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Effects of Atorvastatin Combined with Tegrilol on Inflammatory Factors,
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ABSTRACT Objective: To investigate the effects of Atorvastatin Combined with tegrilol on inflammatory factors, blood lipids and
adverse cardiac events in patients with unstable angina pectoris (UAP). Methods: 103 patients with coronary heart disease and UAP who
were admitted to our hospital from February 2016 to February 2019 were selected, they were randomly divided into study group (n=52),
control group (n=51). The control group was treated with Atorvastatin Combined with clopidogrel, and the study group was treated with
Atorvastatin Combined with clopidogrel. The clinical efficacy, inflammatory factors, blood lipids, angina pectoris and adverse cardiac
events were compared between the two groups. Results: The clinical efficacy of the study group was 88.46% (46/52) after one month of
treatment, which was higher than 66.67% (34/51) of the control group (P<0.05). One month after treatment, total cholesterol (TC), hy-
persensitive C-reactive protein (hs-CRP), triglyceride (TG), interleukin-6 (IL-6), low density lipoprotein cholesterol (LDL-C), frequency
of angina attack, tumor necrosis factor-a (TNF-a) and duration of angina pectoris in both groups decreased, while high density lipopro-
tein cholesterol (HDL-C) decreased. The TC, TG, LDL-C, IL-6, hs-CRP, TNF-q, angina attack times and duration of angina in the study
group were lower than those in the control group one month after treatment, while HDL-C was higher than those in the control group
(P<0.05). There was no significant difference in the incidence of adverse cardiac events between the two groups (7>0.05). Conclusion:
Atorvastatin combined with Tiglillo is effective in the treatment of UAP patients with coronary heart disease. It can effectively improve
the levels of inflammatory factors and blood lipids without increasing the incidence of adverse cardiac events, and has high clinical value.
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Table 1 Comparison of efficacy [n(%)]

Groups Markedly effective Effective Invalid Total effective rate
Control group(n=51) 13(25.49) 21(41.18) 17(33.33) 34(66.67)
Study group(n=52) 19(36.54) 27(51.92) 6(11.54) 46(88.46)
x 7.052
P 0.008

2.2 MBEIEHRRELER
W5 40 34 ¥F Wi 1L 3% TC.TG.LDL-C HDL-C M % TG 2% &
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HDL-C F15(P<0.05) ; i 5 4lifyr 1 4~ A5 TC . TG ,LDL-C {i§
Fxf iR, 1 HDL-C W X BRZH (P<0.05 ) ; 3 L4 2.
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Table 2 Comparison of blood lipid indices(xt )

TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
Groups Before One month Before One month Before One month Before One month
treatment after treatment treatment after treatment treatment after treatment treatment after treatment
Control group
(n=51) 6.29+ 0.75 423+ 0.63* 3.03+ 0.26 1.99+ 0.32° 5.19% 0.35 3.15¢ 0.41* 1.26% 0.28 2.02+ 0.33*
n=
Study group
(n=52) 6.33+ 0.82 2.64+ 0.49° 2.98+ 0.31 1.08% 0.25° 5.17¢ 0.24 1.64+ 0.37* 1.34+ 0.39 3.20x 0.41°
n=
t 0.258 14.313 0.886 16.100 0.339 19.630 1.194 16.072
P 0.797 0.000 0.378 0.000 0.735 0.000 0.235 0.000

Note: Compared with before treatment, *P<0.05.

2.3 RMEERTFIEIRILE
Wi 2 YA ¥7 Bii I35 1L-6 .hs-CRP TNF-o 7K - 4% To 2% 5

(P>0.05);:3R97 1A 5, P R RAEP T /KR4, B
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3 REEFIE(xE )

Table 3 Comparison of inflammatory factors(xt s)

IL-6(pg/mL)

hs-CRP(mg/L) TNF-o(ng/mL)

Groups One month after One month after One month after
Before treatment Before treatment Before treatment
treatment treatment treatment
Control group(n=51) 30.15% 7.59 22.13% 6.33° 991+ 1.24 6.38t 0.91* 5.97+ 0.29 4.62+ 0.91*
Study group(n=52) 30.12+ 8.43 13.04% 5.25¢ 9.87+ 1.37 437+ 0.74° 6.01+ 0.37 3.15¢ 0.78*
t 0.019 7.939 0.155 12.310 0.676 8.808
P 0.985 0.000 0.877 0.000 0.501 0.000

Note: Compared with before treatment, *P<0.05.

24 DRBRIEBIRILE
PHZLIRY TR OO A YR O SO RS (] L0 22 5

(P>0.05); FALIRYT 1A H I LU AAF DAL ] 2R
K, BRFSEAHAIR T X BRER (P<0.05) s TE LR 4,

FADBRBEEERLR (xE 5)

Table 4 Comparison of angina attacks(xt s)

Number of attacks of angina pectoris(times/weeks)

Duration of angina pectoris( min )

aroups Before treatment One month after treatment Before treatment One month after treatment
Control group(n=51) 9.43+ 1.52 5.72+ 1.19° 8.65+ 1.32 2.75+ 0.46°
Study group(n=52) 9.48+ 1.45 2.76+ 0.82° 8.61+ 1.47 1.06+ 0.29°
t 0.171 14.724 0.145 22.350
P 0.865 0.000 0.885 0.000

Note: Compared with before treatment, *P<0.05.
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