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[ ABSTRACT ] Aim To observe the clinical effect of atorvastatin calcium for the treatment of cerebral atterosclero-
sis. Methods 226 patients with cerebral arteriosclerosis were chosen as the retrospective analytic object. ~ All cases
were divided into the observation group (n =121)and the control group (n =105) according to treatment regimen.  The
control group received conventional treatment, and the observation group received additional atorvastatin calcium treatment;
lipid level, hemorheology, carotid intima-media thickness, plaque area, and the adverse reaction of two groups were com-
paratively analyzed before and after treatment, then comprehensive evaluation of the clinical effect of different treatment
methods was made. Results Lipid level, hemorheology, carotid intima-media thickness of the two groups after treat-
ment had improved, and plaque area decreased, but the control group improved significantly worse than the observation
group, and the difference between two groups was significant (P <0.05) ; the observation group had a total effective rate of
90. 1% , better than the control group 73.3% , which had significant difference (P <0.05). The adverse reaction rate of
control group was 7. 6% , observation group was 10. 7% , and there was no significant difference between the two groups ( P
>0.05). Conclusion On the basis of conventional therapy taking atorvastatin calcium for cerebral atherosclerosis

treatment has an obvious effect, and no serious adverse reactions.
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1. MEBANMEASZEEMIGKRZR

Table 1. General clinical data of patients from control
group and observation group

E SR i SR (n=105)  WELLH(n=121)
B () 49/56 67/54

iFle (%) 64.1+9.9 62.5+10.9
FIFL(4F) 2.3z1.1 3.20.7
Sk (451 13 30

55 LV (1)) 10 19

HRAESE (f3i]) 2 8

1.2 ®/AFTHRE

A EFEHHATT E BT, A OB ATP fo
BA%EFHAT RGBT, WAEL . § KX
24 DL RO R 2, S & R R KRR AT
BHET . WEH B A A A 3 e 4%
AT 5 HAT 897, BRI E X 20 mg, & B — K, 1
ABREH 10 mg, F B —K, WHAEHBT 1 F
J& B ATIT B A X R A LB
1.3 MmBEME

&4 % B H B2 (total cholesterol, TC) A% 55 & Jig
& A fH E B (low density lipoprotein cholesterol , LD-
LC) . % % J£ Ji§ & & 8 E B (high density lipoprotein

cholesterol , HDLC) . H ¥ = B ( triglyceride, TG ) #2 Lp
(a), ANZEME 12 h FiRE&X M, A h 4 85
& TR

1.4 MEFHENE

AHELEEE KoL mg &
B, WHEE12h GER#EK L, F 4 8 3R
HEMNTER2 h Al E&TALE4R,

1.5 WEEREEEMBRERNE"

Fish bk WK F B Z (intima-media thickness,
IMT) BE: B B R @ AR 34 4 36 97 81 J5 5t B 3 & %
& % %8 QLN E TR B AR, %R E 7k B
HUMEML xR o£E, FkkyE
8535 Bk X AL 1 em . 2 em 4043 AT 5 M TE 31
Bk NE R SN E 3 AN B B I T
o IMT=1.1 mm % XU 5 i B2 f Rt
1.6  JTETEM

BRBRITE . BEERABHE, KMEHE
WE, AR A AR EE, KRR ¥ ER, AR
BB BHERAE TR, R Tk E, iR
FAFTFE(TC #3t 10% , TG # iE 20% , LDLC # it
20% ) , BT R F B A TR A B A E R AN A
B B IERRE AR, RAER &R, A&
TR KA, R E R FREE, WA TR,
AT RABE, AR AR R AT A
AR,
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PRI MFIE(P >0.05) , GIF R M4 B E
FEVRIA T T, SHANSIRITATH L, 257
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2. MAREFRTARMEEL

Table 2. Serum lipid contrast of two groups of patients before and after treatment

B XFHEZH (n =105) WEEH (n =121)
& — - o -
IRITHT fIT)A YT TR

TC(mmol/L) 7.28 +1.33 6.75+1.18" 7.93 £1.51 4.77 £1.03"
TG (mmol/L) 2.60 x1.39 2.23 =0. 85 2.81+1.31 1.55+0.91"
LDLC( mmol/L) 3.63+1.05 2.97 +0. 82" 3.82+1.26 1.91 +0.79"
HDLC (mmol/L) 1.85£0.62 2.29+0.78" 1.97 0. 64 3.06 +0. 97"
Lp(a) (mg/L) 342.01 +58. 31 315.12 £51.69° 307. 64 +55.31 292. 47 +50. 15"

a i P<0.05, 58YTHIHE ;b 8 P <0.05, 55X B4 L3R,

R3. RMAREBFAENRFETN

Table 3. Hemorheology contrast of two groups of patients before and after treatment

B Xt RZH (n =105) WELLH (n=121)
e N : - :
1RYTH BT e TRYTH RIT IR
M B (mpas/s) 2.16 +0.47 1.91 £0.33 2.01 +0.33 1.47 £0.38%
A M3 B (mpas/s) 9.54 £3.57 9.33+3.54 11.06 +4. 45 8.22 +3.78"
EYI I B (mpa/s) 6.82+1.37 5.89 +1. 11 7.13 £1.37 4.64 £0. 88"

a i P<0.05, 5&YTHT L ;b 8 P <0.05, 55X B4 L3R,
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FE(P<0.05; 1), I6ITfE, WA S5 ik IMT
FBE S i ARk B B B T IR R, 22 S
HBFEM(P<0.05;%4),
2.4 FHABEBITRIEKRTHLER

WEL 4 BB F IR T R 73 B B SR
90. 1% , P T % R4 R 3 W &% 43 191 A 0% R
73.3% ;A BEME(P<0.05;%5)
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Figure 1. Carotid IMT was observed in observation group pa-

tients before and after treatment with intravascular ultrasound

Table 4. Carotid artery intima-media thickness and plaque area contrast of two groups of patients before and after treatment

X HEZH (n =105)

WELH (n=121)

EER

Y7 7 e EEEg:] e A}
IMT( mm) 1.25£0.05 1.17 £0. 03 1.28 £0.05 1.09 0. 04"
PEHR A (mm® ) 36.45 +6. 43 33.14 +5.77 39.43 +6.68 29.04 £7.12"

a A P<0.05, 53R 7T LA ;b S P <0.05, 54 R4 oAz,
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Table 5. Treatment effect contrast of two groups of patients

7 H no W) BRUH) TR BERCEE(%)
X HE 2 105 43 34 28 73.3%
Uk 2% 121 73 36 12 90.1%*

ah P<0.05, 5% R H#
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TT AR AT AR AT A AR A TT 7 85058, & —
FhEEEME 554 P HMG-CoA 1A J5 I 41 5 | R NG
Y AR EE S0 ) HMG-CoA 38 JRURE , i /0 JiT- 241 it AE 7
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i 29y ok R £k £ 2 0 XL YO A8 4 AR A L S S A
KAk IMT 4 15 % AN HB 2 B — 52 i A8 460
XBEFE AR AL 1 R e PR A2 W i o Ik s £k 28 2 A9 4K
it Bl ok A Ak A8 5 A AR DD I R R R 1D i 3
Zoh P A B N B 308 v L VR R T B 2
I B TE 5 55 75 A 2 G 2h ok B £k A8 12 W i) o 4
b Bl G 2h kA A6 85 9 1 1) & R, H TC TG
LDLC FIIREE I (a) SEMIK 2B b T Sish ik i
H B B A N R A AT AR SO, FRATTSR A
B ARFEAR X Sh ik B Ak £ AR SR LT O S 3k
Bilt_E I BTG AR A VT 85 96 9T B I R 25 B BOR #E 4T
BB A TR JBRPE S T A B, A G B0 K A Ak
FLIARTT SR b SR 2 0 FH BT FE AR A 7T 85, B T

BB RERRRCR . SR Y7 AT HLE, AR 4 55 ) B4
sl kok A A AL B B 40 TC TG . LDLC 1 Lp (a) 7K
SEERREAR , (E UL 52 41 B AP o o B 4, [ B B A B 3l
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VT AT 55 At B B o 1ok TC &t FH sl st i L 1HL
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ANE B S A8 O AR T 43 A & B BT
FOARADTT 5 7 i35 IR T A A0 TR st | 1% 24 B
NI B ICR T IMT 18l kool A s AL B B i 1 4
i 1A P R RO T IR, xR g
G RIG I7 RCR A DAt i = 2 R e, BR UL
Z A0 BATFEARAT T8 kst AR E B IO B0 ) 2 2
LG IRIG T RCR ) 7y — FH A U M &
PR, WL 1 2 286 B ARG U0 i 3 b R R ) O S
FEROAF R T G, HACR I A T R AL,
SRS 3 A RLA 9T SR A b SR IR HE AR
b7 T8 X8 i 20 Jok S A £ R AT IR 1 T R S
IS HHIAIT AT, 45 R Bon R4 B &R
I7 5 B I I B K 29 50 ik oA I e R
7150 YT B S PG ) BE 4 RB 3, Sk I R ki 2 ik st £
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