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[ E] B8y 2 BRI B BE 8 A SC B JE B A2 (lipoprotein-associated phospholipase A2, Lp-PLA2) /K5 1145 4
B DyRe Kk ik Z R OC R o 3% s CHEAE ot BE R R 25— B I R B st 12 114 163 461) 2 TRUAl PR s 8 2 (g (91 9 e, >R L
HICH G0 L 52 K Lp-PLA2 7K, 32 TGRS Sk 3K 300 5 B2 R P FE L5 8K (reactive hyperemia index, RHI) LIFFAd
I P 2 D RE 38 3 KA f4 53 % (pulse wave velocity , PWV )52 Bl ik st , 78T Lp-PLA2 7K 145 P9 B2 T i K sh bk
ZIAIAHSCHE . G55 7 2 BB ARG 2B v, PEBE Lp-PLA2 K F-Th i RHLZ B FEAIL (r=-0.23, P < 0.01) , Ifif Lp-PLA2 5 PWV 2.
[ET DU TE 8 AH G (=013, P=0.17) o ifE—25 ZICZPE N /0T R B, BEIE T AR M) A% B B 2R IR B2 B Ak 2T 2 T
WA B A o 6 B A TR R, Lp-PLA2 AR SR J& RHT 1A 37 AH G R 2 (B=-0.231, P=0.027) . £5i8: ML 3K Lp-PLA2 /K -k il 5 2
R PTG 2 RO R £ IS N B D RE Y P4 B
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Association of lipoprotein - associated phospholipase A2 levels with vascular endothelial
function and arterial elasticity in type 2 diabetes mellitus

CUI Huanhuan'?, FAN Hongqi*

'Department of Endocrinology, the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029;
*Department of Endocrinology , Wuxi Huishan District People’s Hospital , Wuxi 214000, China

[Abstract] Objective: To investigate the relationship between lipoprotein - associated phospholipase A2 (Lp - PLA2) levels and
vascular endothelial function and arterial elasticity in type 2 diabetes mellitus (T2DM ) patients. Methods: A total of 163 individuals
with T2DM who were admitted to the First Affiliated Hospital of Nanjing Medical University were enrolled. Latex scattering
immunoturbidimetric assay was used to determine plasma Lp-PLA2 levels. Noninvasive peripheral arterial tone measurement (PAT)
was performed to evaluated endothelial function by reative hyperemia index (RHI) , and pulse wave velocity (PWV) were used to
determine the arterial elasticity. Results: In T2DM patients, the vascular endothelial function index (RHI) gradually decreased with the
increase of LP-PLA2 level (r=—0.23, P <0.01) , whereas there is no significant correlation between Lp-PLA2 and PWV (r=0.13, P=
0.17). Further multiple linear regression analysis showed that Lp-PLA2 remained as an independent factor for RHI after adjusting for
age, gender, LDL-cholesterol , glycosylated hemoglobin, smoking , and body mass index (8=—-0.231, P=0.027). Conclusion: Plasma Lp-
PLA2 may be a suitable surrogate marker for evaluation of vascular endothelial function.
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W B THREZSTHL , 2 S FAE SEME PP A OG0 1L A8 O
JRE HE R — D OCHERLH o PR, PR PR o I
BT RAE R IR AT R, A P B2 D RE B PEAS
BB ERL IS N B AN B A L5 B S RE
[Fi) Fof s B A 90 10048 T A4 PR S A B L R R SR
SETIRE . NV PN K I RERIA AT BE R R A O
IN=; -2 -2 -2 3 1 AT b ke =5 N ES
A SR A Tt i 5 7 W PR B8 28 O AT LA P B
IRER TS

g & F HH & W% B8 B A2 (lipoprotein - associated
phospholipase A2, Lp-PLA2) & i i 5 1% i 1
T 22— AR A i S AR 5 K A 1 , P Il
PR E 20 T 4 SR AR AR i Bl
ik e RERE AL BEER  Lp-PLA2 23k L3, 3 HAE 5
DESRETAENR A B VR A0 P o a5 . Lp-PLA2 R KR
SRR AR 2 F P A ARG , 2R IR S IE R
J3t, G I D W 0 P S A U0 5 S IR, O T A 2
RS ks AR RE AL /E T o PG, H T Lp-PLA2 8
AR PR R A RV BT, A A TS 52
R I A PA) R A DRI P o (— A L N B R -1 0L
f 2R -2 ZH AR LV i BOS 0) 45 ) L Lp-PLA2 AL
R 5 A= 72 AR A A . HETSC T Lp-
PLA2 55 I8 A K DI RE S5 1M A8 2R 28 22 ) 5C 2R 0 il
53l HAFTEGN

FLTF Lp-PLA2 YA 957 Ja 'k B A O L A8 R
I Th OO Z2 A G IE |, A F 5T UL 2 BB
PR 8, 3 FH 2 S0 Bl ik 5K 5 I %€ (periph-
eral arterial tonometry , PAT ) P-4k IfiL 45 4 2 DI RE , #]
AARVS Lp-PLA2 5 1L N Bz D RE B gl Bk i =2 1]
HIRR

1 XN&MFAE

1.1 %

FLWCEE 2017 4F 12 A —2018 4F 9 H a1 78 1
BB — B 2 e PN o1 I R e 1) 2 DB PR
B 163 ], Hrh B 114 4], 4E I (57+12) %, &
49 B, 0% (62£13) % BEIRIE HIZ Wi A5 & 1999 48
WHO FRUE" . A58 8 1 7 5t BB K5 — s
PR e PR A A0 B By S, i ;R AT R
12 %

JITA R Y B v ARER IS W RS IR
TR K I A7 2B A S SE IR AR bR A o L Lp-
PLA2 BRI J5 32 A e L TR i Leh v iR &k
Lp-PLA2 #0355 & (Fg 50 /R 2 AR I E AR A BR A

Al) o ARG BB ST T e 2R AR A R, 15 IR
AR, 35 HT PAT ¥ (b 5t B8 = R A RS 7]
Endo-PAT2000 JCYIfil 5 P B T BEISWT R 5¢) , ad i
XoF L 2 J 47 R I A 3t 7 RELURIY 717 /5 722 Ak 3R A5 s
I PE 7T 148 %8 (reactive hyperemia index, RHI) /E 4
PR N B DI REIRA I TE AR . B T BRI A% ik
i (pulse wave velocity, PW V)PP Sh ke
1.3 %itFEak

FIE A %R 4 R SPSS13.0 G HR A itk A7 45
ot THE ORI DA B bR ZE (3 £ ) 3R, 3T
BOrrkR PR (7 23458 87, RHIAY S0 PR 3R R
FHZ2 TCLAE [R5 73 A , AN ) 25 8] 1) i PR 8 6 L R
FH e K5, Lp-PLA2 5 RHI 2 PWV 2Z [8] (g AH & 43
Bk FHHCR L AR RS 70 A0 BB B 5 i A7
Kl , P < 0.05 2R BA G .

2 # R

2.1 —R&lG R T

Fi G 2 501 5% 1) A8 5 PR 1 T 349 A Oy
(10.49+8.44 )47  SE-H44F % 4 (58.53+12.79) %/, (B
BRI B, KR 1 39.9% , TR Y 31.3%,
BHREZTLWEE, AIFEMERH 5 54.6%
(#£1),

x1 BEIGKIER

Table 1 Clinical characteristics of the patients

Il RAE B EY¢IEN

R (A X = 5) 10.49 + 8.44
TR (R 7+ 5) 58.53 +12.79
BMI(kg/m*,x +5) 25.19 + 3.62
WA [n(%) ] 65(39.9)
L [n(%) ] 51(31.3)
I (Br) 114/49
i [n (%) ] 89(54.6)
Wi HE (mmHg, % + 5) 132.80 + 21.33
F#F9KE (mmHg, % + 5) 77.99 + 13.58
AAFENR (3 £ 5)

JEE [ A (mmol/LL) 4.62+1.34

{14 BE NG 2 A [ % (mmol /L) 2.99 +0.88

25 W 1B (mmol/L) 7.09 + 1.78

OGTT 2 h IfiLAfE (mmol/L.) 17.11 +3.74

AL M2 2 1 (%) 8.69 + 2.07

Lp-PLA2(ng/mL) 233.22 + 120.62
MLV (X £ 5)

RHI 1.70 £ 0.43

PWV (em/s) 1 669.82 + 336.64
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2.2 RFEIKF Lp-PLA2 5F RHI & PWV #) % ")

Pl Lp-PLA2 KP4 2H , BHH 4 200 ng/mL (IR
B IEH S % <200 ng/mL) , 45 5 @R, Lp-PLA2
FHiE 20 (=200 ng/ml) B AE I KT Lp-PLA2 I
W (P=0.03) . Lp-PLA2 JHEZH A RHIK -/ Lp
-PLA2 IE# # (P=0.004) ; Lp-PLA2 Jh R 419 PWV /K
SERT Lp-PLA2 IE# 41 (P=0.02) , Lp-PLA2 JiEn4H
) 2 L A 200 R I NP K S 55 T Lp-PLA2
IEH 4 (P<0.05) . W4l a2 | ik &35 X
(body mass index , BMI) MAE 2SR I B S5 2 h
K% HbA Te K R WA 2 22 5 (R 2) o

2.3 Lp-PLA2 5 RHI & PWV Z Ja] & 48 % M 4547
Pearson A 5& 04T ik 78 , Lp-PLA2 5 RHI 5 £ A
*(r=-0.23,P < 0.01,E 1A) ,Lp-PLA2 5 PWV 2 |i]
JeA A (7=0.13,P=0.17, K 1B) ,
24 RHI®a A X6 % A& )2 50
ZICZENE RIE /AT A B, ZEREIE T 4R % PRSI |
VK %% B JIg 85 1 IH [ 8 (low density lipoprotein choles-
terol, LDL-C) \B¥AL M1 85 1 WA | e 46 & BMI
LB G N E S, Lp-PLA2 HKSR S RHT (9t <7 41
X % (B=-0.231, P=0.027, % 3) , Ifii Lp-PLA2 55
PWV Z [A] A G

R2 AEAEBEIGKE LR

Table 2 Comparison of the clinical data according to Lp-PLA2 concentration (x£s)

Il RHERE Lp-PLA2 T} 540 (n=62) Lp-PLA2 IE# 41 (n=101) ¢l P
WA (4F) 10.65 +9.78 10.14 + 6.79 <0.01 0.12
AR (%) 61.56 + 12.94 56.69 + 11.81 0.58 0.03
BMI(kg/m) 25.70 + 3.16 25.20 + 4.19 0.29 0.46
2 B % (mmol/L) 471 £1.51 474 £1.24 0.54 0.75
A28 5 B 2 A AH T (mmol /1) 3.05£0.84 3.09 +0.91 0.78 0.78
25 MHE (mmol/L) 7.04 +1.64 6.88 + 1.63 0.90 0.55
OGTT 2 h Ifi 4 (mmol/L) 17.38 +3.57 16.67 = 3.25 0.46 0.26
BRI (%) 9.05 +2.21 8.71 = 1.99 0.55 0.39
e I (mmHg) 138.16 + 21.84 132.82 + 14.26 0.40 0.11
#7 k% (mmHg) 79.68 + 14.82 78.39 + 13.27 0.50 0.61
RHI 1.59 +0.39 1.80 + 0.40 0.50 <0.01
PWV(cm/s) 175331 +338.76 1624.24 + 284.15 0.10 0.02
F AT (< 10°4~/1) 6.69 + 1.76 5.88 £ 1.76 2.58 0.01
FPERLER B TTEL (x10°4M/1) 404 +1.53 337 +1.53 2.45 0.02
M/ (x10°4~/1) 215.45 + 55.06 191.47 + 48.01 2.61 0.01
* ARG IES AR , S BT R I B AR EA T 50T o
A 354 B 3200 r=0.13
3]
25 2400 A
= 7 :
= s é 1 600
£
1 800 1
0.5
0 T T T | 0 T T T |
0 150 300 450 600 0 150 300 450 600

Lp-PLA2(ng/mL)
A:Lp-PLA2 5 RHIAHEESMHT s B: Lp-PLA2 5 PWV M 3T
E1 Lp-PLA25 RHIEPWV X ED T
Figure 1 Relationship between Lp-PLA2 and RHI or PWV

Lp-PLA2(ng/ml.)
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Table 3 Multiple linear regression analysis between RHI

and different convariates

RHI
BRNE o ke P
53] -0.092 0.094 0.390
AR -0.098 0.004 0.413
Lp-PLA2 -0.231 0.000 0.027
LDL-C 0.017 0.051 0.875
HbAlc -0.145 0.020 0.167
BMI -0.147 0.009 0.096
W2 A S -0.026 0.130 0.820
e = -0.098 0.087 0.348

3 %W i

W PR 2 7™ B T N JSAgRR (18 e, O
M58 1 A St v T AR M PR R, DR e 3
RSO I o S AR 1 & AR R R T U M L, Lp-
PLA2 J& A AR PR SROEAR B, BRTH
5 Lp-PLA2 5 1 48 R0 H 2 M 45 P B2 TR = ] 5%
RIWFTER D o R Bl K Dk 8 % 1% 5 3 BE (baP-
WV S22 e 3 Jik s Ao Al AL 38 1 T S b o ARAE
I8 URAERE DR BB SR T Lp-PLA2 5 RHI &
PWV Z ][R, Z55H R FERSIE T ARG R I
FJi . Lp-PLA2 /3R 5 1l 8 4 B Dy g s RHI 2Z 1]
S UIASE 15 145 SAE RS AR PWV 22 (8] T G d A
Felk o % T IMAE PN Rz T B A R PR s RO I
I BAE IR BT — R E , AR as ik — 25
F & T Lp-PLA2 YA 92454007 , I S MR R AR
O IS I A A R B Bl TR AR BT 1) T TR

A6 T 145 P Bz Zh g i ARAS I 5 2% 2 22
FELLT LA 25 1R ARR 28T BEh ik ik, BV ia
b B S K A T A A D Tk DI RE (flow-medi-
ated dilation, FMD ) >R 3F-A% ML 45 N FZ D16 . FMD 2:
RN AR TR o R E & Lol H R Tk HERR 2
T EREE R 2 05 | A PR A B S I AN 2 T IR
FERE 55 2 B, Sk 5 £ BRAH B | X N
R I A8 P B T BE ) A, (HX ANy i T e
EEIAT, R AR, P R O R B, B
ARAMESERZ 5 55 3 B, 3 4 B2 52 4B IR b a4
PR R TS P T (— SR AR 3R -2 N R R -
155 R PEAS IS P B T 6E  (H X e % 42 A4 ) [
TR I AR S R AR B R DK A B S
D2 T A B, H AR BR TR BY Bt L 7RI IR
A TR UR I 5 5 4 Bl PAT B5 1744 RHT, 1% 7 %

B A] H A ey O M A AR R Ry T 45
s B Z B R K EM , ILAEAK , SE[E Mayo B
9% Framingham 598 25 3 W7, 38 ] PAT ¥ 3R 15
() RHT A DAk i A5 P K2 D e HAT 3 19 2R B0 A
R,

AWFSE 8 Lp-PLA2 5 RHI 22 [i] 5 £ A 56 56
2, B AR IE T 4R 2R \LDL-C \HbA lc W AR |
WA i B BMI 45 28 i1 i 487 PN Bz DR se il IR & )
Lp-PLA2 KSR 5 RHIAHSG . HETXT Lp-PLA2 51l
BN IRE X R D, BRI At
FE W~ , Lp-PLA2 AJ BB i W R AE AR T 1M 45
PR T BE A , B Lp-PLA2 AKE 25 , LA P 14310 48
S S5 I P 1 LA P R S R B T g
ARAFFREE AL L I, =R BE Y Lp-PLA2 fE A 3 7K
SR AL | PR 20 e R It INBREE  T FZR
r R 20 R ot /N R A SR S B BLAA
W ARIE RS A pr ™ B, ARWFFE 45 b
WE—ARUE T Lp-PLA2 W] fig 23 i W R AE A T
A N R D Re R

RS2 [A) 22 B0 A i 9 45 R — B0 2
KOEA R R G, A5 I AR & B Lp-PLA2 5 PWV
ZE B A e o 1 Tkonomidis 48 W 5T 45 3 R,
Lp-PLA2 5 PWV 2 IEAHC, 5 8130 ik A v 5
(CIMT) 2 IE A5G . Tritakis 25 298 o , £ bl
Lp-PLA2 FH &, PWV 2 3800 ARG E 50T
Lp-PLA2 5 1145 26 8 (RHI.PWV ) 22 [a] () 6 R I &
B, FERE ARG fE R I R 5, Lp-PLA2 5 RHI BH {2 A
O, M5 PWV Z ) ] TG B AR e FRATTHEN Lp-
PLA2 5 PWV Jg B I AH DG i 7 R T B A 1 - DA
WA 1 KA B G R Re KAE, iR AE & 2 Lp
-PLA2 5 PWV Z[A] [ AH DG ; @R I & 227, RHI
S P S Ao T AR R 5 PR Y 2 ] ) B — 3
s B I 45 P B2 4B (A DI RE , T PWV I IR fr e 1 A5 R
SLPE 500 A R PO 857 1 LA I T e % DDA G
A, Lp-PLA2 7K -5 RHIAH G5 PWV JC B A
K, IXPRAS— B0 G FT Rl 55 PRl I A5 2R 78 )
BCFERHAS [FI A G s DI PN Kz Dy e 19 /2 sl ik ik i
BB Ak O I A0 A R Bl P T I 7R R 5L T o
S I KR R A O I 5758 s 1 A v I R AR RRAE
A 2 7 B ik s R Ab 00 4 5 R P Y & A e )R
5P A5 BT AN TR) 5 (OREAE 55 35 2 98 & 3, INLAE DY 2
21 T BE A5 475 5 - Vi WL 200 6 483 40 Bt A v A
FIEASTR], 045 A B 20 B DR A T 1l 7 B e PN 2,
MU N B8 ZE LIS T — e R E R BRI AT HL
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il 578 A EARAC R Y AN AR ST A
WL UESE Lp-PLA2 55 P | R 4 i A i /M i %k
HEUIMG . 26 LIRSCHR AR 2558, A ERE
i R A2 R i A R Y, RS IE AR S fE B R e
Lp-PLA2 518 N B DI RE UIAHDC -5 1 487 st C
WA . SR IEAHEWT , Lp-PLA2 AT AW R R
Bk FERE L Co M A B AR R A

P R 224 PG B R, Lp-PLA2 K- 2 ik
T 2 O WU sh Bk B AR E RS (B S 2k
WIAREFE 85 AT f5 O DI RE IR S I L T 6 . (AR —
PERYIE B JACC — RS 40 A 91 428 17| 3234 () WF
SR B R, Lp-PLA2 15 PE 5 O UESE IAsrh 45 3
B ok oA A AP O A8 S T I A S
FERR e PRI O s B 2R Dk 25 A 1E B T SR Y
— I T30 I PRt & B>, FRAIC Lp-PLA2 J1- 3% A7
R A AN B By Ko A A AL PO A AR AR . AR
Z WG\ R , PWV 2 3 ik ok A A £b Az I 79 4 b
WE” , J2 ol ks BE R AL P O 1M 45 = 1 B9 o A T30
FRES Ht, FR 2 RS Rt — A UE T AR
LR Lp-PLA2 1] BB 145 3 PWV Z [H] TG PH 2
M, TEIR IR, DR 2 RS Tl A
AR THE o BEAE © 2 AE 78 S DK ok R R AL O 1L
BRSO R, TR T Lp-PLA2 5§
PWV Z A ELIEER R o

AR RHT A8 02 To O 58 N B2 D e PEAl i ]
SEAEAS (AR A T A8 B 0, XK A 3 S gl A A 2
SRS BRAE R, AN 7 B 7525 P& Bt Sl IR i AT
W E )2 IR (H R 2K Lp-PLA2 7KF- A
XPRRE , HAG ARy 8, Al Ui bs A B ]
Ko o ASHIF 5T R 78 2 BUBE PRI R 7, Lp-PLA2
5 RHIBYIAHE . K Lp-PLA2 A5 524F y 2 Sk R
o EE O LA I R E R L T At ) e S PR A, DT
SR R RO S I R RE B IR SR A T AT
fidr TH, 5K, 75245 Ih i, HATA ¢ Lp-PLA2
5518 A R D RE B sh AR S R AN 2, HLAE
FEATRA G 5 — T ETARAEA TR,
H ARG B A AN ) B A At R o
IINBRIRY T T SEEEANHIE , 3 B R AR T RE S X AT S
SER R, PR, T BRI PR R A
HIBETERFIE E— 4559 Lp-PLA2 /K- 5.0 1 45 2 50
KAk RERE AL O A 4 22 TRl A R R
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