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[ ABSTRACT ] Aim  To investigate the relationship between serum phospholipid transfer protein ( PLTP) activity
levels and severity of coronary artery lesions in patients with coronary heart disease ( CHD). Methods 202 patients
with chest pain were recruited in the Xishan People’ s Hospital of Wuxi from June 2015 to June 2016, and these patients
were divided into two groups based on coronary angiography ( CHD group and non-CHD group). PLTP activity was meas-
ured with an assay kit, and the severity of coronary artery disease assessed by Gensini score was analyzed. Results
PLTP activity levels and Gensini score in CHD group were significantly higher than that in non-CHD group (90.3 (67 ~
118) mg/dL vs 77.4 (54.6~103.3) mg/dL, P<0.05; 29(8~48) vs 2(0~6), P<0.001). PLTP activity levels and
Gensini score were higher in patients aged 70~79 years old,male and diabetes than patients aged 60~ 69 years old, female
and non-diabetes. Multiple linear regression analysis showed that PLTP activity levels were predictor for Gensini score
after adjusting for the other risk factors (Beta=0.356, P<0.001). ROC curve was for PLTP activity levels to detect CHD
patients with upper Gensini score quartile, and the area under the curve was 0.749( P<0.001). Conclusion Serum

PLTP activity levels were predictive for the severity of coronary artery lesions in patients with CHD.
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1.1 #RIFH

2015 4 6 F £ 2016 46 F 8, T4 W9 L A
R B B o 8 BT ON 2 B R B 202 ], £ Rk
3 ki % K # A CHD E# 121 ], 4F CHD A #
81 %1,
1.2 #NERE

CHD % W 47 o - 4R 3 ik 3 % AR A &k 3 Jik
E =50%, B W ARE . AR E AR B s
BEHEN(ZEME =7 mmol/L A E 2 h m4E=
11.1 mmol/L) . & 1L JE /& ¥ Wi Ar o « AR 8 BE £ &
(1 £ =140/90 mmHg) = & % IR 4 & 254
1.3 HERARE

FREREMER R AR R F EHEA R
WL | Pk 98 B A ko
1.4 PLTP &K F 4

BRI R A BT EY B E Ay PLTP & M € 7 %,
ERA I F B A T R ALK A & W € PLTP & &
( Cardiovascular Targets Inc., New York, NY, USA) .
3pLiE S R R —-RBEF, 528 LM
b, PLTP & M 2 09 & 5+ R B K 3.3%+0.5%, % 1

X8 A 1~7 pL i, R 2 KO ATE 0y 8% g
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TR B ik AR g E <25%1t 1 4,26% ~50% 1t
24 ,51% ~75% 1t 4 4,76% ~90% it 8 4,91% ~
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A EERXPIREH S, EEL L4, MEH0.5
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B, R R R R A XA, Mk 08 K A
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FI ROC #% ., P<0.05 v ZRAELZITFE X, KA
SPSS19.0 4t i1 %k 14 4k 3
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81 1l WL B AR I8 A Sl A AR B 8 55 A
1o ML B PR DL R S22 K 0 445 SR (L4
JLEF | £F 2 25 [ R B i g /K7 ) TG 22 5% (P>
0.05), CHD @& PLTP %14 /KF-F1 Gensini ¥4
5 TR CHD A& (P<0.05;% 1),

25 BT AN RV AR % B S R 56 T B8 IR
5 B PLTP i ME/K 5 Gensini ¥E4r 2557, 451 8
7N 70~79 % B E PLTP iEME/KF-Fl Gensini 1143 1
FET 69 % KLITHEE (P<0.05) ; B E PLTP
G KA Gensini PF50 3% & T L& (P<
0.05) ; BRI & PLTP 1% PE /K F Gensini ¥4
3 T AR IR B (P<0.05;K 2)
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WK L 2 5 TG B L (P=0.051;383)
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Table 1. Comparison of clinical data of the subjects between
the CHD and non-CHD group

AR 45‘35; fﬁ o f‘) P
R HI(%) ] 0.535

<69 ¥ 37(45.7) 46(38.0)

70~79 % 31(38.3) 51(42.1)

80~89 % 13(16.0) 24(19.8)
FBHLHI(%) ] 46(56.8) 73(60.3) 0.616
IR FFEE (kg/m?) 24.13+1.96 24.13+2.41  0.893
WAR (%) ] 38(46.9) 68(56.2) 0.195

Hith =1 (mmol/L) 2.31(1.70~2.92) 2.17(1.69~2.84) 0.779
S B (mmol /1) 4.67(4.06~5.31) 4.68(4.16~5.23) 0.512
(NS H (mmol /L) 3.26(2.85~3.68) 3.43(2.79~3.80) 0.949
IS E M (mmol/L) 1.12(0.94~1.35) 1.15(0.94~1.37) 0.608

WLEF ( pmol /1) 78(68~88) 76(66~89)  0.571
FYEE A (mg/dL)  300(257~345)  298(260~367)  0.796
BRI (%) ] 23(28.4) 43(35.5) 0.362
R ML [ 41 ( %) ] 49(60.5) 82(67.8) 0.289
PLTP #&1 (mg/dL)  77.4(54.6~103.3) 90.3(67~118) 0.005
Gensini ¥4 2(0~6) 29(8~48)  <0.001

xR 2. Ff 5 SHERFZE R X PLTP i& 47K F R Gensini
ST HIF 00
Table 2. The influence of the difference of age, gender and

diabetes on serum PLTP activity and Gensini score

ESES n PLTP &M (mg/dL) Gensini PE43
AR
<69 % 46 76.7(61.9~100.3) 16(0~42)
70~79 % 51 93.9(73.4~126.0)"  35(14~56)"
80~90 % 24 97.6(63.0~123.8) 37(25~48)
el
Bk 73 102.5(71.7~124.3)"  37(5~55)"
g/ 48 82.4(65.1~94.3) 18(3~36)
WEPR IR
= 43 107.9(82.3~126.3)°  44(27~67)°
w 78  83.7(62.8~103.0) 21(4~41)

a i P<0.05,5<69 % B LB ;b N P<0.05, 5B i c N
P<0.05, 5AEHE PR R E LA,

3. AEBRFEKFEZH CHD £E PLTP B 4K FER
Gensini ¥4

Table 3. Comparison of serum PLTP activity and Gensini
score among the CHD patients with different coronary
artery disease count
gy 4 n
BSOS 26

PLTP &M (mg/dL) Gensini 1147
87.3(66.8~106.9)  17.5(2.3~36.2)
WRAELH 33 86.3(61.4~118.0) 28.0(10.0~53.0)
=YRAEA 62 101.5(88.2~120.0) 49.5(33.5~79.0)°

a A P<0.05, 58228 4 M SO AR AT HL R

2.3 CHD 23 PLTP i& 14K T 5 Gensini #4518
KO

s B 278 CHD 41 % PLTP W& K5
Gensini W43 il IE A5G (r=0.538, P<0.001; & 1),
E—25 0 A Y M ) A S B AR R TR AR
PLTP WA A PRI K o L 905 40 A 22 88 4 1k [l )
B AT &I PLTP 161K Gensini 7153 i
FX (Beta=0.356, P=0.000), HAf 7 T F iR Gk
HE (K4 .

2001 r=0.538, P<0.001
175}
o
150}
o
<R1 251 ° o
<100t °
2
[5}
15}
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B 1. Mm% PLTP &4 7KF5 Gensini #4548 X 547

Figure 1. The correlation between PLTP activity levels and

Gensini score

% 4. CHD £& .0 M E B E & Xt Gensini T4 £ EZ& 4
VASIHT (n=121)
Table 4. Multiple linear regression analysis of cardiovascular

risk factors for Gensini score in the CHD patients(n=121)

A E[R7N(i I G R (Y P
B 0.176 0.054 0.520
PERica 5.864 0.085 0.313
IREFREL 2.183 0.154 0.061
2 KA 7.289 0.107 0.202
15 1ML -0.994 -0.014 0.872
BRI 11.442 0.161 0.308
R EREA -4.003 -0.088 0.175
PLTP 0.319 0.356 0.000

2.4 IiF PLTP i& MK EX CHD BE B IK 3N BkTE
TEERERNMNE

4 CHD B % (n=121) Gensini 143 VU 43137 43
JZ,ROC #iZe AT R I PLTP 106 1 100 /55 7Y 43
i Gensini PF43 8 % 2T AN 0.749 (P<0.001 ;
Kl2),
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Figure 2. Receiver operator characteristic (ROC) curve for
PLTP activity levels to detect CHD patients with upper

Gensini score quartile

3 1 i

AWFFEH 1L CHD 3% PLTP i PE/KF
F1 Gensini W43 34 8 25 THE CHD B3, il L
AR M ) B 2 756 I 0 PR F8 3 1% PLTP
PR S Gensini ¥E43, AT & B &84 L 5 1 LA b
PRI A PLTP 15 MKV f Gensini 53 341 B (i 7
Fi. CHD f# PLTP {% /K F5 Gensini W22 1]
AHG, 4278 PLTP 375 P 7K - 2 780 00 e AR 2l Jhoig 722 7™
R AR YR TE R

AERE REJRE WK | I OB R R S
CHD faf R 2, AWF5¢ % CHD 41 539E CHD 414
Fb, ity ERE WA | e I RO DR R B T S
FLABI A 8 T v, (H 22 52 TR 40 24 8 SO, FRATTHE, v]
REFH TR CHD 2 B3 JFE I # X IR 77
1E—3 CHD fal& R £

T T A 418U 2 /0 85% 1) CHD H& ik
it 65 21 ARBFFEH,70~79 ¥ HF PLTP 1%k
IKEFN Gensini PE43-48 69 % K VLT & Y0 B 7t
5, 2R PLTP 5P KE A Gensini W40 HLAT 6 14 4
1,5 CHD &t el —ak, e L)L H4
HL,ET CHD M TATIE 2 I R RN I W Fn s 21y
T )P 1) 2 5 — LA AR W F 5 ) R, d5c i
— T TR 12 AF A 5T s 55 1 AR O I A R
REER T AWFoE 88 BB HE PLTP

TG PEIKE S Gensini P03 828 & T8 #in
TP TEEAR B ks A8 AR B L Ao P N R

WFFEHE 7 PN B2 D) B A | SR Ab 17 S8R Tk 5 241K
PUARE CHD JRAS & A & e s Z A BRI
A5 S SRR SI Dk P e 40 6 4 7 38, i o 9 A R
= AN R R R B kSR AR R
T RPN B T RERE AT K B PR R R A )
M TEEAR SRR AE 1 BFSE & B PLTP 3[R A bk /N
BRI A5 PR 22 A I T8 T B8 A T S i S
I AERR RS R AR, M PLTP 357K
S T ) A AR R B, PLTP 5K
S vt 55 M R R R B R HR B A OC 1 AR
BB R B PLTP 15 PR 7K F1 Gensini BF43 BH
BT, AN PLTP ATHES 5 T AT A AL
PO Jo 28 0 JOk BRE e 1) T

ARBFFEE I PLTP {5 /KF 5 Gensini 4345
YIAIDE #2878 PLTP 35 P /K P &6 40 2 BE 1 S e 7
MAE N BESRVRIEMEFe A= FE B, HRR AT RE R E
W 4 i v 2235 PLTPY™)  PLTP 3G PEACEFH i T i 5
{555 200 A S 17 35 52 7, T SR 4 3R T R 6 A 1
AR s sk R BRI R R . 53 41, PLTP
FER AT LE A P ST XN 98 I DT R 3 96 K 41 i
JIRL T, U AR B N A 1 AR I 2% B AR A 1 2R
B, 0 T e v TR A A AR

2k LPTiR, CHD B 113 PLTP 3% MK F-fig il
DU SEEAR 20 Jik s 28 7 R B T AR BIF 5% 2 1 DR 1
WFFE REA D | DR A AR — o 9 i 22 5 Jm) BR 1
AR — IR
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