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Abstract Objective: To investigate the relationship between the level of Proprotein convertase subtilisin kexin
type 9 (PCSK9) and carotid intima-medial wall thickness (IMT) and the role of PCSK9 in the development of ath-
erosclerosis. Method : A total of 327 asymptomatic subjects were selected and divided into the normal group (210
cases) and atherosclerosis group (117 cases) based on the PCSK9 level. Carotid IMT was detected by high-resolu-
tion B-type carotid ultrasound,and serum PCSK9 was measured by immunoassay. Result: In univariate analysis, the
correlation of IMT with PCSK9 (overall: +=0. 203, P=0. 001 ; the atherosclerosis group: r=0. 415, P<0. 001) and
age (overall: =0. 160, P=0. 012;atherosclerosis group: r=0. 299, P=0. 018) was statistically significant in the
overall subject and the atherosclerosis group. In multivariate regression analysis, including gender, hypertension,
smoking status,obesity,whether to take cholesterol-lowing drugs and serum PCSK9, serum PCSK9 concentration
was still a significant and independent predictor of mean carotid IMT ( P<0. 001). Conclusion: The increased risk
of subclinical carotid atherosclerosis may be caused by serum levels of PCSK9,independent of conventional risk fac-
tors. However, whether PCSK9 inhibition can improve cardiovascular outcomes remains to be confirmed in large
clinical trials.
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Table 1 Comparison of general data between normal group and atherosclerotic group B, ot s
kA EH 41210 Bi) S kok HE AL A (117 i) vy PfH
FE/ % 52.13410. 21 56.29-49. 23 —3.653 <0. 001
3 104(49.52) 72(61. 54) 4. 364 0.037
BMI/ (kg + m ?) 23.16244. 02 23.5144. 27 —0.738 0.461
W 46 . /mmHg 111.32430.51 119. 87430.12 —2. 440 0.015
& ik /mmHg 70. 58421. 04 73. 64419, 82 —1.287 0.199
W 4 98(43.33) 64(54.70) 3. 894 0.048
A fit: 40(19. 05) 39(33.33) 23.513 <0. 001
%%/ (mmol « L) 4.91+1.24 5.01+1.01 —0. 745 0. 457
S E/(pU s ml™h) 15. 365,67 15.5145.59 —0. 230 0.818
& I 60(28.57) 38(32.47) 0. 547 0. 460
Yl R 11(5. 24) 6(5.13) 0. 002 0. 966
ZEH M/ (mmol « 7D 1.0440. 81 1.1240.79 —0. 864 0. 388
S BEEE/ (mmol « 1L71) 3.5941.56 3.61+1.49 —0.113 0.910
HDL-C/(mmol « L) 3.7241.40 3.81+1.38 —0. 560 0.576
LDL-C/(mmol « L") 2.5340.61 2.6120.70 —1.078 0.282
& H-a/(mmol » L71) 2.6240.91 2.6540.98 —0.278 0.781
IL-6/(ng* LY 0.414+0.10 0.434+0. 14 —1.496 0.136
hs-CRP/(mg « L") 3.17+1.63 3.244+1.59 —0.376 0.708
B4R/ (<10 « LY 5.90+1.31 6.0141.28 —0.734 0. 464
BESAFEAE 54(25.71) 45(38. 46) 5. 784 0.016
21 W R R [ B 25 45(21.43) 37(31.62) —1.157 0.041
W2 A S 98(46. 67) 72(61.54) 6. 658 0.010
IMT/mm 0.8520.03 0.9840.05 —29. 380 <<0. 001
PCSK/(mg « dI"*) 247.15410. 06 283.03410. 15 —30. 817 <20. 001
R2 FHHK IMT 55K R ENIBRBXEST
Table 2 Correlation analysis of mean carotid IMT with clinical and biochemical indexes
s b Bk 327 D Bl KA AERE L 20 (117 ) 1E# 40 (210 )

7 P{E r P r P{H
AU 0.16 0.012 0. 299 0.018 0. 094 0.232
BMI —0.08 0. 209 —0.138 0.212 —0.03 0.702
e = 0. 059 0. 362 0.119 0.283 0.022 0.782
FkE 0. 098 0.124 0.101 0. 362 0.091 0.244
AR 0.023 0.716 —0.026 0.817 0.015 0. 845
Jihi & & 0.05 0.431 0.112 0.31 0. 007 0.924
=t H 0. 079 0.216 —0. 041 0.714 0.147 0.087
SR 0.077 0.726 —0. 067 0. 547 0.143 0.067
HDL-C 0. 049 0.435 —0.06 0.585 0. 096 0.221
LDL-C 0.05 0.433 0.128 0. 245 0.013 0. 865
JEHE H-a 0. 049 0.437 0.129 0.242 —0.008 0.914
1L-6 0. 005 0. 344 0. 085 0. 444 —0.027 0.231
hs-CRP 0. 006 0. 925 0. 144 0.191 —0.079 0.31
40 4 0. 109 0. 086 0.1 0. 365 0.11 0.161
PCSK 0.203 0.001 0.415 <<0. 001 0. 066 0. 399

5 Huijgen %" [ RF 53 AH B A 55 45 3 /R PCSK9 X #ish ik IMT #952 WA 1 B A% A i 5% 2
PCSK9 5#iah ik IMT 2 [a] /) i 2 41 ¢ Pk X 4F 1% 5 PCSKY ik B2 5 B gk IMT Z [] () G HK 5
855 . 5 A A ST B L AT 5T A R AR I K JE AR AT i — 25 B AR ST AIE A
[(B1H12) % = (41+8) % ], W K nT g sl 48 ARHEIEIBH — R BR M . QAW 58 R H I 2
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Table 3 Multiple linear regression analysis results of IMT related factors
T ﬂlliﬁ‘{&%%%"ﬁz‘ P B4 95.0%CI
B FrfE iR 2 TR R
PR 1 =
P2 /5 0.195 0.017 11.471 <<0. 001 0.162 0.228
L /8D 0.173 0.019 9.105 <0. 001 0.136 0.210
PCSK9 0.162 0. 062 2.613 0. 009 0. 040 0.284
W IR TG /4D 0. 089 0.038 2. 342 0. 020 0.015 0.163
NERE (5 /52 0.145 0.051 2. 843 0. 005 0. 045 0. 245
PG R*=11%,P<C0.001
HIT 2 x
el 0.165 0.017 9. 706 <<0. 001 0.132 0.198
T L CFF /6 0.174 0.018 9. 667 <<0. 001 0.139 0. 209
PCSK9 0.122 0. 057 2. 140 0. 033 0. 010 0.234
W IR TG /D 0.097 0. 038 2.553 0.011 0.023 0.171
NERE (5 /52 0.105 0.051 2. 059 0. 040 0. 005 0.205
2 75 IR I IR T B 24 R /) —0.182 0. 009 —20.222 <0.001  —0.200 —0. 164
W) RP=13%, P<C0.001
A 3 %
PR (L /) 0.163 0.557 0.293 0.770  —0.929 1.255
5 I 0. 157 0.319 0. 492 0.623  —0.468 0.782
PCSK9 0.131 0. 089 1.472 0.142  —0.043 0. 305
W IR TG /4D 0.112 0.074 1.514 0.131  —0.033 0.257
AE S (/52 0.145 0.151 0. 960 0.338  —0.151 0.441
2 75 IR I IR T B 24 R /) —0.162 0. 064 —2.531 0.012  —0.287 —0.037
AE R 0. 269 0.102 2. 637 0. 009 0. 069 0. 469

P35 R =15%, P<<0.001
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Comparison of the efficacy and safety of different doses of ticagrelor

in the treatment of unstable angina pectoris
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Abstract Objective: To investigate the efficacy and safety of different doses of ticagrelor in the treatment of
unstable angina pectoris (UAP). Method: One hundred and seventy-six patients with UAP who were treated in our
hospital from January 2017 to December 2018 were selected. The patients were divided into the conventional dose
group and the low dose group according to the method of random number table.88 cases in each group. All patients
were taken aspirin enteric coated tablets. The patients in conventional dose group were treated with ticagrelor tab-
lets at the first dose of 180 mg, followed by 90 mg/time, twice a day. Those in the low-dose group were treated

with ticagrelor tablets at the first oral load dose was 120 mg,followed by 60 mg/time, twice a day. The total effec-
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