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[ E] B HiTHAIRLEFRASLFLZEZ3(PTX3) JEE QM LB A2(Lp-PLA2) Al 33 3) Bk # 4F
RACTEARR AL B IE, ik ML 2015 4 1 A £ 2017 4 12 A £ KR4 2 WA 409 & b 8 do bk i 25 P
B 56 BV A VLR R BB B AR AR 4 B SO BIAVE AT IR 2 AR S AT R AT B R A B e SRR
BBk A PTX3  Lp-PLA2 897K F, Fo#k 2 20 fo ik PTX3  Lp-PLA2 /K & 31 3 bk R B o B8 B (IMT) 3% B | 5
Ye PEEBRERBE, SAFIHIRAF PTX3 Lp-PLA2 1k B B A4 ) %7 5 Bk 35 AR AR AC iR AR 5T 69 4 T AL, 48
B W i PTX3 Lp-PLA2 K-F 2% & TR (P<0.05) , Sk IMT 34 B se3k T EEBEFH B RERF
BT AR (P<0.05) . # 3Bk AR F B4 PTX3, Lp-PLA2 %l 49 R A /A % 4 89.29% 77.36% , A 2 & F
PTX3(73.21% 71.69% ) \Lp-PLA2(69.64% 67.92% ) % 28 2h bk A& 7 (80. 36% .76.42% ) #4 & pkab ] 5 £ (39 P<
0.05)., ROC W4 27, kA2 B & & T @4 (AUC) 24 0.789, PTX3 4l 45 AUC % 0.764, Lp-PLA2 4|
8 AUC 4 0.776, mBA4aml 69 AUC % 0.909, £ A 4 FHL(P<0.05), &it  FH A & b ik PTX3,
Lp-PLA2 4 f& 45 2 3% 42 & 3h bk i AF RRAL fsi A% 03575 0 R A Ao e A 5
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[ ABSTRACT] Aim To investigate the diagnostic value of carotid ultrasonography combined with serum pentraxin 3
(PTX3) and lipoprotein-associated phospholipase A2 (Lp-PLA2) in atherosclerotic cerebral infarction. Methods 56
patients with acute ischemic stroke treated in neurology department of our hospital from January 2015 to December 2017
were randomly selected as observation group, and 50 healthy persons who underwent physical examination in our hospital
during the same period were selected as control group.  Carotid ultrasonography was performed in both groups, and venous
blood was collected to detect PTX3 and Lp-PLA2 levels. The serum levels of PTX3 and Lp-PLA2 and the detection rates
of carotid intima-media thickness (IMT) thickening, plaque and moderate to severe stenosis were compared between the
two groups.  The diagnostic value of carotid ultrasonography, PTX3, Lp-PLA2 alone and in combination for atherosclerotic
cerebral infarction was analyzed. Results The serum levels of PTX3 and Lp-PLA2 in the observation group were sig-
nificantly higher than those in the control group (P<0.05), and the detection rates of carotid IMT thickening, plaque and
moderate to severe stenosis were significantly higher than those in the control group (P<0.05). The sensitivity and accu-
racy of carotid ultrasonography combined with PTX3 and Lp-PLA2 were 89.29% and 77.36% , which were significantly
higher than those of PTX3 (73.21% , 71.69% ) , Lp-PLA2 (69.64% , 67.92% ) and carotid ultrasonography (80.36% ,
76.42% ) with alone detecting (all P<0.05). ROC curve showed that the area under curve (AUC) of carotid ultra-
sonography was 0.789, AUC of PTX3 was 0. 764, AUC of Lp-PLA2 was 0. 776, and AUC of combined detection was
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0.909; The difference was statistically significant ( P<0.05).

Conclusion Carotid ultrasonography combined with

serum PTX3 and Lp-PLA2 detection can significantly improve the sensitivity and accuracy for diagnosis of atherosclerotic

cerebral infarction.
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Table 1. Comparison of general data between the two groups

W H WMEEH (n=56) X HL(n=50)
EE (%) 59.4%8.5 57.3+7.4
WHHLBI(% ) ] 34(60.71) 30(60.00)
ZPE[HI(%) ] 22(39.29) 20(40.00)
F L B (% ) ] 29(51.79) 23(46.00)
WEPRIE (% ) ] 19(33.93) 15(30.00)
R IAE [ (% ) ] 36(64.28) 30(60.00)
W AR (% ) ] 21(37.50) 16(32.00)
PRI (% ) ] 17(30.36) 13(26.00)
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;O BRI,

pami (1) PN BEE T WAE LR E
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FERBFEIATH W, Foh fioas F= 0 A WA vE . E% o
Fooh ko g B, B &K, IMT<1.0 mm, 35 fik 3%
BRI E L. 1.0 mm<IMT<1.5 mm, ¥
WM E % IMT>1.5 mm 5 77 30 fk 3 B 58 b 38 42
TR, e 2 o T W o B R R R, B T A R AL
W3 B An A, MRAE R I IR 9 N BB AL B DA
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BHED IR EZRI K. ARHNEFZHEF
RAERFEE ;6B AWM EF LY A, o
RS, REME AR N LR ERRSE, I
B Ji Wy F AR L 3% B bR ) W An v AR BB LR B A F
GHFATH B R RE 0% ~49% 5 7 F 3% .
50% ~69% ; E JE % :70% ~99% ; Wl % :100% .
FrE#sr Rt & w2 Ak &0 M F A E R SAT
fr g,

MEREFNK KB HE R B ERLEE
B B E # ko 5 mL, 2L 3 000 r/min %% 20 min,
K& B, ELISA 34 PTX3  Lp-PLA2
AR & BT E A R BOE TR F R,
PRGBS AT R E, A E AR (1) PTX3>
2.17 pg/L P #; (2) Lp-PLA2>43.5 ng/L % [H
Y5 (3) FATH & B . U 3h fik 2 7= PTX3 7 Lp-
PLA2 (& 1 AN FH M ) ] 2 0 BH M
1.4 SitEHZE

f# F SPSS 20. 0 % 1 2 A B 48, H B H R
A% R AR LR ERF 7Rl it ERREA x
+s TN, AE LR KA 0, A ZRKF TR
fE B % ( receiver operating characteristic, ROC ) ¥ f
LSRR M, T E & T AR (area

R2. 2HAMBFREMFTNRBEERILE

under curve, AUC), P<0.05 & = % 7 H % it ¥
B,

2 % R

2.1 23 PTX3,Lp-PLA2 7KEFNFEN Rk IMT BEHR
R EEREN HELE

T ML AR A, E AL %) PTX3 |, Lp-PLA2 7K
FREE TR, 225 A G FE L (P<0.05)
FES B K FH A A v, SR ZH G IMT Y8 B rp
HEPER R B m T RA, ERA51 7
B (P<0.05;3%2),
2.2 AE®NFES B LR

PTX3 FRAASIN Y R 73.21% , FE S FE N
70.00% , HEHHFR N 71. 69% , Lp-PLA2 B k6 i 52
BRORE | F 5 BE | UER R0 51 R 69. 64% L 66. 00% |
67.92% , S5 kR A B MU I R AR R e B AR
RO H 80.36% \72.00% \76. 42% . s bk
G PTX3  Lp-PLA2 ¥ (“FATER G ), REE N
89.29% 455K 64.00% , HERHFE N 77.36% , H:
rh R B TR bR (R 3) .

Table 2. Comparison of the results of serological examination and carotid ultrasonography between two groups

2 H PTX3( pg/L) Lp-PLA2(pg/L) IMTIAE[HI(% )]  BER[HI(%)]  PEEREEH(%)]
WMELLH (n=56) 2.28+0. 14" 56.40%5. 69° 45(80.35)" 42(75.00)" 9(16.07)"

X HEZH (n=50) 2.01£0.21 41.60+4.43 11(22.00) 15(30.00) 2(4.00)

a i P<0.05, 55X RAAH L,

£ 3. REKNFEISHREE LR

Table 3. Comparison of diagnostic efficiency of different detection methods

I T C I £ TC OB U R A A
PTX3 41 15 35 15 73.21(41/56)  70.00(35/50) 71.69(76/106) 0.732 0.700 0.432
Lp-PLA2 39 17 33 17 69.64(39/56)  66.00(33/50) 67.92(72/106) 0.696 0.660 0.356
Bk 45 14 36 11 80.36(45/56)  72.00(36/50) 76.42(81/106) 0.763 0.766 0.524
PTG 50 18 32 6 89.29(50/56)  64.00(32/50) 77.36(82/106) 0.735 0.842 0.533

2.3 ROC HZ& a1

ROC 1 £ 7~ , 300 3l ik 75 K &5 /9 AUC H
0.789,PTX3 Killl i AUC 4 0. 764 , Lp-PLA2 K& f)
AUC 4 0.776 ,FATECE KM Y AUC 24 0. 909, P47
B Al 2 W e R (6 4 BT 1)

3o #

FRASE AL 18 A ik ) I 98 (36 RO AN R M 2 21 % A
a5 I R AP A AR, G 3 S DAL 2 i sl ok e R B s G
b BHLIE | M A P 7 w2 BHL 2, AT 3 S50K T o
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4. BIUGMFIE SN ROC B AUC
Table 4. AUC comparison of single detection and joint de-
tection on ROC

Aoy vk AUC  FrifEiR 95% CI

IS ik e 0.789  0.25 0.744 ~0.843
PTX3 0.764  0.28 0.710 ~0. 811
Lp-PLA2 0.776  0.31 0.722 ~0. 839
FATES 0.909 0.18 0.865 ~0.927

0.2 — Lp-PLA2
— PTX3
FATEES
— HFBKEBE
0.0 i . | L
0.0 0.2 0.4 0.6 0.8 1.0

1452 E

B 1. RE®MFER ROC HZk
Figure 1. ROC curves of different detection methods
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I,
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AR Y AR K DR o8 BRE B A £ 2 i A 3 ] A AT LA
S 72 A P8 R < 5 s N i e U 1 R i =
BERAS (AT B BT & A Bl ko R
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AR S Sl kR A A 0 B v 1 8 E SRR | 4 YR 1
IR R Gy T ARG W R ALY
PTX3 Lp-PLA2 /KF- I 2 = TXT A, 22 R A 4i it
RN (P<0.05), #—2 ROC 73 &3 PTX3 H
MG Y SO N 73.21% , HERIEE R 71.69% |, Lp-
PLA2 B A I 28 A80RE | o 96 2R 43 501 4 69. 64%
67.92% , 271 PTX3 Lp-PLA2 7E 3 ik ok R i 1k i 4
T A —E W e, B R BUEA &, RS S
FHF iz,

B I A ) 3 R R 2 KB | i 3
GFRUUE B ; M 5 AE K F 434, BE#E MBI & e
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i AT O BIR E AT A T A0 T, B8 8 S8l K2 W Ak
fie, WAVFRLER BN, TS KHEF A PTX3  Lp-
PLA2 i &b & £ /5 1 R S (89. 29% ) FHER %
(77.36% ) , R BX A K2 W7 1 AUC 4 0. 909, 1
3 T S h kol A AR A (0. 789) \PTX3 (0. 764)
1 Lp-PLA2(0.776) IS — A I (1) AUC, $&7R A
SN FKFIEAL , Re A A58 /=0 88 7 A6 I fr) 1 i
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