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ABSTRACT
Aim To investigate the effects of L-arginine on
serum lipid , lipoprotein, lipid peroxide, and \hemorhe-
ology in patients with coronary heart disease and hy-
perlipidemia.
Methods

trice daily for 30 days in 30 patients with coronary

4 tables (0. 25 g/tab) were given orally

heart disease and hyperlipemia. The serum lipid,

lipoprotein  apolipoprotein, lipid peroxide and
hemorheology were meassured before and after treat-
ment.

Results (D L-arginine could significantly reduce
serum total cholesterol, triglyceride, low density
lipoprotein cholesterol and lipoprotein(a) levels (P<C
0. 01), but increase high density lipoprotein choles-
terol level (P <C 0. 05).
lower lipid peroxide level (P <C0. 1),but increase su-

@L-arg-

@ L-arginine could greatly

peroxide dismutase activity (P<C0. 01).

® ®EATHLER

inine could decrease low shear of blood specific viscosi-
ty, erythrocyte sedimentation rate (ESR),equation K
value of ESR,aggregative index of red blood cell and
plasma specific viscosity (P<C0. 01). @An increase
of plasma arginine level was companied with the above
changes.
Conclusions L-arginine releasing nitric oxide in vi-
vo can suppress hyperlipemia and lipid peroxide and
imprcve hemorheology in patients with coronary heart
disease. Thus L-arginine may be used to treat coro-
nary heart disease and hyperlipemia.
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BALHEL,FRITXEFAE L E R/
—HARBXA,

1 #EfAE
1.1 #h

L-BE&RA B NERWEHA BB T . K
PHATF(1996)034045 5. HHE L-H &K 0.25g,
1.2 sfEE

AL IR EA O -TR—HULR¥
# . B J¥ ] B (total cholesterol, TC)>6. 0 mmol/L . %
i = B (triglyceride, TG)>1. 22 mmol/L. (& ¥ ¥ I§ &
& fE #l ®¥ (low density lipoprotein cholesterol, LDLC)
>5.72 mmol/L, # & K i & & 2 & ® (high density
lipoprotein cholesterol \HDLC)<<0. 78 mmol/L, &
TCH¥# 21 #,TG %% & 26 #§ ,HDLC R ¥ # 19
#.LDLC ¥ # 22, ERASER . FEAK . B L
ELH ERXKRCHUEEGCMANIKE. B 140X
16 4, & # 40~69 (53+6) %,
1.3 Hi&
1.3.1 #$8K% EFRELFAREHRABAR
MO HEHG R 2R TEEA TR L-HEKA
LOg, BHEZKR TR - MAHMEATELBRIARENT
H, EATHR-MTEEHGRLMNTRE XY
FoREHME LR KL ¥,
1.3.2 mig.EEBRRETaHME A
REAWEMO X TG, UEE S e — M R
—HRAHEEMNEE TCUR LA AFEES,
FAEx¥LDLC f# HDLC; IR ik kv 2 M E &
GrULER AW FRTNRLRELNE & AL
BEZANER AL MEKEEGAI LT Y B.
1.3.3 MEEZRAYREBRAHELENHIE

2 % o, B OB (33 5 o A 1 R A 4 Uipid
peroxide, LPO) & &, £ R 0}l § = 8 (malondialde-
hyde, MDA) £ & & % 7 ,SOD # X B [3]# %, & #
pl kU/L &R,
1.3.4 MEBREBREOIE
DR HAAHECELIANT,
1.3.5 MARERBEHIE BEXRMIFER
#HRL, W EDTARR AOBAXREFARN(ERE
TRFHUBI IR 4 f1tb K (blood specific viscosity,
BSV), & @ j & # (hematocrit, He) . 2 9 g 7 i R

£ ®xw1,2],

(erythrocyte sedimentation rate, ESR) . i1 2 7 8 K 1
(equation K value of ESR). 41 4 iy J % 4¥ ¥ (aggrega-
tive index of red blood cell, AIRBC). f1 ¥ ik ¥ ¥
(plasma specific viscosity, PSV) ¥4 ZE B E . L 4
gARE KR,
1.4 SitssE

EREBU s RT RARM 8,

2 #1
2.1 mis.EEBRNBIEESLHTR

R L-MERETHEEELE. RESN
BIREOMNELERNE 1(Table 1), 557
BIAHLLE, WA L-M B BIT R B & Mm%
TC.TG,LDLC MERE A (a) 8] BB & (P <0.
01),HDLC A& (P<<0.05), HEMEA AL
RMEBISES B X BT,
Table 1. Effects of L-arginine on serum lipids and
lipoprotein in patients with coronary heart
disease(r+s, »=230).

Index pretreat post-treat
TC(mmol /L) 7.5£1.0  4.7+0.9%
TG (mmol/L) 2.2+0.9 1.5+0.3
LDLC (mmol/L) 5.9+1.8 3.2+1.1°
HDLC(mmol/L) 1.1£0.3 1.8+0. 6*
Lp(a)(mg/L) 478+ 125 165+ 57°
Apo AT (g/L) 1.161+0.18 1.50%0. 48
Apo B(g/L) 1.254+6.31 1.0640.15

TC; total cholesterol; TG, triglyceride; LDC, low density
lipoprotein cholesterol; HDLC, high density lipoprotein
cholesterol; Lp(a),lipoprotein(a); Apo A 1 ;apolipoprotein
A 1 ; Apo B;apolipoprotein B, a,; P<{0. 05, b; P<0. 01, com-

pared with pretreat.

2.2 L-BEagMnEEIstHhsERs
ORI EREMESIR W

M L-KERBIFAE D& MERT Ak
VERMBEAYBLEEENEERRLE 2
(Table 2), 5IGI7RIHHLE, H L-HERIGT
EREN BB P<0. 01,7 SOD &
¥ 8 R (P<<0.01),



EH shik 4k 44 % (Chin J Arterioscler), 1997, 5(1)- « 33

2.3 MRMWEEMRETRL

FAL-BERAETHREELXHERY
BMEE RN E 2(Table 2), 5y T4 L&,
HALRBEREITERENLRKEERKENR
¥ (P<<0.01),

Table 2. Effects of L-arginine on serum MDA and
SOD levels and plasma arginh;e level in pa-
tients with coronary heart disease (z+s, n
=30).
Index pretreat post-treat
MDA (umol/L) 7.1+1.5 4.3%£0. 6
SOD(kU/L) 67133 103+ 34
Arginine(mmol /L) 1.0+0.4 4.6%4.0

MDA malondialdehyde; SOD,superoxide dismutase. bs P<<
0. 01, compared with pretreat.

Table 3. Effects of L-arginine on hemarheological
index in patients with coronary heart
disease (r+s, n=30).

Index pretreat post-treat
Blood specific viscosity

low shear(20 s!) 8.1%+1.7 7.1+1.1*

high shear(80 s) 4.6+0.6  3.8+0.6
Hematocrit(%) 488 364"
ESR{(mm/h) 40420 29413°
Equation K value of ESR 125445 804 31°
AIRBC 4.1+1.3  3.540.8°

Plasma specific viscosity 1.8240.15 1.62+0.20

Fibrinogen(g/L) 2.840.7 2.4£0.6

RBC electrophoresis(s) 16.9+0.9 16.9+0.8

ESR.: erythrocyte sedimentation rate; AIRBC; aggregative in-
dex of red blood cell; RBC;red blood cell. a; P<{0.05, b,;P

<Z0. 01, compared with pretreat.

2.4 L-BERMOEARTHFNORS
WITNREHF MW A TEZETIEIRANE
R MK 3(Table 3), 5FyrarAE, A L-
BERKBIFE8#E BSV 412 .Hc ,ESR.ESR
% 8 K {&i. AIRBC f1 PSV B B B & (P <0.
05), {8 BSV B Y1725 4 48 3 4 IR 0 40 40 g o 3

5 LB B 4L (P>0.05),
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LDLC ¥ B, #% tn HDLC /K F, i H o] B % iR
HEH@KF. UM RAMN L-HARY
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KA O AR LK SR RTE A o3 i B AR o & AL
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AHREAAL-HEAMEBHAREKEER
TEAY & &, 3% SOD 151k, B i X & LLET
B ERE R, A h L-FEBRMHM LDL
HEAEHIRITREARIRECHNER
Pkl Z—.
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RMFEAF R, B, L-HE R E® B M AE
MEHEXPBRECREREREEX,

L-% KB EN & B —E AL A (nitric oxide,
NOYWRIEM R, FEF LB RPEEMRPH
KESEANO HEREEEVHH RKEX
£, NO s fbAH X R EENNEEHE
&F 5k K F (endothelium-derived relaxing fac-
tor, EDRFY, R{Xa[ ™ 3K 1fL # , i H & 1
B MR— A AR E AR, R
NSO TR B R R R0, 4 ) L T o UL 40 3
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