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[# ZE] HH HHIIEE A SCHISET A2(Lp-PLA2) K-5 /5 P9 3h ik A BE Bt B i A0 G, 459 Lp-PLA2 BE & WL
T A M 2 e R N B RO AR SR B I RS AR, AR BEE 2017 4F 1 A %2019 4F 12 A S RHTEELL X
Bt 22 N RHE I g B 1 1 3G 2 v 3247 H 2 184 491, 473k 3 CT I A% ( CTA) & 5%, 1 vp K o 3 Jik sk 3L i 30 ik o =00 02 e 4
(=50%) /B35 102 BRI, CTA IEH B35 82 il B, I 4117 % 43 HE i 2L 4R ( HRMRI) Ao 25, #e B S P TR 50
H 3 AT BEYLAH (52 1)) RS BEERZH (50 1)) s ARHEBEPRIR B B AR 4SR5 8 ZRE RARAE A8 54 0058 5358 54T 1l A
21 (48 ) FAE AT M AL (54 B]) . WoHE BT A S8 38 — PO R BTt 388 o ol B e 78 W2 Bt 3 A ) il v Lp-PLA2 /KPR
SPSS 20. 0 FAFHATEAE /3BT, MRHREAE SR A1 B SR ¢ B30 B X K5, R S0 IRAUAH HE 50 4 Lp-PLA2 7K
- I [ (198, 1+59. 85) F1(130. 22+59. 35) ng/ml, P<0. 05 ] ; 55 5E BB A o, AN E BEE 4 Lp-PLA2 /K- B E 3 =
[ (227.32+45.89) F1 (172.29+47.97) ng/ml, P<0.05], SALIME H 5 FTAL M H Lp-PLA2 KFEF LT #E X
[ (208.27+36.58) Fl(211.54£57. 18) ng/ml, P>0.05] . 7E o7 4% Il 45 41 5 J9E 53 4F i A 2 v, oo B s 41 5 AR e 3 s 41
Lp-PLA2 /KF-22 B35 o 45 it 2 2 U [ T AT A 4 (210.92+54.01) F1(212. 67+91.06) ng/ml, P>0. 05; 3 57 4T Il % 4H .
(207. 58+65.23) F(209. 36+50. 36) ng/ml, P>0. 057, £Z5it HET HRMRI BHAfA M AERS o 583 5 P 30 o 6 A 1k B e b
BYEEAT b 03 Lp-PLA2 7K 5 /51 4 2 ook HE A AL BEB 10 A0 M 5 20 4038 DT AE G | 2R K FT RE )R DA 51 9 20 Bk oks 16 4 Ak
BEYAR E R 5 2 B Pk ) AR )
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Association of intracranial atherosclerotic plaques with lipoprotein-related phos-
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[ Abstract] Objective To analyze the relationship between lipoprotein-associated phospholipase A2 ( Lp-PLA2) and intracranial
arterial atherosclerotic plaques in order to investigate whether Lp-PLA2 can be a clinical marker for predicting the properties of the
plaques for the elderly with stroke. Methods A total of 184 elderly patients with ischemic stroke diagnosed in our hospital from January
2017 to December 2019 were enrolled in this study. According to the results of head and neck CT angiography (CTA), 102 of them
with moderate or severe middle cerebral artery or basilar artery stenosis ( =50% ) were assigned into the experimental group, and the
other 82 with normal CTA results into the control group. High-resolution MRI ( HRMRI) examination was performed for the patients
from the experimental group, and then they were divided into unstable plaque subgroup (n=152) and stable plaque group (n=50).
Based on whether the target blood vessel of the plaque source was a responsible blood vessel for neurological symptoms, they were also
assigned into responsible vascular subgroup (n=48) and non-responsible vascular subgroup (n=54). The general clinical data of all
patients were collected, and the serum Lp-PLA2 level was measured by enzyme-linked immunosorbent assay ( ELISA). SPSS statistics
20. 0 was used for statistical analysis. Data comparison between two groups was perfomed using ¢ test or X” test depending on data
type. Results The Lp-PLA2 level was significantly higher in the experimental group than the control group [ ( 198.1+59.85) wvs
(130.22+59.35) ng/ml, P<0.05], and in the unstable plaque subgroup than the stable plaque subgroup [ (227.32+45.89) wvs
(172.29+47.97) ng/ml, P<0.05]. But there was no statistical difference in the level between the responsible vascular subgroup and
non-responsible vascular subgroup [ (208.27+36.58) vs (211.54+57.18) ng/ml, P>0.05]. In the patients from the responsible
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vascular subgroup, no obvious difference was seen in the level between those with stable and those with unstable plaques [ (210.92+54.01)

vs (212.67+91.06) ng/ml, P>0.05]. Similar result was observed in the patients with stable and those with unstable plaques from the
non-responsible vascular subgroup [ (207. 58+65.23) vs (209. 36+50.36) ng/ml, P>0.05]. Conclusion Based on the characteristics
of intracranial atherosclerotic plaques identified by HRMRI, serum Lp-PLA2 level is closely associated with the stability and vulnerability

of the plaques, and may be regarded as an important marker in assessment of the stability and vulnerability of plaques in the future.
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184 i, AAAFRHE: (1) 4545 2014 45 rf [ 2Pk sl
PEGZE R e M5 (2) & ek A 7 LUIE S
(3) 4 >60 % . HEERPRUE: (1) 3F 2l Ik ok B BE AL
ARG 5 (2) O PRPEAS AR5 (3) S8 Kk i a5 W JE
(4) IS kB 5 (5) & JF th ek A v (6) 7k
LR 1% ( magnetic resonance imaging, MRI) 5 2%
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1.2.2 CT A& M HRMRI ¥ty ABE )5 i f
E1T CT MAEER (CT angiography , CTA ) A AR
CTA R 255 M v 20 ik 5 56 i 3 ok v o B2 e
(=50%) # ¥EAT HRMRI K548, (1) HRMRI £ 4 i,
B EHE (A A I b 3 ok sl 5 i 2l ok v o 8 %
A BRI P St ; TR] s A 2 XU A i v 3 ik
HREEPAE R e R AE L R, ARRE AR E e 7S e 4
B, (2)%A k. 7E 3.0T MRI(GE) I, R H
8 18 2k Wl #E AT R M v 2 Jok 5RO 30 bk OB 4 BeA T
HRMRI kit , B56, = 4625 [a) QBRI i 4 1 48 g
BATRARA B AR R, R B B AR 048, [F]IHFE il
B AR AL T L APEAT T S 4 3 021 T HRMRI
HFHE(TIWL, T2WI, PDWI) 5 S8 ) , Ft ik 0 S 4L 1ot 1
i (0. 1 mmol/kg) 17 TIWI 35474, (3) IR
Br. 1 2 24 @ A0 s8R R R 200 7 457 91
UL TR BT, R BUR R —50) o

1.2.3  BEPPERAERME (1) BEIA
(TIWI F1 T2WI 2155, TIWI Asfh) ; (2) 3 fk
BEHE(TIWI M5 AL ) 5 (3) IR Z4BEHL (TIWI F1
T2WI IRZME 5 ) . DAL A5 4R 3 WL R 5 5
fEZ M,

1.2.4 48k R¥E CTA KA LE R, Kk o)
JIKBCEE IS Bl Dk v B B (=50% ) JE A 102 45143k
B9, CTA 1EH B3 82 X IR, AR#E HRMRI
R 25 L B FOR B0 41 7 S A Fae BE bl
(52 i) Fife e BEHLAL (50 1)) 5 AR His B Bk U5 1) H
P L 2 75 A i 2 RARAE () 54T 1058 43 R B2 AT I
UL (48 ) FEE ST M 4 (54 B1]) 5 SAT M A 21
AATE BEPURFRE BEPLE & 24 B, AE TR MG 40
HAREBEHE 28 7] Fa g B 26 i,

1.2.5 7 Lp-PLA2 /KPRl SRAE R =3 15 4b
JEB KM 2 ml, 1 500 %%/min 2.0 10 min, W& 3
W, PR R A2 Lp-PLA2 57 &, 2R JH BB 4
JZE M BRI I Lp-PLA2 7K,
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1.3 HitFERE

KM SPSS 20. 0 Geit B AT 8l b, 1
PR AR 22 (2 +s) Fon, 2 HIE) L BCR T
g THECFORHH IR (A 533 R RX K,
P<0.05 H2ESRAGERE X

2 & R

2.1 2HFBE—MEMER

RIGAH 102 1], Horr Bk 68 5, 2% 34 1] 41
61~88(68.6+14.6) %, X} HE 4 82 fi], H: b 1
43 9], Lk 39 Bl AR IS 62~78(67.4+15.8) %, 2 4
PR S AR 22 R oG L (P>0.05) . fEiREn
H AERGEREA 52 ] FRE BEHRA 50 ] B AT A
éﬂ 48 ) AETHALIMAE 4 54 B, TEIETHT M 4+,
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Table 1

Comparison of clinical data between unstable plaque

and stable plaques groups

Unstable plaque  Stable plaques

Item P value

(n=52) (n =50)
Age(years, x+s) 71.07x15.17 67.81x14.45  0.269
Gender [n(%) ] 0.834 0.835

Male 34(65.38) 34(68.00)

Female 18(34.62) 16(32.00)
Hypertension [ n(%) ] 0.473

Yes 39(75.00) 41(82.00)

No 13(25.00) 9(18.00)

Coronary heart disease[ n(%) | 0.322

Yes 22(42.31) 27(54.00)

No 30(57.69) 23(46.00)

Diabetes mellitus [ n(%) | 0.627

Yes 12(23.08) 9(18.00)

No 40(76.92) 41(82.00)

Smoking[ n(%) | 0.512

Yes 39(75.00) 34(68.00)

No 13(25.00) 16(32.00)
TG(mmol/L, x+s) 1.4420.05 1.4420.4 0.6%4
TC(mmol/L, xts) 4.39+0.24 4.42+0.32 0.134
HDL-C(mmol/L, x+s) 1. 12+0.08 1. 120.06 0.912
LDL-C(mmol/L, x+s) 2.72+0.55 2.7320.45 0.675
VLDL(mmol/L, x+s) 0.81x0.09 0. 82+0.05 0. 884

TG triglyceride; TC: total cholesterol; HDL-C: high-density lipoprotein
cholesterol ; LDL-C; low-density lipoprotein cholesterol; VLDL-C: very-low

density lipoprotein cholesterol.

®2 RAENEASERENEABEFRRIRLER
Table 2 Comparison of clinical data between responsible

vascular and non-responsible vascular groups

Responsible  Non-responsible
Item vascular vascular P value
(n=48) (n =54)
Age(years, xts) 70. 83+14. 96 67.94+14.71 0.329
Gender [n(%) ] 0.834
Male 33(68.75) 35(64.81)
Female 15(31.25) 19(35.19)
Hypertension [ n(%) ] 0. 1438
Yes 41(85.42) 39(72.22)
No 7(14.58) 15(27.78)
Coronary heart disease[ n(%) ] 0.843
Yes 24(50.00) 25(46.30)
No 24(50. 00) 29(53.70)
Diabetes mellitus [n(%) ] 0.220
Yes 7(14.58) 14(25.93)
No 41(85.42) 40(74.07)
Smoking[n(%) ] 0.277
Yes 37(77.08) 36(66.67)
No 11(22.91) 18(33.33)
TG (mmol/L, x+s) 1. 44+0. 06 1.43+0. 06 0. 139
TC(mmol/LL, %) 4.4120.31 4.4320.27  0.637
HDL-C(mmol/L, x+s) 1. 12+0. 06 1. 11£0. 05 0.471
LDL-C(mmol/L, x+s) 2.70+0. 35 2.74+0.43 0.59%
VLDL(mmol/L, x+s) 0.82+0. 10 0.82+0. 08 0. 858

TG triglyceride; TC: total cholesterol; HDL-C: high-density lipoprotein
cholesterol; LDL-C; low-density lipoprotein cholesterol; VLDL-C: very-

low density lipoprotein cholesterol.

2.2 I Lp-PLA2 K FESHRIEFRHX &

X RE 2 Lp-PLA2 7K (130.22+59.35) ng/ml,
IRIGZH (198.1£59.85) ng/ml, 22 3 A it 5 X
(P<0.05) ;Fa5E BEH4H Lp-PLA2 /K- (172.29+47.97)
ng/ml, A Fa & B B 40 (227.32+45.89) ng/ml, %
SH G L (P<0.05) ; 54T 45 2H Lp-PLA2
JK 3 (208.27 +36.58) ng/ml, dF 3% AT 1L & 4
(211. 54£57. 18) ng/ml , 7 G IH2#E L (P>0.05)

FETAT ML A rh, R BEHe 41 5 R Fa i BiE Bk
24 Lp-PLA2 JK °F 73 Jil] 2 (210. 92 + 54.01 ) ng/ml
F1(212.67 +91.06) ng/ml, 2 53 T 4 it 2% = X
(P>0.05) s FEAETHAT A 4+ v BEb 4 5 AR
BEPLA Lp-PLA2 7K1 4330 2 (207. 58 £65. 23 ) ng/ml
F1(209.36 +50.36) ng/ml, 2% 53 4 it % X
(P>0.05),
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T Ak AT %, TRl 2 B0 Lp-PLA2 JRAE 5200 h Jhk ik
FEBEHAR E PR, e BEH 2, B A S B A P A il A
R R AT LB BRI S5 AR SN B0 ik KRR
Bl Ik S A4 S ko o SRR F1 5 B 2H 21 2400 55 v LA
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il T A0 i P g ik ot A 4= 28 M R A (L RE 2 B
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Hel R E R
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AT B RIBRE : (1) ARBEFE A NFEE D &

KA MIAEAR R EGETHER L ; (2) ATt =
MRI 555 B 2127 A6 A 22 [ 1 %) LU AIE S, 3
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