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(7.08% ) , *F R4 B FAFAEH)HACH 58 4] (24.17% ) , #HJE 53 4] (22.08% ) , £ZFALITFEL (P<0.05) . &
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Effects of two doses of statins on cerebrovascular reserve and diastolic function in patients with severe intracra-
nial arterial stenosis

YING Meng-jia, SHI Jian, HUANG Ying
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[ Abstract] Objective: To investigate the effects of two doses of statins on cerebrovascular reserve and diastolic function in patients with
severe intracranial arterial stenosis. Methods: A total of 480 patients with severe intracranial arterial stenosis who were treated in our hospital were
selected from January 2015 to June 2016. They were divided into control group and observation group randomly. The control group was treated
with low dose (20 mged™) of atorvastatin, and the observation group was treated with high dose (40 mged") of atorvastatin. The changes of blood
lipids, stenosis vessels, cerebrovascular reserve, diastolic function and so on were compared between the two groups. Results: After treatment, the
blood lipid levels of the patients were improved, the levels of TC, TG and LDL-C in the observation group were lower, and the level of HDL-C
was higher (P<0.05). The disease improved in 116 cases (48.33%) and progressed in 17 cases (7.08%) in the observation group, while only 58
cases improved (24.17%) and 53 cases progressed (22.08%) in the control group (P<0.05). Before treatment, the levels of CVR, BHI and hs-CRP
of the two groups were close (P>0.05); after treatment the CVR and BHI levels increased while the hs-CRP level decreased in the two groups of
patients. The observation group had higher CVR and BHI than the control group, while the hs-CRP level was lower than the control group (£<0.05).
After 1 years of follow-up, the patients in the observation group had 5 cases of ischemic cerebrovascular events, with an incidence rate of 2.08%,

and the control group had 35 cases of ischemic cerebrovascular events, with an incidence rate of 14.58% (P<0.05). In the control group, there
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were 6 cases of abnormal liver function, 8 cases of gastrointestinal reaction and 10 cases of myalgia. In the observation group, there were 14 cases

of gastrointestinal reaction, 3 cases of myalgia, 3 cases of liver dysfunction, 1 case of creatine kinase (CK) increase, and there was no significant

difference in the side effects between the two groups (P>0.05). Conclusion: High dose atorvastatin can effectively improve the blood lipid level,

cerebral storage capacity, breath holding index, and the situation of vascular stenosis of patients with severe intracranial artery stenosis. High dose

atorvastatin can be considered in clinic according to the situation of patients.

[ Key words ] atorvastatin; intracranial arterial stenosis; cerebral blood flow reserve
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1.2.4 it RF SPSS21.0 HEAT 403240047,
IEERH (xxs) Fom, H B8, 18R
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2 H#R
2.1 —E I

LWL EE B 3 480 i, XiF R 41 Fn % 41 45 240
B, WAL E TEAR RS L M. BMIL LA 0
hsCRP., CVR. BHI, Ifil &7 F2 45 22 55 a1t
R (P>0.05) , FEWLZE L,
2.2 W4 B A g KT L AR

BTG B WM AR K- YA kst AR AL
TC. TG 1 LDL-C K-V ik 7% B2, HDL-C /K-
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=1 PLLUEHE—RBOR

Eitan X IR WG el PAE
g (%) 61.38+9.72  61.45£9.69  0.079 0.937
HES (B /%) 152/88 149/91 0.080 0.777
BMI (kgem™) 23.49+2.14  23.41+2.17  0.407 0.684
WIE [ (%) ] 162 (67.50) 157 (65.42)  0.234 0.629
B [n (%) ] 49 (2042) 46 (19.17)  0.118 0.731
G [n (%) ] 41 (17.08) 44 (18.33)  0.129 0.720
WM [ (%) ] 95 (39.58) 98 (40.83) 0.078 0.780
MmEDE (%) 85.1246.47  85.63+7.01  0.828 0.408
CVR (%) 18.84+2.91 18.81+2.95  0.112 0.911
BHI 0.78+0.15 0.81£0.14  2.265 0.114
hs-CRP (mgeL")  7.36£0.62 7.39£0.61  0.534 0.594
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7 5 BT FE AR A VT AT LA B S A R A P Bl ik opk A
BHE ARG AR, 5 U SRR IE A AR
Bl T AR A T R PR WL AR 25, S 3R IR
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AT LUAT 0 B i/ Al SR AR B i e T B, AR 2E PN
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5 41 B X LDL-C (P FR AR ET, W/ g ot 7 i 48
P RZ I UCRR, DT 0 2% ) kool A R A 1) 1, iR
Al LA 22 A 4 5E R F AR A, FEAIK hs-CRP, FRE
I 300 5% Sl Jikoos AR R AL BEHe 2% T A DY B ik Bk

Xt HR 2 WELL]
25 o ™
TRIT R RIT IR il PA TRIT R BITIE 18 PfE
CVR (%) 18.84+2.91 29.36+3.27 37.232 0.000 18.81+2.95 37.25+3.89" 58.514 0.000
BHI 0.78+0.15 1.24+0.26 23.741 0.000 0.810.14 1.89+0.32" 47.902 0.000
hs-CRP (mgeL") 7.36+0.62 6.41+0.48 18.770 0.000 7.39+0.61 5.29+0.37" 45.600 0.000
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Diteft s, RIRTEA 7RIS, B maE B shd
ik B Wi 46 4 5 10 9 B 1 E B9 A J7 . CVR n] DL 4k
5 i 19 By 7 2 A AR 3 B it 4 s 0 A B il
WETE, SR LT LS 22—, HOKOP TR R ik
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