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Abstract Objective: To evaluate the clinical antiatheroscleosis effects of valsartan on atherosclerotic carotid
artery in patients with coronary artery disease. Method: All 177 patients with coronary artery disease were ran-
domed to therapy group and control group. The patients in therapy group were recieved with valsartan 80~ 160 mg/d.
The placebos were given to the control group. Patients with hypertension in cantrol group were treated with other
antihypertensive drugs except angiotensin-converting enzyme inhibitor and angiotensin [| receptor blocker. Blood
presure of patients in two groups were controlled under 140/90 mmHg (1 mmHg=0. 133 kPa). The carotid inti-
ma-media thickness (IMT) and atherosclerotic plaques were measured with color Doppler ultrasonograms before
and after 24 months treatment. The serum hs-CRP was also determined. The ratio of coronary heart disease
events and coronary revascularization were observed. Result. The IMT and the size, quantity and thickness of
carotid atherosclerotic plaques. the serum hs-CRP in therapy group were decreased more significantly than those in
control group. During follow-up period. the ratio of coronary heart disease events and coronary revascularization in
therapy group was significantly lower than those in control group. Conclusion: Valsartan can decrease IMT and the
ratio of coronary heart disease events and coronary revascularization, and inhibit the inflammatory reaction of ath-
erosclerotic plaques and reverse carotid atherosclerotic plaques after long time treatment.

Key words coronary artery discase; atheroscleosis; valsartan; intima-media thickness

M Sk % 11 Z R4 7 CARB) [H B84 3L BELZWLTRBMRE. MRS T IREM R .
3 S 1 | | B 22T 1 0 4 v O (A= (A 75 Lo 2 1 XdEMmAE
D WA ARG AT s T H AR 1.1 %
IR 5 0 F1 R P AR YT MO . i Bh PSR Wi ALEEEE 2002-03—2010-04 ZTEF B AR
WAk CAS) B9 1E F H 25 4% % 5 0. (= i B Al e 4R FAE BE RS R RR e M S BB 177 . BEALAY M iR
FrAH AN BB ZH , VAT 41 87 W, AFE S 40~76(63 21+

THIAREG RN P ER (41 38% G IFRERRR30M] (34, 4800 s Xf HALH 904

MAEEE . B AR, Email, MZQY1967@ TOM. com



T 3 % 4 B R A 9 2B 1 3 UK B e T L C S TR A 0 W

+ 136 -

MA Zhiqiang. et al. Effects of valsartan on plaques and hs-CRP in CHD

AEWE A2~T72(62 589 86) %, 5 47 f] . 4 43 {4,
H &I & MR 40 # (44, 44 %) , & IF 88 R A% 29
(32 22060 . k06 12 W7 B o . AT B AU AY 0 B0
g S Bt L TR i 7R L SR CIR 3 Bk O/ KO i 52 50 Bk
CTABBRZED ] LEBENERAEZ50%, Hik
FF B T BB AN 4 R B e i R R . BE T R
WA R RN A REdk S2iG 97 12 6] (B9 2 . 3k
AL E CEL EES 2 0L R 2 F) ik
Wk - L Zh 56 D3R 7 0 Rl O 0 BB s A 165 4] .
1.2 K

PG .3 B = ol /= 1 0 1| QA S LIP3
K FH AR AR B 3h 0 b 0K I 0 8 L i B 5T 20 e L i, L
BF LI 3 hs-CRP. 3G 57 40 fif J1 45 70 48 CRg a4 1R
3, b stk AR A RS B A2 ) .80 mg, 1 W /d, R
MEAG TEBR ., fHemEE GT4 2 ME
I HE A fE 2 140/90 mmHg(l mmHg=0. 133 kPa)
PIF v 0 #2160 me.4 B KEERK
FE 3697 1 bm . 0 15 45 B R0 L 332 1 4 i 0] 51 A
iR 7R S i R 24 4 5 R BE AL B PRI 9T B ARB RN I
EkFE I CAng 1) ¥ 1L 5 30 %] 5 4b, T (£ R A
B EREE 140/90 mmHg L F. P4 A #E4T 1
BT UL R 2 4. TR AL AR 2 X4 (0 B ] DT AR
AL 7T 28 26 24 W A7 7 00 0 — 2% T B L 5 O B D R
R IR 2 A B DU R R R T . S

1 MERAERTA

i (FPGYIEHIFE 6. 0 mmol/L LI .5 2 h Il
A 8 0 mmol/L KA,

FH3EE GE 4va] VIVID? ¥ 4 £ 3% §) 8 2
Wi 5 28 2y 10 MHz, B 1) — B A R . i RS
G i VAR 8 I 5 1 1 o = R
e AU 5, 8 Jbk , 3502 KR B B Ik Ak 1 SR 3R S ik
L St RT3 S Ab (] B AR A . W BE B 5 T B R B AR
ol 7, BE B /)N L R BE R B L 0 A 8 B Bk 4 Ak
w1 em AR E R B EE (MT), B 2 Ch B R 2%
Bl gE M R AR R E =1 3 mm(PEEURTER ).
1.3 SifZtab 8t

HEEH L ots R, R B8 8 R
FH 8%, P<0. 05 RERFEGHITFEL.

2 R
2.1 JRYTHTE — B K A8 AR

BITRIE — R IG R S b L% 1,

2.2 JRYTETJE #ish Bk IMT Al hs-CRP 7K

1697 B #8h ik IMT #1 hs-CRP K FE W% 2.
2.3 BTN O A R R A R

WE U7 18] L 3R 97 4B & A 0 WLAE BE |6 0 0 B K
s A R RO BE PR SE TS 3 (3 7 %) L 5 E Bk I iz
Ei (fu4E PCI #1 CABG) 12 fi] (14 8%, XFHE 20
K O FEOE 12 B (14, 3% .7 7 ik IfL s B At 25
fl(29 856>, FHERFHLEITFEL(P<O 05),

BTEERAM LR

Table 1  General data Tty
EEN:[I
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mmHg mmHg (mmol « L7 1) (mmol « L 1) (mmol « L™ 1) (mmol « L 1)
XfHEZH (84 )  145.50+4,.01 88.30£3.41 5.2440.57 4,28+£1.74 1.7440.35 4,89+0.46
VEITEH (81 ) 143.32+4.31 89.8+3.61 5.4640, 87 4,30+1.65 1.78£0.69 5.0240. 65
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mmHg mmHg (mmol « L") (mmol « L71) (mmol « L. 1) (mmol « . 1)
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