLA2 AR -F A&k, B TR A de i Lp-PLA2 KT 5 RAE& T Ry 2 EHME (r=0.270,P <
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Relationship Between Different Kinds of Leukoaraiosis, Stability of Carotid Athero-

sclerosis Plaque and Serum Lp-PLA2
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[ ABSTRACT ] Aim  To investigate the relativity of different kinds of leukoaraiosis (LA) , stability of carotid athero-
sclerosis plaque and serum Lp-PLA2. Methods All LA patients were divided into three groups according to their
brain MRI; periventricular type group, subcortical type group and mixed type group.  Carotid atherosclerosis plaques were
detected by carotid artery ultrasonography and divided into stable palques and vulnerable plaques by their ultrasonographic
images. Plaque score was calculated with crouses method.  Serum Lp-PLA2 concentration was detected by acid hydroly-
sis of the substrate color method. Results  Among the three groups, there were no statistically significant differences
in the items including age, gender, blood pressure, glucose, low density lipoprotein and uric acid.  The positive rates of
carotid atherosclerosis plaque of subcortical type group and mixed type group were both absolutely higher than those of
periventricular type group (P <0.01). There were marked difference of serum Lp-PLA2 concentration between each
group (P <0.05). Serum Lp-PLA2 concentration of subcortical type group was the highest and serum Lp-PLA2 concen-
tration of periventricular type group was the lowest.  Serum Lp-PLA2 concentration of subcortical type group was postively
corelated to the scores of their vulnerable plaque (r=0.270, P <0.05). Conclusions Serum Lp-PLA2 may be re-
lated to instability of carotid atherosclerosis plaque and can cause plaque rupture through imflammatory mechanisms, which

plays an importment role in the process of occurence and development of LA of subcortical type group.
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% 9 5 B AARE (leukoaraiosis , LA ) 42 H 22 Fi R
7 R PR B e SR Y — 2E 5, S b R
INFIZRERR G AMARSF AT R G, F B iR s A
), LA I 73y finias ol RS R o MR G 8L, G T
ANIFIZERL LA GRS R 3R K A B, H i i sk = 3
A A et DL B =R R B o Y
LA 58kl PR BE A RE HEAOC . kAl
AFER T, S8l Kok REAE AL BEDRAS R V-5 1M i i 2
FIAHDCBEAR T A2 (lipoprotein-associated phospholipase
A2, Lp-PLA2) KT EEHE G, Lp-PLA2 |42 43 TR
T MEh ks RERE (L RE R rh , 2215 T Sl ikt A AL
BEHLAIE B SRS E , B Lp-PLA2 Al A1 s ki 7=
o AT LA S R A S 1 & R {H Lp-PLA2
TEAFIZEEY LA 35 2Z 18] (4 22 55 B HLAE 08l Dk oo Ao
REALBESRANTEE P P VR AN e AT il . AW B
TEARVT LA N [FIZERE B3 kit e i A SR A A2 1
FHE) Lp-PLA2 = BYARICHE, Wil RAT £ P78
fefit—EHdE

1 X&MAE

1.1 #ARSH

AR fE 2007 45 12 F ~2009 4 1 A £k &%
208 ], Nt 3 B 734 4 K Sk 3 4R R & (magnetic
resonance imaging, MRI) % & # % 7 LA, H ¥ F 123
i, 861 ~87 &, F167.8 +6.8 ¥ ;4 85 i, 4
64~88 % F69.1 =8 1%, #%N\I%H kM MRI
EAHHZH . REABERD LR TAA BREA
A, MERBEARA6R F|, L4 F 41 4], F# 64 ~87
B F369.8+7.8 %427 64 ~87 ¥, T
68.1+8.3 % FRTA4 66 1], 5% 35, F4#
61 ~86 %, F370.3£6.5 % ;%4 31 ], 4 # 65 ~88
BFHTA 271 8, BARA T4, LFE 47
i, 862 ~87 &, FH169.8 +7.8 ¥ ;4 27 i, 4
65~88 %, F369.8+8.1 %,

F1. ZHEBEERZIEKRER

Table 1. Clinical base charicteristics of the three groups

1.2 SkAR MRI 46

A 9] 34T 35 U MRI(GE A8 ,1. 5T WA &
BEAER) T RAE IS AT LA B2 AR o R HE
PRARVEUA A Y BT, # BB Sk A MR B RUH AR %
o,
1.3 FzhpkEERN

& Al Logq500 AL %€ % & & # 7 0,5 ~ 10 MHz
LR L, Tk BEML, KM, ke i\ B0, 1R
A A X, AR AL SR E 2 X1 em X
2em A X H AN HE XA em B FEIT,
T kAT X o kR R E—
M EFEGEERNGRNE Z &M, KW F R
H A E P HEE Z (intima-media thickness, IMT) =
0.13 cm, 35 F 3EH AR 4 3k (BK 7 0 & 9K S B9 98
R AL BE B 0 B oK B A A ) 43 B % A BN B B K
Mo, MAEHFE B R, T3 Bkos AR L B B
Y N N 7 g W B
e MRS TR R,
1.4 IMi% Lp-PLA2 7K F4&i

B N4 P13 T N E 2 RiF R = 8 3 34
JE # ki 2 mL, 2 & L & - 80C 1R fF, KAB A
LR 4 B % F Lp-PLA2 ik 7 £ # Cayman USA
N E AR AR B 0404741,
1.5 SHit=ZEHiE

HERB U v +s 7, S A HHLBRXA £
W& 7 08 (7 £ 8 LSD 3% . 7 # 1 57 8t XA
Tamhane’s 3% ) ; 7 41 1+ & ¥ £ 89 48 % 1 K F Pearson
MM R OTE, P<0.05 HERHFITFEE L,

2 # R

2.1 B&IERTRLLER

SYUBRE AR VRS v R R
M (low density lipoprotein, LDL) Fl Il bR fig 7K ¥ Jr
T 22 S g S BHATT (R 1) .

ni H i = JE B AU 4H (n = 68) J2 N RIZH (n =66) RERIH (n=74) P{E

2 () 41727 35/31 47/27 >0.05
W (S 68.4+8.5 70.9 6.8 69.6 8.2 >0.05
o I 5 (3] 54(79.41% ) 51(77.27% ) 54(72.97% ) >0.05
185 ( mmol/L) 6.92 £1.41 6.68 £1.34 6.88 £1.54 >0. 05
LDL( mmol/L) 5.85 +£0.98 6.04 £0.92 5.34 £0.85 >0.05
PRI (mmol/L) 0.43 £0.32 0.39 £0.40 0.40 0. 30 >0.05
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2.2 IEhBREREATEHRRA S LR
B o Y 20 FIE A R0 1 B B AR 0 5 i & ]
U IH BN (P <0.01), B2 5~ Y20 AR 4 A4 Ja]

PR 2ZR TG THE L (P>0.05;32)

R 2. ZHLA BEDHPOREREUBERRS LR (v £5)

2.3 ZHH LA B2EIMF Lp-PLA2 KFELE

I LA BRI Lp-PLA2 7K P9 9 LA X 47 i
EMEZEF (P <0.05) , T F RIS Lp-PLA2 7K
T, 02 R FE R ZHL ML T Lp-PLA2 ZKEAR (6 3)

Table 2. Comparison of carotid atherosclerosis plaque of LA patients in the three groups(x +s)

7 A BEYe (1) e MR AFEPEBEIAR Y
iy 2 J5) P U ZH (n = 68) 37 1.28 +1.49 1.84+1.98
SR HIZH (n = 66) 50 2.33 +2.25 5.38 £4.55°
REMA (n=74) 54 2.40 £2.01% 5.41 +4.24"

ah P<0.01, 5 JE BIRA ;b b P<0.01, 58 5T T R4,

3. ZH LA BEIE Lp-PLA2 KFELLR (v £5)
Table 3. Comparison of serum Lp-PLA2 concentration of

LA patients in the three groups(x +s)
9 @

I3 Lp-PLA2( pg/L)

Ji%i 2z ] R 4H (n = 68) 10.90 £1.73
Fe BRI (n =66) 18.91 +1.45"
BEMMH (n=74) 18.30 £1. 65

a J P <0.001, 5068 BRI LbEs ;b o P <0.05, 5525 R RIZH HLER

2.4 BRI IR D S 1MiF Lp-PLA2 7K FEHIHE X%
5 1T

=R H M Lp-PLA2 554 & 1 B B FL43
AHXHE(P >0.05) , Fili 2 J8] [ 78 20 FR & 7 41 8 3
ML Lp-PLA2 5N F2 0 4 B B FH 43 2 8] JCAH 56 1
(P>0.05),F it F RIZH B E Lp-PLA2 5 A%
EVEBE B AL A S E A 2E (r = 0.270, P <0.05; %
4),

F* 4. ZAFBBERAS 5 ME Lp-PLA2 /K FHIHE K54

Table 4. Correlation analysis between carotid artery plaque scores and serum Lp-PLA2 concentration in the three groups

Lp-PLA2 5F0E Bk Lp-PLA2 5 RFa e Mtk

gy 4

r P r P
ity 2 J&) Pl B ZH (n = 68 ) -0.031 0. 804 -0.131 0. 287
B2 IR A4 (n =66) -0.097 0. 530 0.270 0. 028
REME (n=74) -0.079 0.504 0.052 0. 657

LA 20 & K #2825 Hachinski %527 T 1987
SRR R I — A AR E L WEARTE TR =
JE L K> B9 [0 e DX P 5 ) R T8 P B TR BB
FORERAE ST AR MR AR i 2 S LR S L A
o7 il A AR 5 0 A R A R HE K LA 43 i == R
FE 7 2 BRI A 8L, Miki 25 AR LA (9
P PR T2 Bk 1 5k 1 Ry IR A I A AR RN 4 21
B FEAK ,fyiﬂjﬁﬂ?&lﬁéﬁﬂﬂ@iﬁﬁo Jiménez %miﬂ
R B BT B E S B Ik N RS TR BB LA L /I
5 B AL A A T i s G T LA
FLREEMLA] , Saba 25 ST MR LA A9 ™ 58 HE AN
BRI R A b 2 A Ok s o — D O R

I 1A S5 A ) -5 90 ok ok e B A B ke BR )
WIS, 735 B v ) i o 25 2 il 3 5
AR SR R B Altaf 55 WS R H8h kAR
TEPEBEBUAT LA 9 728 3 Fl R /N S U O, X — &
PAR/R T AR ZEPE A BEBE S ATRES S T LA /Y
Kt R AR BRI S AR A | i 4 e A ML
AtFE—L U,

PN IR o = SN 4D S Vo )
THE U P4E, [R]F fy 4 25 S 30 kORI 58 1 5 AR 4T
BEJSAJE 5 SC k ptaf, ATTE U 27 28 5) 5240 5
17T A2 3 L S L 3 R D58 T i 2 T ) o 3 A
ZIA] W i S R, ABRE B3 A BE B 32 TN IR
HE: Bl KB TL S5 DN MR DA B B A R
hkAE AL 590 5y Ik S B A K 3908l ok e A A% T B4
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el i 10 5 S S LA S B, AT A SR 1 Lt
FEAR M 3 il 0 A 3 [ o e B D i i s g 2
BRERS (5 1 BT I B A | A 2R K b I 7 A
IO P G o A4 R A M s ) T 10 5 o 0 3 B T
THEBUERR, AR SS R A, T BARS
RIL] LA 19350 50 ok o A 08 Ak B0E B B 2 5 B 888 3 M
FJRFER LA XS 57 T RURNR A A LA 53i8)
Jok e B £k B He (9 A 6 PE v RE T & 1, 3T AR Y
MRC NI RE A 2 W58 R AL 5 il - MR K
FE BB , X 3 2 [X 35l 17 21 2090 B % R G5l 4R
()5 F A I Y , B B BT T i b i) 11 5 ke 48 ]
B0 i e 7 A /N O D o = W LA N N
&S A M A OC, SAE T A AL
RS AT ABR A A WAL AR 26 ALY LA 7T R
FUAAS TR Y e By R 2%, DXL I 96 7 36 86 o AH N A T
NGE

i 25 % i 7657 9 A B 2 R N B A 43 T AR
ST TR LA BGHT 0 BUR AR A e e | I AF
KA A8 AR 1 B e 1 24 0] 9 il AR T
Ty e v I ) Bk 2 Sl RO R
BEHCE &R B, AR MR A b i B 5 TR, s
T3 TADREDRE FI1— 26 {12 358 1 470 J0 17%) 2 58, T 3800 58 I
VAT RN K % T B B R I A, Sy Rt e [R] £ 2 A 4R
BT HTFIE R -5, AR5, B BT B AR
B BUZH AN TR B B FH 43 3 i = S T 2 B 3 0
PR 251 ) BRI RERE AL BB AR E A LA, U HIE B
iR LA RA R RTREEEZENEM, [
At B 7% ok B2 TR AR LA R 3 1 290 50 bk ok e A Ak B
By T e i R B R RG) Be 9

Lp-PLA2 JEBENRHEG A2 #8400 0 b, i Lp-
PLA2 J&—Fh W40 it Pk A , 25 1 A BE o LDL
AR, 5 T 4 RE P F A B ™ KA TRA TR
SEAF ST B, Lp-PLA2 e 0o 1l 38 s F ik & A=
(RS AN ) Lp-PLA2 #IA 25 sh kol A ff
FEIE 8, DR I A Lp-PLA2 14 30 ik s 6 i Ak B B
5P R e BEHerh JLT-C Lp-PLA2, T A
TR B0 e 11 6 2T A4 W AN IR P A% O X A7 7E K
Lp-PLA2 , 7 Ho A A 0 41 it 2 v 1k & 9 o] BE Xt
P RE R E R SERY . MEAEER A Lp-
PLA2 it 5 LDL i 85 F 45 &, 8 B e M alots
FEREALVERR 26 1, B B 4N iR E i ik A e, =
S ahilbkoks B AL BE TR 1, I TR 4 B A 3 B R B
BIASPE  WFFEHEI Lp-PLA2 1k %) — & 4H 5 Wk B fig
Sl R AE ., /N I A BEIR, T B LAUS

Wright 25 2 BF5E & 31 Lp-PLA2 /K FHy4E & &
P LA SN, ARBFSEH LA 502 3 FOR[HE
45 R BIME Lp-PLA2 7K P7E R B F A LA
FHrh A T E R LA R, XRR R
T LA B3 F RIS LA FR A0 29 3 Jok ks R s b BT
AR E YRR, PTRESE 3 Fl LA o B4 8 f5 W Y [ 422
PE7s TR RS LA B0k R Y LA J8 % Al RE
%, W 5 AEAE 20 300 IOk o) e B A B e il 20, gk —
AR RIGRE R0 A, R, R 908 I
AT REAE B A LA &R kR R — A AL
i, AWFSEE T Lp-PLA2 /K 5 %4 & M F A a8
PEBEFR 43 22 18] 19 AH OGP 43, S8 B2 T L4
Lp-PLA2 7K V- 5 35 5y [k AN R o 1k B B B 43 52 TE AR
X, PE—EAEB T Lp-PLA2 78 £ 3h Jik s R A8 AL BE B
1) 40 1 r S 380 B e A AR T [ A P — R R
FET R A LA 2 Kk A 3008 Ik o) FE A A BE B 24
PR I =1 B 5 fE AR

ZELRTIR AR BoR T R R LA 55igh
Jok ks e A AL B B i N A2 PR A LS Lp-PLA2 7K
FEAE— 7 A G 5 RAE BN AT RE 2 B T T &L LA
KA KRB —AEEHLE, AT s I %
FIR LA RS A LA 17 Lp-PLA2 5 R b
BEPRAT TOAH G 2 75 55 SR AL B A i KN
K AR IR A BIBEGE
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