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[ ABSTRACT]

sal. Methods 120 atherosclerotic patients were divided into statin group and combined group.
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Aim To study the effect of atorvastatin combined with brisk walking on atherosclerotic plaques rever-
Carotid atherosclerotic
plaque area, carotid intima-media thickness and stable plaque rate were used to evaluate plaque reversal effect.  Statin
The combined group took a quick walk (4~5

Results The combined

group was given atorvastatin calcium tablets 20 mg/d (Beijing Ale) orally.
days/week) on the basis of atorvastatin calcium tablets 20 mg/d. The follow-up was 2 years.
group was superior to statin group in reducing TG, TC, LDLC and increasing HDLC. The combined group was superior to
statin group in carotid artery plaque IMT, maximum plaque area, plaque number and stable plaque rate. Conclusion

The combination of statins and fast aerobic exercise can improve the anti-atherosclerotic effect and reduce the level and
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function of LDLC, TC and TG, increase the level and function of HDLC, increase the stability of plaque, reverse the

plaque effect, and increase the anti-arteriosclerosis as the time prolongs.
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mE SR E M ShERE BERERD (K
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JEBEZ 1.2 mm DL R &2, R HR AU TERL
RE.FERES@R AL, T HY T, T AE
hFATERE WE MA R TRREH, THEM
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R EH T I XL ERNEEF 5K MIT A
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MR RNEEE
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J& (intima-media thickness, IMT) 35 % & & A3
Bewm R ME 3 RBCEHME, R R E A
BN A R ESRE HLRE R RGN
BREA R, e, REHREIN
HEBEE HAEETE KBLEAGHKE, T
W5 &R E 5 TR AR T SR I A AL
FHAEERKEF, A A B LI L T E £ T
Ak K E, A AMRE S, A &HRNHd
CET oA E
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REBE R A TE L, KA Bk W E 3BT A,
BT B 1224 A FL H ik = B (wiglyceride, TG) | & 2
& B (total cholesterol, TC) . & % J& fis & & JE [H B
(high density lipoprotein cholesterol, HDLC ) 1% % /&
fg % & JH [ B (low density lipoprotein cholesterol
LDLC) 3R & R AT 2 f LBk
L5 SHiFFESH

B fil SPSS23.0 R H#AT ST 4T, T B R R
B xks TR LA BCR A A S BEAR 1 AR B, T AF A
EALA T E TR A 4 5 S Io s BT R R A

Bt (%) &R, 41 B KA X B % L P<0.05

2 & R

2.1 E&EN
WHLH R A 0 P ) R AR | TR A T 4
B — B ST #2553 (P<0.05;% 1)

R1. MABE-RABLER

Table 1. Comparison of the general data between the

two groups

— M BER T4 (n=60) BEAEH(n=60)
(%) 60.8+6.3 63.2+4.8
B BI(%) ] 32(53.3) 36(60.0)
R EL (%) ] 21(35.0) 16(26.7)
BRI [ (%) ] 7(11.7) 13(21.7)
WA 51 (% ) ] 26(43.3) 31(51.7)
MR H (kg/m®) 24.8+3.7 22.6+4.9

2.2 WAMAEKEE

PIZELIM G 7K S 36R7 HT 22 5 G ih 24 3 X, b
ITHIRYT 12 S H J5 TG, TC LDLC ¥J# 3R ¥7 Hif b
i, HDLC B3 TR m , H 2 R RS2 L, IR
J7 24 S HJG TC LDLC 5iA77 ATAH b BH B FRAR H 22
SAGIFE L (P<0.05) , A4 R S5MITH
AL, HIGBYT 24 DA J5 TG TC \LDLC 2677 R &
MITARYT 24 S AR HER BA S EE
X (P<0.05),HDLC B IGITHTHE =5 (P<0.05) (&
2),
2.3 FHAFBNBRBILR L8

MyTHLIATT 12 A H 24 A H G Hish bk IMT |
REEH A B VAT BT (25 5 B G2
SCLBEHCECEIR YT 24 S H B HTIAD 2 A4S, p R
1.41% , BREYLIRYT 24 A S5 Ssh ik IMT | e K BE
Hemi AR W LR TP RS (P<0.05) | BESR AR Y
124 A G0 6 4, 03 3.92% ,24 A~ H 5 b
20 WD 13.07% (£ 3) o
2.4 FHAMBIRAKDER AR EL B

7T 4RI A 2 A RE BEBR A FSE BEERIA YT A
RGOSR, ITAEYT 12 AR
HU 36 97 /i 88 5. 68% , 1697 24 A~ A J5 1
10.71% ; BR G ALIR 9T 12 4 H J5 R BEHL R YT R
N 9.14% ,IG97 24 A H JE 1IN 23.39% , BG4
FITAH (£ 4) .
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PLHAEIRYT 12 4 H 24 A4 F L WLEF LS JC A
AR R W TC W W D g SR SO AT 4
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2. MAMARKTETH

Rl 10 mg JE AR L 3 BI4E 24 A5 H
PR o S AL oK 35 SO0 PR A o, 45 T 4k 220
g8 WA RS, BEA4LET 12~ 244 A)R
AR AS BB, G 2L T T4 .

Table 2. Comparison of changes in blood lipid levels between two groups

7T (n=60)

AU (n=60)

&
i =P Rgil] wITE 12 A HITfE 24 A b=y agil] BITE 12 A RITE 24 A
TG (mmol/L) 2.65+1.06 1.96+0.76 1.38+0.53 2.73+0.94 1.26+0.36 0.68+0.23"
TC(mmol/L) 5.63+2.12 3.86+1.56 3.23+0.79° 5.83+2.17 3.16+0.56° 2.23+0.39*
HDLC( mmol/L) 0.88+0.23 1.02+0.05 1.16+0.11 0.74+0.33 1.15+0.25 1.16+£0.21°
LDLC( mmol/L) 4.59+0.81 3.06+1.02 2.13+0.37° 4.39+1.31 2.1620.66° 1.13+0.72"
a }§ P<0.05,b Jg P<0.01, 5iRI7HIAH L ;¢ 9 P<0.05, ST 4LIRI B L,
3 3. WAMBhAKBEIR LB
Table 3. Comparison of carotid atherosclerotic plaque in two groups
S8 fBiT4 (n=60) A4 (n=60)

ey Rl wITE 12 A BITE 24 A Nepagili WIYE 12 WBITE24 A
IMT (mm) 1.56+0.25 1.48+0.37 1.42+0.26 1.53+0.21 1.39+0.39 0.90+0.26*
RS E A (mm?)  27.66+5.88 25.89+6.28 21.33+5.18 28.23+4.95 24.21+4.76 19.66+3.23*
BEHE R () 141 141 139 153 147 133
a  P<0.05, 5iRFFRIAH L ;¢ 9 P<0.05, S5ABTT IR 4] e,
= 4. MAMBPKBERFL AL R
Table 4. Comparison of carotid plaque morphology in two groups
5 fBIT4 (n=60) AU (n=60)

ey gil] WYE 123 RIrE 24 A IBITHT w12 A wITIE 24 A

FREBEHR[ A~ (%) ] 62(43.97) 70(49.65) 76(54.68) 62(40.52) 73(49.66) 85(63.91)™
ARETHR[ 1 (%) ] 79(56.03) 71(50.35) 63(45.32) 91(59.48) 74(50.34) 48(36.09)™

a N P<0.01, S5IRIFHIAHLL ;b S P<0.05, 54t 7T 2H [ 30 bk

3 W iR

SR IKI R B 4 1 2 2 PR Al 2 Bl ok o8 Ao B
B, IR X T30 ok o5 A BREBR 9 36 97 A 30 ik ok
FEREALMERE AR AP T7 T8, RO T 3 Bk ot e A
IRYT I R W R TT 2R 258, BEAE X 3 Kok
FEBEHATUGRAN T INE , H ATA ) 3h Bk BESRAE— %
SEPER R AT DLW RE A 3l ok ok A Al 1 33 e A0 95
AT (DBEH BT 5E M3 s @ B P 1 R 45 /)
DEPGE VRS N 32 B 2T 4R NE Y 5, 508 & A Bk
PoAL , B RAEFRAR , P T ARG /), 2R R B
b, BEORBIREPC L TR O AT 22y
Yty AER G Al 7 T o P SR B2 A 7T AR G Ak

WU A A A2 2R 1T 10.5% , T JE T G DG 4 5 R
FENRAHIGINZY 3 ~6 A%, v 77t 7T 14 Joas PR s
B 129%™ FRATIR FH B B o BT A Al 7T 36 A P
iz Bl AR G 51 3 ok BE B | I A S 5 ), 2

KIECAHIRYT 24 A HJE TG TC \LDLC #IR Y7 Rl
W@ AL, HDLC B3R dy7 A & HI B A Gt w &
SCETFMITAHZE R, FRTEAYLIRTT 24 A5
Sk IMT | fe R BES AL I 0 LR 7 AT D, BE B
HIRIT 12 DN HIEA 6 A4, Ik K 3.929% ,24 4~ H
JE U 20 A IR 13.07% M ITAETTF 12 D H
24 > A JE Sk IMT | e K BEBR 1 U301 L 367 /i
WD A2 S IG T X, BB iR YT 24 A
EEHTI 2 A W F 1419 A AR T AT T 4.,
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FERSE BEH AT T 43R Y7 12 A H JE fe e B
TRIT RN 5.68% 3697 24 1 H JE 3N 10.71% , Bk
FUURYT 12 D H e R e BRI AT IN 9.14%
TBYT 24 A H E BN 23.39% ; BE A AL TABIT 41,
FWPIL 2 Bl B aE HE — 25 s Al 7T 2 25 9y 4 if Ag
B kAL B B A5 (3697 /B R, FRAT11E HDL /&
A PRI —— A~ ELA 0 3 Jok ok A S £ 1 L 51 2
Mo & B, AR Z ) B5E 23 52 0 110 HDL () D) RE |
SEFYTRZ M HDL & DU sh ko RERE AL AR T, an 28 fif
DI HDL gt A b -t Ak R R LAk
JE B A TR 57 5 48 1 1 4804k HDL, 406 5 /%9 HDL
R IEH HDL IR, 52 0 JIR [ B 3 5 iz | 58 2 45
DAL R A AR ST o L3 A O 0 A e 4, X AR
fitt 1(PONL) M40 AL AE X T HDL 9 1 5 5
FKUIBe R A B B 3 S, PONT 1 i K il 7% P
bt e HDL“ KR DIRetE" ik, #ikitia A
( phospholipid transfer protein, PLTP ) i i 2 Jin ik i
s AR, 2 HDL Y52 HDL &4 Fi
M3 & H, PLTP SRFE /N BN 2 58 13 ik o)+ i
b, HDL Fi4a Ak g Frigag o7

VFL W5 £ 38 S AE AT LIFHE HDLC 7K,
I H A RE#2 = HDLC 1Y X fE, BEAIK LDLC M TC 7K
9L Adams 28U R G BT L) oA RO R
# HDL (I fiE, Blazek %" A Jyiz s ) Hrat
fF 0] 32 Bl B A SR RN TG 488 3 N 45 6 6T HDL
RER R A — 2 F R, T IE % PIRE Ry HDL A
AHEhkB R AL E . 2R WA
B BT As BEHG™ SRR B IALEH S5 &2
SPLA  RRE IE ACT T e SEAE FA OC TR
PLR A7 G 22 H Toll 3Z 1K (Toll-like receptor 4,
TLR4 )& & 2 AE ., TLR4 335 )5 sh #% K F «B
(nuclear factor kB, NF-«kB ) 30 2 P 48 5t F [ (19 13
JE IR T I As BEHIE I, 4k & R ki 2, 474
B SIPTA A G 0 HAE AT AT LU@E o R i TLR
il NF-wB ., 845 T i & P 7 i fe e o 5% As
B,

ARMFFE KB, A8 5 B = T T R 2 B
PLA Az ghifet e mbush Bk AR i Ak e JF B
F#% LDLC , TC TG 7KF-, #& = HDLC 7K F K& T
Al , BN BEHAS e M, B i BEHVE Y, R A B

[, HUBI K AE AL AT PS5, A SCREAS S A X 85
NSRS EE
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