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Clinical study on atorvastatin combined with bivalirudin for patients with STEMI
after PCI
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Abstract: Objective

atorvastatin tablets combined with bivalirudin injection in patients with

To investigate the clinical efficacy and safety of

acute ST — segment elevation myocardial infarction ( STEMI) after
percutaneous coronary intervention ( PCI) . Methods Patients with
acute STEMI were divided into control group and treatment group
according to whether combined medication was used. The control group
was given an intravenous continuous bolus of bivalirudin for injection at a
dose of 0.75 mg + kg~' during the operation, and after the operation,

intravenous pumping of bivalirudin was continued at a dose of
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1.75 mg - (kg - h) =" until 6 hours postoperatively. The treatment group was treated with atorvastatin combined with
bivalirudin, where the administration method of bivalirudin was the same as that in the control group, and atorvastatin
calcium tablets were administered orally at a dose of 20 mg each time, bid. Both groups received a 30 — day treatment
course, and relevant reexaminations were conducted after the course. The efficacy, myocardial function indicators,
blood coagulation indicators, blood lipid indicators, and inflammatory factor indicators were compared between the two
groups. Results The trial recruited 118 patients, with 54 assigned to the control group and 64 to the treatment group.
At 30 days postoperatively, the efficacy rates of the control group and the treatment group were 74. 07% and 89. 06% |,
respectively. At 30 days after surgery, the cardiac troponin T levels in the control group and the treatment group were
(7.58 + 1.27) and (7.01 + 1.38) pg - L'
(16.87+£1.05)% and (16.34 + 1.01 )%,
(4.09+0.80) and (3.82 +£0.51) pg - mL~
(0.82+0.33) mg + L'
(1.97 £0.61) mmol + L', respectively; the B2 —microglobulin levels were (2.45+0.12) and (2.36 +0.14) mg - L',
respectively; and the macrophage inflammatory protein — 1o levels were (26.22 +3.90) and (24.20 +4.33) pg - mL™",

, respectively; the global longitudinal strain values were
respectively; the fibrinogen degradation product levels were
', respectively; the D — dimer levels were (0.97 +0.42) and

, respectively; the low — density lipoprotein cholesterol levels were (2.26 +0.77) and

respectively. The differences in the above indicators between the treatment group and the control group were all statistically
significant (all P <0.05). The incidence of adverse reactions was 7.41% (4 cases/54cases) in the control
group and 4. 69% (3 cases/64cases) in the treatment group, and the incidence of major adverse cardiovascular
events was 5.56% (3 cases/54 cases) and 1.56% (1 case/64 cases), respectively, with no statistically
significant differences (all P >0.05). Conclusion Atorvastatin tablets combined with bivalirudin injection have
a significant efficacy in STEMI patients after PCI. It can achieve the goals of improving myocardial function and
coagulation function, effectively controlling the patient’s blood lipid level, reducing the inflammatory response,
and exhibit good safety.
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Table 1 Comparison of general information between two groups

Control group Treatment group

Items
(n=54) (n=64)

Gender

Male (n, %) 26(48.15) 38(59.38)

Female (n, %) 28(51.85) 26(40.62)
Age (years, x £5) 61.02 £7.08  60.47 +7.47
Course of disease (hours, x s) 4.17 £1.46 4.14 £1.55
Body mass index(kg + m ™% % £s) 22.43£2.61  22.75£2.28
Heart rate( beats + min =" | x +5) 82.05+4.93  81.68 £5.07
Systolic blood pressure( mmHg,x +s) 129.18 £7.59 128.43 +7.92
Number of vascular lesions

Single — vessel lesion (n, % ) 11(20.37) 14(21.88)

Two — vessel lesion (n, % ) 23(42.59) 28(43.75)

Three — vessel lesion (n, %) 20(37.04) 22(34.38)
Location of vascular lesions

Left anterior descending artery (n, %) 20(37.04) 26(40.62)

Left circumflex artery (n, % ) 15(27.78) 18(28.12)

Right coronary artery (n, %) 14(25.93) 13(20.31)

Others (n, %) 5(9.26) 7(10.94)
Type of vascular lesions

Calcified lesion (n, %) 17(31.48) 19(29.69)

Thrombotic lesion (n, %) 14(25.93) 13(20.31)

Diffuse lesion (n, % ) 15(27.78) 27(42.19)

Others (n, %) 8(14.81) 5(7.81)
Comorbid underlying diseases

Hypertension (n, %) 11(20.37) 10(15.62)

Hyperlipidemia (n, % ) 19(35.19) 14(21.88)

Diabetes mellitus (n, % ) 12(22.22) 17(26.56)
TIMI

Grade 1 (n, %) 32(59.26) 36(56.25)

Grade 2 (n, %) 18(33.33) 21(32.81)

Grade 3 (n, %) 4(7.41) 7(10.94)

TIMI; Thrombolysis in myocardial infarction; Control group: Given an
intravenous continuous bolus of bivalirudin for injection at a dose of 0. 75
mg - kg™' during the operation, and after the operation, intravenous
pumping of bivalirudin was continued at a dose of 1.75 mg + (kg + h) !
until 6 hours postoperatively; Treatment group: Treated with atorvastatin
combined with bivalirudin, where the administration method of bivalirudin
was the same as that in the control group, and atorvastatin calcium tablets

were administered orally at a dose of 20 mg each time, bid.

Table 2 Comparison of myocardial function indicators between two groups(x +s)

Control group(n =54)

Treatment group(n =64)

Items

Preoperation 24 h Postoperation

30 d Postoperation

Preoperation 24 h Postoperation 30 d Postoperation

¢TnT(pg - L") 14.22 +1.58 14.87 £1.74*

IMA(U - mL~") 121.69 +13.26

GLS(% )

127.81 £12.36" *

10.29 £1.42 1118 £1.26" " *

7.58+£1.27%**
85.8£9.59"
16.87 £1.05* " *

14.03 +1. 89 14.62 £1.65* 7.01 £1.38 " * *#

117.48 £13.84  126.08 +11.38*** 80.06 +8.50* * *#

10.30 £1. 35 11.27 £1.20***  16.34 +1.01* * **

¢TnT; Cardiac troponin T; IMA; Ischemia — modified albumin; GLS: Global longitudinal strain; Compared with preoperation in the same group, * P <0.05,

*** P <0.001; Compared with control group at the same time, *P <0.01 .
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Table 3 Comparison of blood coagulation indicators between two groups(x +s)

Control group(n =54) Treatment group(n =64 )
Items
Preoperation 24 h Postoperation 30 d Postoperation Preoperation 24 h Postoperation 30 d Postoperation
ACT(s) 112.38 £13.70  285.66 £28.54* ** 271.15+27.77*** 114.14 £14.28  280.66 +32.33 * * * 264.10 +28.80 * * *#
FDP(pg+ mL™") 7.21 £2.50 5.01 £1.06*** 4.09+0.80" " * 7.06 +2. 66 4.81+1.00"** 3.82+0.5] %% *#
D-D(mg- L") 1.82 +0. 67 111 £0.39"* " 0.97 £0.42" " 1.94 +0. 66 0.97 £0.43* "~ 0.82£0.33***#

ACT: Activated clotting time; FDP: Fibrinogen degradation products; D — D: D — dimer; Compared with preoperation in the same group, “P <0.05,
**P<0.01, ***P<0.001; Compared with control group at the same time, *P <0. 01.

®4 2 HUBH MR HE (2 £5)

Table 4 Comparison of blood lipid indicators between two groups(x +s)

Control group(n =54) Treatment group(n =64)
Items
Preoperation 24 h Postoperation 30 d Postoperation Preoperation 24 h Postoperation 30 d Postoperation
LDL - C(mmol - L°1) 3.08 £0.65 2.73+0.49" " 2.260.77" " " 3.02+£0.71 2.59+0.43* " " 1.97 £0.61* * *#

ox—LDL(ng - mL~") 84.91 +10.04 94.90 £7.84***  67.58«x7.63" "  82.79£11.15 92.48 £9.58"**  63.89 £8. 17" * **
ApoAl(g- L") 1.02 £0.17 1.12+0. 15" " " 1.22£0.20" "~ 1.04 £0. 18 .16 0. 14" * * 1.29 0. 17 * * *#

LDL - C: Low — density lipoprotein cholesterol; ox — LDL: Oxidized low — density lipoprotein; ApoAl: Apolipoprotein al ; Compared with preoperation in the
same group, * P <0.05, **P<0.01, ***P<0.001; Compared with control group at the same time, *P <0. 01.

RS 2 HBHIIEHN FIEIRHY L (% £5)

Table 5 Comparison of inflammatory factor indicators between two groups(x +s)

Control group(n =54) Treatment group(n =64)
Items
Preoperation 24 h Postoperation 30 d Postoperation Preoperation 24 h Postoperation 30 d Postoperation
B2 -MG(mg - L") 2.72 0. 11 3.07+0.19" " 2.45+0. 12" " 2.74 £0. 16 3.79x0.21" " " 2.36 £0. 14~ *#

Lp -PLA2(ng - mL~') 232.13 £29.40  268.22 +26.05* * * 143.58 +23.87 * ** 240.93 £33.54  259.75£27.05* ** 132.17 +242.03 * * **
MIP - la(pg - mL™") 39.49 +6.13 61.56+6.21***  26.22+3,90***  38.93 +6.81 62.16 £7.51***  24.20+4 33 % ***

B2 —MG: B2 - microglobulin; Lp — PLA2: Lipoprotein — associated phospholipase a2 ; MIP — 1 : Macrophage inflammatory protein — 1a; Compared with pre-

operation in the same group, * ** P <0.001; Compared with control group at the same time, *P <0. 01.

6 2 HBEIGRKFTHALER 24, AR RIKEZR T 4.69% (3 Bil/64 Bi]) 3 Xf IR
XHRAARNG 30 d B BA R B EM TR H MBIV LA B0 MKk (55 61 8o 0y 2 41

(P<0.05), %6, VBT B, AN BN R AR R 7.41% (4 6/
54 %)) ;2 HAR R R AR L, geit¢ EEFTS

®O6 2 ALBEMIGIARI T LH (n, % ) TR (P >0.05) , X504 & A AEE0rrE O DA E

Table 6  Comparison of cinical efficacy between two groups 1 %l ,MACE B H=3% 4 1. 56% (1 {5i|/64 f5]) ; %} B 4H %

(n. %) AR SRR O IVESE 2 0] SRR IfRE 1 9], MACE %

Ttems Control (n =54) Treatment(n =64) ﬁz@j‘] 5.56% (3 /fﬁﬂ/54 {ﬁﬂ) :2 4HMACE Ziﬁz$ttﬁ’

WTIMI grade 1 1(1.85) 0(0) Giilet FEB TG FE (P >0.05),

TIMI grade 2 13(24.07) 7(10.94)

TIMI grade 3 40(74.07) 57(89.06)

Total effective rate 40(74.07) 57(89.06)* it it

Compared with control group, *P <0. 05.

PCI I Fi597 &t STEMI, n] e stk & 56 1k 3
7 REMURAROCOEBEHS JOk 0 ML YRCE T o SR T A0 BB ) AT FE SO PR R A
TR 2H WSk UK i s 9 5520 ) R 1 49 Mt B E RS, WG . ah PCLRYT i
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