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[ ABSTRACT]

Coronary Heart Disease;

nary artery lesions in patients with coronary heart disease (CHD).

subjects were randomly selected to detect the severity of coronary artery lesions through coronary arteriography.

Proprotein Convertase Subtilisin/Kexin Type 9;

Lipoprotein(a) ;  Coro-

Aim To investigate the correlation between the levels of PCSK9 and Lp(a) and the severity of coro-

Methods 114 CHD patients and 78 healthy

We further

detected the levels of serum TC, TG, HDLC and LDLC by routine method, and detected the levels of serum PCSK9 and Lp

(a) via ELISA.
compared with control group (P<0.05).

Results

score and severity of coronary artery lesions.

(a), LDLC and TC in CHD groups, but had no significant relation with HDLC, TG, BMI and age.

SK9 levels were positively associated with Lp(a) levels in CHD patients.

correlated with the severity of coronary artery lesions.

i 5L R R 55 LS 9 (proprotein convertase sub-
tilisin/kexin type 9, PCSK9 ) J& ¥4 L. 5 ik v A9 26 9
AU, H LN LDLR \ APOER2  LRP1 Al
BACEL 41" FHTRFI i £ 192 PCSK9 3 i B fift
JFE M LDLR A ifii 9845 i B AR, PCSK9 AT LA
WA FF I gain of function 3 R 58 48 Jy 2 14 i [ i
LDLR FYAE J3, AT A5 il fig JT H 2 AR % 2 AR 45 F1 I
[& 5 (low density lipoprotein cholesterol , LDLC ) /N g

The levels of serum TC, LDLC, TG, PCSK9 and Lp(a) in CHD groups were increased
The levels of serum PCSK9 and Lp(a) had positive correlation with Gensini

In addition, the levels of serum PCSK9 showed a positive correlation with Lp

Conclusion PC-

Moreover, PCSK9 and Lp(a) were positively
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A1 AL ( Hitachi 7020, H A ) A& , PCSK9 #2 Lp(a) M|
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SK9 ELISA ik 7] & @1 AVISCERA BIOSCIENCE ( #
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1.5 Sitz4biE
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TeE U 9 ZH RIS B 2 A, 35 6 JE [ 5 H 9 =R

1 R 1 I It P i et L I K P
SEFIARRE MR O OB AF R PR EUE W R 1,
21 [a] M B PE 522 57 0 B 35 (P>0.05) |, TAF % 44
FHE%C. TC TG Ml LDLC %5 W ¥ 25 = A B &M (P<
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1L XRAFE O RANRRF LB (vs)
Table 1. Comparison of general information between control

group and coronary heart disease group(x+s)

moH SR (n=78) R4 (n=114)
/2 () 42/46 71/43

IR () 53.5+8.6 58.8+7.6"
BMI(kg/m?) 23.4x0.7 26.5+1.2°

H = (mmol/L) 1.72+0.35 2.54+0.67"
S BE (mmol /1) 4.37+1.1 5.71+0.84"
LDLC ( mmol/L) 2.9420.54 3.81+0.70°
HDLC( mmol/L) 1.21+0.21 1.45+0.37
Gensini F43(43) - 65.48+21.59

a Jy P<0.05, 5% B4 i,

22 BVRASIEEITERZAE PCSKI 5 Lp(a) KF

TEH XS R 78 AN, Horp B34k 42 4], PCSK9
KR 142+29.7 pe/L, Lp (a) /KFH 126 +33.3
mg/L; 2Pk 46 ] ,PCSK9 7K F-2h 117+23.1 we/L, Lp
(a) 7KK 108+17.8 mg/L, TeCo0i2H 114 1] 5%
Hdr 5 71 ], PCSK9 /KK 178+48.2 pe/L,Lp(a)
JKH 343+42.1 mg/L; 2 43 il , PCSK9 7KF 182+
28.1 wg/L,Lp(a) /KK 330+34.3 mg/L, LiLTE
X RRZH A 2 e i 2, U3 P PCSK9 1 Lp (a) /KF- 5
LR, Z R LRI FE X (P>0.05) LW
41 PCSK9 I Lp(a) K- S5XHRAL 8%, 22 A Gt
L (P<0.01;%£2),
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R 2. SHBBAFIE O HAH PCSK9 #0 Lp(a) kK FLb %
Table 2. Comparison of PCSK9 and Lp(a) concentrations

between control group and coronary heart disease group (x+

s)

B X BR2H TR

1=} S J E" ‘
I e (n=78) (n=114)
—— 1424297 178+48.2°
. 4 117423.1 182+28.1°
5 126+33.3 343+42.1°

Lp(: L

p(a) (mg/L) 108+17.8 330+34.3"

a } P<0.01, 5% A b4,

2.3 BMFABREZEIME PCSK9, Lp(a) KES5E R
PR TIEE R

134 PCSK9 /K5 Gensini P2 E IFAHE (r=
0.486,P<0.01) , Ifil#& Lp(a) 7KF5 Gensini P40
BEIEAX (r=0.571,P<0.001) ,

TR R AR B KR S M A e AR 4 34
B, B ML AE AR 2 24 B, Z2 57 LR AR 4L 56 il
5 S AR AR A A L, U I A8 A N £ S M A
WG AR A I3 PCSKO Lp(a) 840, PG o4 22 S 44 B
HEME(P<0.01;33)

3. FREER AR L T HE O R EF R ME PCSK9
Lp(a) KFLLE
Table 3. Comparison of PCSK9 and Lp(a) concentrations

in different coronary artery lesions patients(x+s)

F 4. BILEH PCSKY KES Lp(a) MEEERHHWEZE
BB K5 4
Table 4. Correlation analysis of PCSK9 and Lp (a) and

other common factors in coronary heart disease group

A E| PCSK9( mg/L)  Lp(a)(mg/L)
X HRZH (n=78) 131£26.5 120£29.2
AR AE (n=34) 138+22.9 177+34.0°
XU IR AE (n=24) 167+34.2" 285+17.6"b
LI MERAE (n=56)  201+25.8" 412+30.1"b

a k) P<0.01, 5XFIRAL LA b R P<0.05, 5 B 32 M R AR Fh A

2.4 BibiRZE PCSK9 KFEE Lp(a) FNEEF I E
R ZEIMHEEES T

L 4L 1ML PCSK9 /K5 Lp(a) \LDLC Fl
TC 2 iFAS, 5 HDLC TG . BMI FI4E {5 JCHA A ¢
PE(FR4),

3 % i

Sl R RERE Ab 355 28 B K, B 2 B0 LR 1t B3
S5 R —4ONES . FEARZ I fal KN ZEd, Lp
(a) —HEA M BRI 7, 1 PCSK9 W) &
B E O fE R R T

moH r{H P1H
Lp(a) 0.442 <0.01
LDLC 0.591 <0.001
HDLC 0.112 >0.05
TC 0.351 <0.05
TG 0.246 0.05
BMI 0.097 >0.05
RIS 0.058 >0.05

Lp(a) &—F&ity b5 27 4 B 5 ( plasminogen,
PLG) FOZEAE ELA 5 B R EPE RIS 55 1, Apo (a) J2&
Lp(a) MAMEMEZAS M, Lp(a) KV FEZ e
S TR IR A e S AR 2 S AR K, Wk B S L T
FE 0~ 1000 mg/L, Lp(a) B4 #2032 X HETARE
HE AT Lp(a) IUAE A2 2 TN B 3l ik o8 A 5 A & 26 1
ST FER R IR _EHERT 300 mg/L Lp(a) KF-
FE XA Lp(a) MUE, Lp(a) A RIKTEMEZ 254
I8 SRR S R T, W TS DD 25 W0 ok RIS Lp
(a) WeBE, R L FHRAERE Lp (a) M 25445 2 1 K 30
ik ok B A A B 36 AF 52 B — S TR [, PR A A
R R B O Lp (a) KB 2 T X R4,
H Lp(a) 7KF-5 54K 20 ks 42 AR $0 52 0] 5 AH Sk
X 5K F Hopewell 7' 25 BF5E 45 Al —3L

PCSK9 A LARE fige i 4t i 2% 1#0 ) LDLR | M1
A5 JHF JUE 355 53 i B T R B2 I, 5 205 B i JE , PCSK9
BT BT, A IR H ) PCSKO & (i
AL ATA RBEAR AR . 6 H i C A i h, O¢F i
W PCSK9 /K25 A K, 22 BT 1 v 114K
Tk T AR AR I vk AR R Oy T Y 22 5
PR, TEAWFSE T, ATH M Y PCSK9 K F 5
Zhu'* SR IE KA Y [ T Nekaies'® 254738, %
F Werner 5" 18

PCSK9 H 5w LA (14 I R (4 F , ZER# X LDLC
AR BT 2 NI LR, — R
i Lp(a) KN 55— AN J2 B3t I iR A7 v
PRERG 3G itk s B A A 58 N B AR G i
PCSK9 5 Lp(a) BYAHEM:, Nekaies'® ZERIF5 % FL,
2 BB R B T PCSK9 K F 15 Lp(a) IFAHX, —
H ORI TR DR R R I A e AR B R A, (H Rl
Yang % HRIE 78 DU N FEH 1A & B PCSK9 7K
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FIAERS JC I WA et | X BB 25 1 5 Werner 2510 2%
AL, 5 Zha 250N PCSK9 7K V-5 56000 2
PF 2 T I oA ek

Persson fffm] it il , TR 3% 2K R R IR 1.
i PCSK9 7KF-#1 LDLC /K  fHJ2 I AR FEAL Lp(a)
K- B A 4 PCSK9 B 5 BEHTLRZE R IR LDL-C 7K
SEf ] B SRR T Lp (a) 7KW Romagnuolo[ 14]
SEWFSE R L, I 40 B HepG2 i %635 LDLR Al {3
Lp(a) WA A% , i PCSK9 BE i F% /% LDLR J
/b HepG2 Xt Lp (a) Y486 HURI B fife | 3 A 1if IR 1
PCSK9 HLra PR REAR Lp (a) KP4 HE T —Fhw]
REVERE RS, I R % Lp (a) 244 T — AT REY
Ik,
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