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subtilisin/kexin 9, PCSK9)-5 gl [JkHiAEAE 1L (atherosclerosis , AS) FEAR AR IEHE , F7 3% X 351 141 T2DM B35 #1700 SR A S0 A
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75 PCSKO9 7K -5 T2DM H 311 #0538 ik Y H IFJEL R (carotid artery intima-media thickness, CIMT) 5 IEAH2E (P < 0.01) , 5 A%
SEIK(RCCA) AR (RCCA WE(E/ IR (PT) A SN Sk (RICA)PL ZEMISUEZ K (LCCA)PL ZMIZN ik (LICA) PLRICA FH
JIHE%(RI) \LCCA RI ZES S KR AAR S B AR 2 IEAH G (P < 0.05), 15 RCCAV, RCCA V,;, RCCA T, S48 bR 2 A K
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Correlation analysis between serum PCSK9 and the risk factors of atherosclerosis
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[Abstract] Objective:To study the correlation between serum proprotein convertase subtilisin/kexin 9(PCSK9) and the risk factors of
atherosclerosis (AS) in patients with type 2 diabetes mellitus (T2DM). Methods;Fasting blood samples were obtained from 351 T2DM
patients enrolled in the department of endocrinology and metabolism of Jiangsu Province Hospital between January 2011 to November
2011. History-taking, physical and biochemical examinations, and the severity of carotid artery and artery of lower extremity
atherosclerosis assessment were examined. Serum PCSK9 was measured with a sensitive and specific sandwich ELISA. Results: The level
of serum PCSK9 in patients with T2DM combined with AS was higher than that in T2DM patients without AS (P < 0.05). Besides,there
was also a positive correlation between serum PCSK9 and varied carotid AS related-index,such as RCCA inside diameter, RCCA PI,
RICA PI,LCCA PI,LICA PI,RICA RI,LCCA Rl(all P < 0.05). Furthermore,a negative association was found between the serum PCSK9
and RCCA V,,,,RCCA V,;,,RCCA T,,, in this population (all P < 0.05). Conclusion:The level of serum PCSK9 is strongly correlated
with several risk factors of AS. In combination with traditional risk factors of AS serum PCSK9 will provide more information for
predicting the presence of AS-related cardiovascular diseases.
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JSCFN K & ) R TR LR 4R A1) 2 1M ¥ A I [T P2 (total
cholesterol, TC) FII% % & g & 11 IH [5] B (low density
lipoprotein cholesterol, LDL-C) {9 3 =, e R
FIEE EE (high density lipoprotein cholesterol, HDL-C)
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Table 1 The main carotid color ultrasonography parameter of type 2 diabetes (X £5,n=313)

28 RCCA RICA LCCA LICA
M4% (mm) 6.7 =09 4.6 +0.6 6.5+0.8 4.6 0.6
Vo (m/s) 0.71 £ 0.21 0.56 £ 0.18 0.76 + 0.21 0.57 £ 0.16
Vain(m/s) 0.19 + 0.06 0.22 + 0.08 0.21 £ 0.07 0.23 £ 0.74
T (m/s) 0.33 £ 0.10 0.34 £ 0.11 0.35 +0.10 0.35 £0.13
Pl 1.61 £ 0.36 1.01 £0.25 1.64 + 1.24 0.98 + 0.26
RI 0.74 = 0.08 0.60 + 0.09 0.73 + 0.10 0.60 + 0.08

RCCA: S K ; RICA : A5 BN Bk ; LCCA : ZEMIBLE S ; LICA : 3 U5 N BIIK ;5 Vs MECHF S SRR UL LS 5 V- T T A S 1L 3703

JE 5 T g B TSP 5 ML 0 T BE 5 P WAL /IR WPEAE L5 RI: BELT 464

250.007
P <0.05

200.007
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100.004
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TODM A3F AS4L T2DM G AS 41
(n=119) (n=103)

MR BERR PR, IR EAEF 10 LR PR3 7R 75%H0 25%
FEL, BRI MR 95%H 5% KL,
B 1 T2DM &3 AS /A5 T2DM E AS A& PCSK9 7k
FHELE
Figure 1 Serum level of PCSK9 between the T2DM com-
bined with AS group and the T2DM without AS

group

0.007

T2DM JG AS 4, JFA i &5 (P < 005, 1),
2.3 T2DM # % ok PCSK9 /K -F 5 21 5h bk #5 A 40
ACAG AR 0948 K T

3N I PCSK9 7KF-55 162 i T2DM & 34
B CIMT LA K% 313 6] T2DM HBE Fish Ik eE 5L
W SR AT T B AR S G 2E KA
Ko b, 4534 7R 135 PCSK9 /KF-5 T2DM i
F 2R CIMT A CIMT LA S22 CIMT 24778
WEFMEEZR (P <0.01), I PCSK9 5 RCCA
N4 RCCA PI RICA PI.LCCA PI.LICA PI.RICA
RI,LCCA RI %50 8 ok ok FE A A0 AH SC 38 b th 2 1
FIEMEFE R (P <0.05), 15 RCCA V,.. .RCCA
Vuin LCCA V,;, RCCA T, 5598 #5 W) 52 I 2 17 AH ¢
KF(P<0.05,%2),

i#

By Jok ok A B LA 5 Ao I 178 A s F T

3 it
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LRMRX ST
Table 2 Correlation of serum PCSK9 and carotid atheros-

clerosis indexes in T2DM patients

miH r i P{H
ZEfill CIMT 0.315 0.009
A cIMT 0.335 0.005
44 CIMT 0.332 0.007
RCCA M2 0.116 0.046
RICA % 0.002 0.978
LCCA %% 0.015 0.795
LICA W12 0.007 0.901
RCCA V., -0.116 0.047
RICA V... -0.035 0.545
LCCA V,.. -0.075 0.200
LICA V. -0.060 0.303
RCCA V., -0.146 0.013
RICA V., -0.114 0.051
LCCA V,,, -0.137 0.019
LICA V., -0.102 0.083
RCCA T,.. -0.166 0.004
RICA T,. -0.081 0.168
LCCA T, -0.085 0.145
LICA T, -0.074 0.207
RCCA PI 0.176 0.045
RICA PI 0.236 0.007
LCCA PI 0.234 0.008
LICA PI 0.229 0.009
RCCA RI 0.075 0.199
RICA RI 0.185 0.035
LCCA RI 0.188 0.033
LICA RI 0.102 0.084

n=351(RANEM CIMT A0 CIMT K F-#) CIMT, H n=162),

PABRRER) EEPIZ — PRI T2DM R 9Bk
AR AL R I E Bk AR bk S sh kL CT
Bk AR ahik . 5 HASRHE 0 B L
JUUREZE | Jigi 2 v S Ja] s K A A 258 X i 45 0
E B 228 T2DM B B E ST A, Juuti-
lainen 2 MRIFSE K BLBEAE TGO JIURESE A4 DR o 58
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eI Je A= AL, X6 BT A6 YT 2 UM bR iR
H R AE I A A R L,

AR T2DM HH A AS FITG AS #H47 7 2047,
gE L% B T2DM & 91 AS 41 A9 IfiL 7 PCSK9 7K - %
7T T2DM 6 AS 4, M 7E X4 \TC  LDL-C |
WKCAR R (SBP) %55 3 Jik ok A R AL A S 114 fe 6 PR 6
FIRIE G R B X Fh 22 AT SRAFAE . IR 45 4R
/N ILE PCSK9 ] BRI A7 — 2637 F LDL-C 1k
HZ M0 sh ks AL LS, PCSK9 J&: A5 ad H
b A B2 BRI 42 52 00 T2DM S8 2 A IS TR AR A
FritE— 20 (I IR M SR ST e

REAT A 5% 2 W e 26 i 9 LDLR 5 LDL ki
iAW Z TP, E AR M S P 53, LDL
PR, T LDLR DUAG 3R 22 40 i 26 i A 7 P, 10t
TS AR LDL i bR %) =22 202 -4 i 2% 1 4
A~ LDLR KL AIAEER 150 ¥k K1 PCSK9 F-3AY
LDLR FEf#XT LDL-C K HAE AR, A PC-
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AT AR o D) e S R 2 A o] LA 35 i
PCSK9 IRE . B LDLR 23K 1M i 1 355 AE & Bk
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T HRE B AU G AR )3 55 I M AR [ R P ¢, O
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N5 AR X P FPIC SLGEAR 1 AN AAH L, AN
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1 PCSK9 /K F- 52540 CIMT ., #500 CIMT DA K -4
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0 Ik i 38 LG i Y 28 B e i 9 59 1
IR IRAR 5% 3 B 7 000900 B 0 378 59 2 ) S
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. WO A A I e it A A R I 3 B RC-
CA PI .RICA PI .LCCA PI %3545 5 PCSK9 & &L
EIIEA 5 & LICA RI RICA RI\LCCA RI 5§ )2
Wi Bl DKM ST ARG . BRI PIRGL R bRt 5 PC-
SKO 2t 5 25 TEAH I FR o AR JRLN AP 3 s BEL
J2 20 JoK o5 A 6 Ak X B O R Aot A 1 R S B AR A
PCSK9 5ixX $ef5tn B VIAH G, $2/5 PCSK9 A GETE
T2DM & sk AE i & A A 2 — A A 42
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