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[ ABSTRACT] Aim  Observing the effect of pravastatin and folic acid on the carotid atherosclerosis. Methods
Dividing 164 cases of acute cerebral infarction patients with carotid atherosclerosis and dyslipidemia randomly into three
groups, including pravastatin group, pravastatin and folic acid group, and folic acid group, which have been given medica -
tion for 6 months respectively. ~ And then make comparison of the 3 groups before and after treatment about the difference
of the serum high sensitivity C reactive protein ( hs €RP) , lipid levels and carotid intima media thickness ( IMT) , carotid
artery plaque area change. Results By comparison, levels of the serum hs CRP in the 3 groups decrease significantly
(P <0.05), which situation can also be found in the lipid levels and carotid IMT, carotid artery plaque area change ( P <
0.05) . The alteration of lipid levels is statistically significant ( P <0.05) . In particular, improvement of all the indica -
tors in the pravastatin and folic acid group after treatment, is more obvious than the other two groups (all P <0.05).
Conclusions The folic acid combined treatment with pravastatin can reduce serum hs -CRP levels, delay and reverse carot -
id atherosclerosis better than any single use of pravastatin or folic acid, since the two may have a synergistic effect.

Therefore, it is worthy of further exploration in a large scale, multi venter study.
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MR AE BT B 164 B, Nk B E D BTHH A 1995 £
A EE 4 J& I E R ¥ AR 4 DUE T B 54 8 AT
W, HZ T E AL X 4T & BT B H#( computed
tomography, CT) B Al il # £ #k A% % ( magnetic reso -
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164l B ZFEA o H 3 4H: QX KT 4 58
Bl, B30 B, 28 B, Fih 483 ~77.1 ¥, F
$65.7 112 F, Hp XM oh kst k£ & 32 4,
AN B R 26 Bl; @ ER A 50 B, F i 24 B, &
W26 7, £ 47 4 ~74 8 ¥, T3 62.7 HO2 ¥,
o WM E 5 B B3k A R 28 1, B BE 3R R 22
Bl @A IT + PTER4E 56 B, B M 24 ), &M 32
Bl, FH508~762 %, F#H63.4 H25 %, L
BB 2 fk 3R T pk 25 B, B MBERTY R 31 fl. 3
i s mEATEETFAELER LR
FEN(P>0.05), £A 7 %,
1.2 WRIE
1.2.1 #hahigsn 3HEREBRETAERER
BTSN, T RMITHES T o R &M IT (4
6 25 Bx f A IR =], B 25 % F H20050736) 10 mg,
FEH1KXHBREAL T O RTBR( LEEEE AR
2N 8], B 258 % H31020147) 5 mg, & H 1 %; T &
RIT + PHER 2H 45 T b 7T (R Fo et BR B B OORR, R
& RKEFE A FEIEIT 6 A BN E £ T8 A7,
MEHE 3 HREHRNLARTR KA K &
122 AIiRrsen WA EHENRE S
QARRBITE6ANMA BREEABIE + # fikf 5
mL, 3000 r/min 4% 1 v&, F & E & 7= 8 OLYMPUS
AU2700 2 B 3 & o AT BOR A %208 7 4T b ik 4
M| gL C R KL% & ( high sensitivity C Teactive pro -
tein, hs CRP) & F, 3+ T 397 W0 K iE 7 Ja 4 Al &
1 & B [ % total cholesterol, TC) - H 81 = B ( triglyc -
eride, TG) B K % E f5 & & 2 B B ( low density lipo -

protein cholesterol, LDLC) 7 F
123 HAhksaeihd Br R B a5 T
T HT BT J& 6 A Fl % A PHILIPS SONOS 5500 #
RegrFp R ETHgREERE, R —FZ
RWMBREERERITHATHRE. BEMEHTS
MHz, & # BCFEML, B EM, L E M REbhE
M, T RBIH, B T _LRKEEFTE .
A X FARF Sk, MEFEAEFEEE,
B R E, WA R T3S, kAR A
MNERERER T, REHFAIHEFERGH A
VB RF B BB, H P A RT3
SRMIRE T AR, Fh ko AR
w7 A A O W R PR E (intima media
thickness, IMT) <1.0 mm % 33 fik #8 & [F 14; @IMT
21.0 mm K FH kA FE M, £4,1.0 mm < IMT
L2 mm A W FEHEE, IMT 21 3 mm ¥ 3 3%
¥ R o
1.3 SDitseabs

SEH BT 43 4042 24 K B SPSS 13 .0 e it S #E 4T
A, BERAHE BEZE(x B) £, AE LR
XA th%K. P<0.05 kT-EZFHHIUTFEN.
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W AT 2 R4 SR FH 25T )5 hs CRP IKFE
FELi =R AL R (P <0.05) , AT + M
BB E 2GR0 G hs CRP IR E LA B & 27
(P<0.01) . H#jJ5 3 48] hs CRP ¥ EEM LI i
PR 5 VT AL B B EEZ R (P >0 .05),
R S MtV T 20 5 8 e fi T + MR AH BB
Gt (P <0 .05) o AT 40 R B AR AT +
HER4LIGYT )5 TC TG LDLC K-V 8 A 7 i B & F
B, ZRAGIFE (B P<0.05) o HRHABEIT
AU G MLAR /K L 2 S R Si i 2 (33 P >0 .05)
(%1
22 FJHEBTrAIRIEKNRESREE RBRE
FRAEEER

YBIT JE AT + FEER AL S B K IMT & B
TR FR A VR IT R I BB ( P <0 .01) , AR A yT 41
FRAH 2050 ik IMT Je B B [ AR 896 97 AT BRI ( P <
0.05) , AT + W18 2H (1 20 A1 T3 At VT 4
KR P <0.05) (%R2) -
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Fz 1. BEEFHIGILE hs CRP R MASKFHIELE(x &)

Table 1. The comparison of serum hs <CRP and lipid levels before and after treatment in three groups

9 M 1 %% I j] hs CRP( mg/L) TC( mmol /L) TG( mmol /L) LDLC( mmol /L)
S YRIT R 6.76 1 .08 6.87 10.32 2.83 10.15 4.89 10 .36
e M 9T 41 58 " ) ’ ) ,
WRIT R 4.15 1o .78° 3.34 49 .25 1.59 40.04 2.52 149 .27

N - YRIT R 6.45 1 .02 6.62 10 .34 2.79 10 .14 4.82 10 .29
i RIT )G 4 .22 1 76° 5.98 10 .42 2.58 10.12 4 .49 19 .30
- . YRIT R 6.92 10.99 6.79 10 .38 2.86 10 .18 4.95 10 .34
TARALIT + TR s6 . \ ) ) )
RIT )G 2 .84 10 .55 3.12 40 .26 1.48 10 .13 2.47 19 .23

a N P<0.05, 5iRTTATHLES b 24 P <0 .01, 5Bl

F2. BEBITTHIETEAK IMT . BERERMLLE(x &)

Table 2 . The comparison of IMT and plaque area of carotid artery before and after treatment in three groups

VAT R RIT A
S # 1513
IMT( mm) BEH AL mm?) IMT( mm) BB T B ( mm”)
AR AT A 58 1.85 19 .58 26 42 19 27 1.34 39.12° 18.26 16 .52°
R 4H 50 1.92 19 .49 25 .84 19 .33 1.31 .16° 18 .63 16 .67°
Wb T + MR A 56 1.89 39 .56 27 .14 48 .99 0.95 39 .10™ 15.14 15 68™

a N P<0.05.b~NP<0.0l. 5EITETLLE: ¢ N P <0.05. 5k Ab T4 K% ERALIA )T Ja L

3 %W

FERMAIT 703 W, B ks A A A0 DB 1 TR B A2
RN KRR T L JERE SR JORE ) L ISP
T LA A S 3 4 2 P R R TR I R A e A,
T B0 Fik R A B AL 5 AN R e 1 B BRI TR BR300 ik
IMT 38 J5 /2 o 451 A 80 2 1) 0 R 0 e 16 R 3%, 3930 ik
S RERE AL BT 2500 P9 B JE AR G T BEER  TE B2
i 150 BE P SR ATL ), 1T 48 5 7 29 Fik 08 5 18 A4 B B )
KA EZ R R RS E R EENER .
C MR H( CRP) 2 30 ik s 1 R 14 i 38 72 1 58
SEbREY), B AT BRI A& —AMIE B0 ik oF R B AL 11 B 4
DR U ol S350 Mok P S 48 T L BRE SRR o A A 2 AR Ok
BAEH. hs CRP & &MEM— /N EZEBURTE 7, HoK
SRR AT e B A A Ak S S B 1 3R 55 IR
B I R B, B AR 35 L A2 £ 3l Rk ks B A Ak 1 56
BN, M TC.TG.LDLC KV T =¥ B 5 s
ik st £k A A, DA 8 3 A I Ifn 7 hs CRP. I
TC.TG.LDLC 7K~FR] 7£— & #2 BE b J Bl ik s A Al
A kR AE O, X T 51 2 3l Rk e B R AL 1 fE B R 3
T REAT 0, 08 250 0 PR A 25 S kA

YT 2 2590 2 RE ] B 5 A 1 PR 3 7, JHE ) 330 ik
SEREREAL BEER R e E L E OB B ", WAk
T2 3 AT R AR 24, 15 4E Kk Bt FL ke IE

SEARYT 2R feIE I 2 Bl 42 B 1R B K S R AE AL 1
B, XA A MR R A O, S AR IEH %
PIMt . BRI, M ARAMIT BE AR T £
Tl 258 A4 200 R R G 88 R 1 441 e, o) 6 PR 4 B L1, e
3 M8 N R T Re, AT RE 2% 20 Jik 58 A 5 10 B SR A
R, B PR, TR B, H00 ) 30 KR A AL AR
AR FLE R TR, BIT 6 A H Ja B AR yT 4 b
7T + HER 4L hs €RP. 1L TC.TG.LDLC 7KV #%¢
EITRTHE K, ZRERIMFEE (P <0.05), [
IF, Zh ik IMT K B B i A3 0 5096 977 7 BH 5 BRI,
ZREGIFE (P <0.05) , £ KA IT AN
AT DA AR I A 7K T, TR B o 230 50 ik ol 9 il 4 K RE B
e B RIEITIER, X5 LR g R —5
MR & — MK 4R R, RN EEAMKR
R — Bk B B IE Bk, BRI 2 HO0Nat 7TA N, it
fRiE it 2 5 E R PR AR BRI 7] B e R 1)
W, WTT A B FUEh Bk RERE AL i PR T o AR,
IR AT R BR B BB K R FE R AL A F PT RE ISR
HABIHLE] . IWAHE Fi 4 R o] LLE W, 1697 5 IR
HEARARTT + M ERAH MLIE hs CRP /KFEA T /T H
TR, ZRE SR L(P<0.05), 05K IMT
JBEHR TR E A T A0 B B RS, B ERA S
B (P <0.05), B ERXT MLTE & 5E K+ hs CRP
BARFRIEH, Skt g6 B, Xl e
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L5 L RH W of 5 98 R o AR A B B R B, PR AP LA
JZ DyRe, F) A 28 5 1R I8CR 9%

AT AT + HRAEE 6 MHW hs-
CRP 7K~V # sl ik IMT A B B i R0 55 v o7 iy B &2
BRAR, AR FEMZER(P<0.01), H 5 M iT4H &
HIRA LR WA G5 2 7, (B8 7T 4H 5 R
HIRIT IE A TG (P >0.05) « &R
AR AT AT EREE A B X B AR IMLYE hs €CRP /K.
27 /NS oK A A A TR B AR AR T B — e A A
VTECH R, BT DA AR At VT 55 i 2 B FH T Bée ARG 1
hs CRP 7K~F $1i#1) 350 2 Jik o8 15 A 10 % Fee | 108 4 Bt 3
BAEWEEM. mBRA] KIS hs CRP K740
il B WAL B e, 2% B iR ] Re B A 5 A At VT AH
AT R AE T, 3X AT Re 5 FH AW 28 5 R 7 7= 2 LR
ML N B DR DG o 38 Mo sf df 4 i of. 855 F) — 2
Ty BAFARAE F, (EA5 I R R o, (B =38 Xt &
H A DR SRR F LSRR I PR &5 =5 1R 5 il
W e BT L. T AHIE ST I [R] A, 76 15 £
IR, M40 v 7 R A K AR BE Uy i Fidt — 2
it
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