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[ ABSTRACT] Aim To observe the effect of peroral folic acid in patients with coronary artery disease (CAD).
Methods Sixty patients with CAD were involved in the study, and were randomly divided into placebo and folic acid
groups each with 30 patients.  Backgrounds and levels of serum folic acid, homocysteine ( Hey), malondialdehyde
(MDA) , low density lipoprotein cholesterol ( LDLC) and flow-mediated vasodilation (FMD) were measured, and the
difference was detected.  All patients were given medicines based on secondary prevention of CAD.  Then patients were
given 5 mg/d of folic acid or placebo orally respectively for 4 weeks until 8 weeks.  After periods of treatments, indicators
of the forementioned were measured and compared not only between the two groups, but also before and after treatments.
Results There were’ t significant differences among basic factors. ~ With rigorous secondary prevention, level of serum
LDLC in the placebo group was significantly lowered after 4 weeks, but the decrease of MDA and the increase of FMD
didn’ t appear obviously until 8 weeks.  And it had no effect on level of serum folic acid and Hey.  While after folic acid
added to the classic treatments, the decrease of MDA and the increase of FMD presented significantly after 4 weeks despite

the mild change of folic and Hey.  And the benefit lasted and appeared more obviously until 8 weeks.  Level of folic acid
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correlated positively with that of FMD, and inversely with that of MDA.

other indicators.

reduce oxidative stress and improve endothelial function.

Level of Hey had no statistical correlation with

Conclusions On the basis of rigorously secondary prevention of CAD, oral folic acid could further

Folic acid may improve endothelial function by reducing oxida-

tive stress which may be independent of Hcy in patients with coronary heart disease.
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Table 1. Comparison of basic observation index in the pla-

cebo group and folic acid oral group

Fk 53.33% 56.67% 0. 795
HFI(2) 64.07 +2.52  59.37+2.54 0.680
LDLC(mmol/L)  2.84 +0.15 2.87+0.20 0.109
MR (ng/L) 10.98 +0. 73 11.72 £0.71  0.705
Hey (wmol/L) 12.59 £0.73  12.60+0.70  0.753
MDA ( nmol/L) 11.34 £0.61 10.65 £0.54 0. 127
FMD 4.88% +0.33% 4.96% =0.28% 0. 191
1o I (] 15(50.00% )  16(53.33% ) 0.796
WE BRI (1)) 8(26.67% ) 7(23.33%)  0.766
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Table 2. Comparison and changes of observation index after 4 weeks and 8 weeks in the two groups

M2 D RZH (n =30)

LRI (n =30)

5 4l

IRYTHI 4 8 Ji by gl 4 Jd 8 Ji
% (pe/L) 10.98 £0.73  10.95+0.67  11.02 +0. 64 11.72£0.71  11.84+0.53  14.82 0. 43"
Hey(pmol/L) 12,59 +0.73  12.29£0.63  12.19 +0.64 12.60 £0.70  11.86+0.58  10.43 +0. 44"
LDLC(mmol/L)  2.84 +0. 15 1.86 £0.04*  1.74+0.03" 2.87 £0.20 1.77 +0. 09* 1.66 +0. 03
FMD 4.88% +0.33% 5.12% +0.23% 5.66% +0.21%* 4.96% +0.28% 5.21% +0.20%" 6.26% +0.19% ™
MDA (nmol/L)  11.34£0.61  11.06+0.49 9,54 +0.45" 10.65+0.54  9.84 +0.45°  8.08 +0.31°"

a i P <0.05, 56T LA D 4 P <0.05, 51697 4 JARS lUEL ¢ 0 P <0. 05, 5B AR R G I ) U

2.3 MmiEME/KFESMmiE Hey MDA 7K & FMD
HIHE Xt

MRRIGYT 8 JEE , G MR /KF- 5 1lLiE Hey 7K
SETCHA AR, 5 FMD S IEAHE (r =0.621,P <

20

a “ .
® 15 S
\]:I_ 5*3‘ LR
;x\‘ 10 * .
E 5
O L 1 )
0 5 10 15 20
Heysk F (umollL)
3 14
= 12 . .,
810 r=-0.532 3. 03 .
5 8 0:'.0 2’
B 6 4 * L,
2 *
2 4
0 5 10 15 20
HERZKF (nglL)

1. MmiEMEE/KTE 5% Hey MDA KX FMD BI85

0.01) , 517 MDA /K HAE(r = -0.532,P
=0.002), IfiL. & MDA 7K F-5 FMD 2 HAH5E (r =
-0.743,P <0.01;& 1),

20 IS
- * 0’0"
® 15 r=0.621 v .
- * .
E‘}' 10 >
¥
a5
g

0

0 2 4 6 8 10

HHER/K T (Hg/L)

10
—~ g r=-0.743 -
S = %
— 6 -
H‘ LR 3
2 4
22
i

0

0 2 4 6 8 10 12 14
MDA7ZKE ( nmol/L )

Figure 1. The relationship between serum folic Acid and serum Hcy, MDA levels and FMD
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