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ABSTRACT
Aim Naoluotong (NLT) is a compound Chinese
preparation that to be used in the treatment of
atherosclerosis. In this study, the effect of Naoluo-
tong is compared with that of the Gypenosides in clini-
cal practice.
Methods

the patients were divided into Naoluotong group and

Thorgh double-blind clinical observation,

Gypenoside group. A color ultrasonic Doppler blood-
flow acoustic image system (Ultramark-9) was used to
detect the atherosclerosis plaque in the bilateral
carotid, measure the cervrical artery intima-media tu-
nica thickness (CAIMT) and determine blood lipid, su-
peroxide dismutase (SOD), lipid peroxide (LPO) and
indexes of blood rheology. Part of the patients also had
their blood platelet aggregation rate (PAR) and heart
function examined. Blood and urine routine and liver
and kidney function examinations were conducted so as

to find out about the safety of the medicine.
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Results Among the 57 patients with atherosclerosis
plaques in the Naoluotong group, disappearance of the
plaques occurred in 15. 8% (9/57), reduced plaques
occurred in 47. 4% (27/57) and unchanged plaques oc-
curred in 29. 8% (17/57) of the patients, the total ef-
fective rate being 93% (53/57). The total effective rate
obtained in the Naoluotong group in resolving plaque
and reducing the cross section area was much higher
than that in the Gypenoside group (P<C0. 01 or 0. 05).
It was found that Naoluotong could reduce the thick-
ness of the thickened tunica intima-media and had bet-
ter effect than Gypenosides in reducing total choles-
terol (TC), tfiglycerides (TG) and low density
lipoprotein cholesterol (LDLC); raising SOD and re-
ducing LPO; and in reducing whole blood viscosity,
fibringoen, packed cell volume, blood platelet maxi-
murm aggregation rate, etc.

Conclusion Naoluotong has better therapeutic ef-
fect than the total glycoside in Gypenoside treating
atherosclerosis, in that it can prevent the disease from
progressing further and may even resolve the plaques

formedas a result of atherosclerosis.

KEY WORDS Atherosclerosis plaque; Traditional
Chinese medicine and pharmacology; Gypenoside;
Blood lipid
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Table 1. Changes in plaques in both groups [n( %), r+s].
Group n Disappearance  Reduction in size No change Aggravation TPR (%)
NLT 57 9(15. 8)* 27(47. 4> 17(29.8) 4(7.0)® 93*
GPS 36 0 1(2.8) 17(47.2) 18(50) 50

TPR: total prevention rate a; P<{0.05, b; P<{0.01; compared with GPS group.

Table 2.
both groups before and after treatment (cm’z+ts ).

Changes in cross sectiop area of plaque in

Group n Before After
NLT 57 0.2240.20 0.17+0.19%
GPS 36 0.1840.12  0.2040.15%

a; P<0.05 , b; P<{0. 01, compared with before treatment,
c: P<0.01, compared with NLT group.

Table 3. Changes in CAIMT in both groups before

and a fter treatment (cm, z+s ).

Groups n Before After
NLT 132 0.1240. 09 0.1040. 07*
GPS 74 0.1140. 07 0.11+0. 06°

a; P<0. 01, compared with before treatment. b; P<0. 05,
compared with NLT group.

Table 4. Changes in blood lipid in both groups before and after treatment (mmol/L, z+s).
Groups TC TG HDLC LDLC
NLT before 5.63+1.09 2.01+1.11 1.1710. 24 3.76+0.88
after 4.87+1.08° 1.55+0. 80° 1.2240. 20* 3.0640. 55°
GPS before 4.981+2.19 1.3910.86 0.9910. 45 3.20+1.46
after 5.004+2. 084 1. 47+0. 90¢ 0.9710.44 3.2741. 45¢

In cases where no number of patients is indicated, all the patients were taken into consideration in the statistics. a; P<0. 05, b,

P<0.01; compared with before treatment. d: P<{0. 01, compared with NLT group.

2.3 AFTNEIAMKATREEEL
M 3 (Table 3) ] WA B EFIRTHIA
PREEEHEEETIEY O 10cm), A& ERK
SGEATAKATREEERDE 0.10 cm
(B 16. 7%) , KABMRABFHERE NP
0.01), &R ¥ 4H I Fo. B B &4k (P>0. 05),
2.4 MEFL
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AR EHD TCHRTFTEY . HAYEESE
E¥. B7E, N4%:E4 TC.TG.LDLC 3 H f
TR.EZEBREAZFINEFEEBEEN. W%
4 HDLC A pridim, &M K A W el B4k .
2.5 MBEAcHECHEIESELHETL
B3 5 (Table S)T[ A, 4 E4H AZ S0

SOD #  # i1, LPO % B Wi, 7 ¢ i 15 48 )
AR, TR LR BRI AR BERRY.

Table 5. Changes in IPO and SOD in both groups be-

fore and after treatment (z+s).

Groups SOD LPO(mol/L)
NLT  before 90421 5.1%1.2
after 104+ 28° 4.0t1.2
GPS  before 82434 4.0+1.8
after . 81+36¢ 4.241.8¢

b: P<0. 01, compared with before treatment. d: P<0. 01,

compared‘ with NLT group.
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7, Table 7; P<C0.05),

Table 6. Changes in indexes of blood rheology in both groups before and after treatment (z+s).
Whole Blood
Plasma Picked Fibrinogen
Groups Low High specific cell
sherar shear viscosity volume (%) (g/L)
rate rate

NLT before 7.6+1.9 5.7+1.6 2.0+0.9 45.4+9.4 3.941.1
After 6.6+1.8° 5.241.3 1.840.5* 41.9+8. 6° 3.1+1.1%
GPS Before 6.7t+2.1 5.0+2.2 1.940.2 40.0+15.6 3.6+0.6
After 6.5+2.7¢ 4,9142.0 1.8+0.2 39.6+15.2¢ 3.840.8

a; P<{0.05, b;P<0.01; compared with biefore reatment. d: P<(0. 01, compared with NLT group.

Table 7.
treatment (%, z+s).

Changes in blood platelet aggregation rate in both groups before and after

Groups n PAR(1) PAR(5) PAR(M)
NLT  Before 13 40.3+16.8 61.5+27.5 63.7%23.3
After 13 24.1+13.0* 36.51+24. 4" 36.8%19.0"

GPS  Before 10 42.6+29.5 59.1+27.5 68.6+26.8
After 10 41.8+15.2 60.7423.3 68.7+23.1°

a; P<C0. 05, compared with before treatment.
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c: P<0.05, compared with NL.T group.
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F3G 4% 38 75 M % L TC.TG.LDLC, 4 nIf
SOD. B/ LPO BV E AREHFE. A
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MECGEEBEAMRBRINEER. B RBE

FY. HRFEHRRGERERAREERE
T EyLsh bk EE L E A, i AR LK
Ak B R T A B ML VO AR Y 0 S AL
HRMES BRRERTRYRGEEERANE
R.

XTFTBMITRBRXE, —BRE 6T AL
PO LB AR Y BB 0 7K B A< ) 2 e 7
~12 M AR REIRRZEL. HHREIE 1 FLU
LA RBERFEBRAEER. #RTENITRHE
*¥E.
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