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Clinical study on atorvastatin in the intensive treatment of cerebral infarction

CHEN De-yan, ZHOU Hui, RONG Tian-yi
Department of Neurology, Shanghai Yangpu Shidong Hospital, Shanghai 200438, China

Abstract: Objective To explore the clinical effect of intensive treatment of brain infarction with atorvastatin. Methods Patients (78
cases) with cerebral infarction in Shanghai Yangpu Shidong Hospital from September 2018 to August 2019 were randomly divided into
control and treatment groups, and each group had 39 cases. Patients in the control group were po administered with Atorvastatin Calcium
Tablets, 20 mg/time, once daily. Patients in the treatment group were po administered with Atorvastatin Calcium Tablets, 40 mg/time,
once daily. Patients in two groups were treated for 4 weeks. After treatment, the clinical efficacy was evaluated, and the levels of TG,
TC, LDL-C and HDL-C, NIHSS scores and Barthel indexes, and the levels of MMP-7, MMP-8 and MMP-12 in two groups before and
after treatment were compared. Results ~ After treatment, the clinical efficacy in the control group was 79.49%, which was significantly
lower than 94.87% in the treatment group, and there were differences between two groups (P < 0.05). After treatment, the levels of TC, TG
and LDL-C in two groups were significantly decreased (P < 0.05), but the HDL-C levels were significantly increased (P < 0.05), and the
blood lipid levels in the treatment group were significantly better than that in the control group (P < 0.05). After treatment, the NIHSS
scores in two groups were significantly decreased (P < 0.05), but the Barthel indexes were significantly increased (P < 0.05), and these
indicators in the treatment group were significantly better than that in the control group (P < 0.05). After treatment, the serum levels of
MMP-7, MMP-8 and MMP-12 in two groups were significantly decreased (P < 0.05), and which in the treatment group were significantly
lower than those in the control group (P < 0.05). Conclusions  Intensive treatment of cerebral infarction with atorvastatin is effective, can
significantly control blood lipid level, improve nerve coagulation and improve ability of daily living.

Key words: Atorvastatin Calcium Tablets; cerebral infarction;blood lipid; NIHSS score; matrix metalloproteinase

is B #A: 2020-04-02

E&WmH: bl PART AT RSB RETRITE (2017450)

TEE BN RS, FENFENFHER LIE. E-mail: shanghaichendy@126.com
HEEEE H OE



AR 3 4 5t A Drugs & Clinic

FHE FsH 202048 H 1549 «

A BT 2 A2 R WA A2 R, BUkR 5%
FERI E . W TSR IS K AR A BE B AR 2 R A=
T BB T o 5| S A A AR R B,
I 4 )@ 2R -7 (MMP-7). (MMP-8) F1 (MMP-12)
Z 5 T E KR BEHOE AR il R, fEH K
9 P B E 2, BT FEARAR T2 I R F (AT
KW, IRITINRE AL R R By, HHERAE
VA IME MMP-7. MMP-8 Al MMP-12 (/5 R H /i
(] A B B4 ASHIF TSR T BT AR At YT SRAL TR
S XPINEEAE R M. MRS, HHAETERE S &
& MMP-7. MMP-8 Al MMP-12 F8F RIS K237 %5
1 Z#ERAEE
1.1 —MRISRER

EHL 2018 4F 9 F—2019 4 8 H1E Lt
X T AR EEBEAEBERI7 RS 3 78 i, R G
(b E 2 MR A T2 iE TR R ) H IS BT AR ER],
B LG AR iz . Kb 5 42 61, 4 36 1
EWS 42~T79 %, “PRIFERY (64.96+16.48) &5 KR
EpiizhfiE 8~23h, “FHEE (16.11+2.79) h.

HeBrbrite: (1) DAEAFZEGR LA B (i G 2
s () AHATEENSRERRE; (3 K
Jpi I [E] =24 h.

1.2 54

BT FEAA YT S 1 B WS ) 2 A BR A R A 7=,
¥ 20 mg/fv, 7t 170802,

1.3 SEMABTRE

BEALK: 78 51 53 o st R ARG T 4, A%
39 i, AT RELE 5 22 5, % 17 5 AF#E 43~79
%, FER (65.0716.52) % KK ERLS N
10~23 h, “FHifE (15.97+2.81) h. G745 20
%, Zc 19 ;s FFl 42~77 %, “FIJHFRS (64.8416.43)
B RIRERIZN A 8~21h, “F (16.24+2.75) h.
PR R A 0 A5 T ] 55 — AR08 ) Eb A 22
RTG I EE L, BATHME.

PRI T WA B P o R RE I 0 il p%
SRR UL/ SRR & R S B RIE YT . XS
HRZH AR BT FE AR AT 45 s 20 mg/ik, 1IkMd;s 1697
A I ARBTFEAR AT 45 H, 40 mo/ik, 1 ¥k/d. PidL iR
HNRIT 4 R
1.4  JTEUEMFRED]

HARIETT T Ja AR AR VP 0 U e 2R PPA T T2,
BRPES TR 5 i A i il v S VAL SR s S B )
91%~100%. 46%~90%. 18%~45%F1<<17%.

BENE= B+ 2EE+ ) E

1.5 WMEIEFR

1.5.1 MflaK-PRIl SR A B3 A A A E
MyE =M Hm (TG). PHEEE (TC). (K% E R
R I CLDL-CO B iy 4 18 i 2 1 IR ¥ (HDL-CD
KFo

1.5.2 MU IEAL  RASEEE L AT
PR (NIHSS) HEvPAl, 3 13 Wi 45 47,
1393 0 = N AR 4 Th RE 5 ™ E (61,

153 HWAFER VG SRA Barthel fa¥dt4T
PEAY, 3 10 TUE 4y 100 43, 1990 m3Ros H AR
[FEVAL T

154 I MMP-7.MMP-8 Fll MMP-12 f&txillE  HX
TR E K Z) 5 mL, (REEO02HE, ET
~70 CUKFEIRAE. K FBGER S % (ENSA)D
wEATIE, WS B iR AR A TR A .
1.6 FRRN

WSS L A6 TT W TS RROBLARL o
1.7 ZFitERH*

KHH SPSS 20.0 #F, itHESTHET R AL
x+s M RER, 55K AR 2 K.
2 #HR
2.1 FAIRKRTELE

BT A, SRR 12 41, BEUEE 10 1,
BP9 B, IEIREAMERN 79.49%. HITHZER
16 5, REL 12 B, #HD 9, KRG KR
N 94.87%, P4 LA A vt 2 X (P<<0.05),
L 1.

2.2 PHLAIMARIKFELESL

WBIT)E, Wil TC. TG Al LDL-C /K P67
B3 N % (P<<0.05), HDL-C /K-F¥iT &3
T (P<0.05), HiRIT AR B 0] R 2H B 16 2
(P<0.05), W% 2.

2.3 %H NIHSS 147 #0 Barthel #5#EbEs

BIT S, ML NIHSS PR BUG T RT B2 T
F%(P<<0.05), Barthel 5 (5 /i 2 % 7+ (P<<0.05),
BiB7 JEia 7 A AR AR B O A B R (P <
0.05), W.#% 3.

2.4 PELAMSE MMP-7, MMP-8 1 MMP-12 Lt35

EIT JE, PIZHIILE MMP-7. MMP-8 Al MMP-12
KFERITRTE R (P<<0.05), HIAIT GIRTT
T BRI TR, AL E R R R
R (P<0.05), W% 4.



« 1550 - AXHwE%AE  Drugs&Clinic #535% H8H 202048 H
F1 FAISKFTHELER
Table 1 Comparison on clinical efficacy between two groups
HA) n/f S g BE B izl TERB SRR I%
pagiist 39 12 10 9 8 79.49
VEEig 39 16 12 9 2 94.87"

XA L "P<<0.05
P < 0.05 vs control group

®2 WAMASKFEEEE ( x+s)
Table 2 Comparison on lipid levels between two groups ( X %s)

Hul /gl WL [A] TC/(mmol-L %) TG/(mmol-L™) HDL-C/(mmol-L%) LDL-C/(mmol-L™1)
o He 39 TBIT T 6.324+0.82 1.54+0.26 1.23+0.18 4.134+0.74
PR 5.12+0.57" 1.42+0.23" 1.41+0.24" 3.24+0.52"
BT 39 YRIT I 6.27+0.75 1.56+0.24 1.25+0.17 4.15+0.77
PR 456+051"* 1.33+0.21* 1.544+0.25™ 2.82+0.42™*
HREHRITATILE: "P<0.05; HXIEARITEILE: AP<0.05
P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
%3 A NIHSS {4370 Barthel #53tb4% ( x +s )
Table 3 Comparison on NIHSS scores and Barthel indexes between two groups ( x %s)
NIHSS ¥4 Barthel 5%
45 n/fl N
MR Rl RIT A VRIT T BIT e
Xof HEt 39 20.97+3.13 14.56+2.84" 35.93+4.30 49.461+6.12"
RN 39 21.45+3.16 10.13+1.59™ 36.17+4.72 60.19+7.74*

HFRMARITATHE: "P<0.05; SXIBAIRIT)ELE: 4P<0.05

P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment

*4 FAME MMP-7, MMP-8 ¥1 MMP-12 EE#; ( x s )
Table 4 Comparison on MMP-7, 8 and 12 between two groups ( X =5 )

A5 n/fl WLEE I [A] MMP-7/(pg-mL"1) MMP-8/(pg-mL™) MMP-12/(pg-mL1%)

it 39 AT 138.67+22.28 104.29+17.34 10.94+1.73
BITIE 102.09+15.34° 75.39+12.74" 8.26+£1.09"

T 39 RITHT 140.28 +20.37 105.37 +18.07 10.89+1.84
BT A 72.43+14.48™ 51.72+10.62"* 6.14+0.81"

HRMA®ETATHE: "P<0.05; SxIHEARITEE: AP<<0.05

P < 0.05 vs same group before treatment; 4P < 0.05 vs control group after treatment
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