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[ ABSTRACT] Aim To study the possible mechanisms of folic acid on hyperhomocysteinemia. Methods Rabbit aorta

endothelial cell (EC) were isolated and cultured, then divided into six groups after adding native rabbit low density lipoprotein
(nLDL) into the EC medium: control group (without any more agents added) , folic acid group, tetrahydrobiopterin ( BH.) group,
homocysteine (Hcy) group, folic acid plus Hey group and BH4 plus Hey group.  The following items were determined that is

the degree of lipid peroxidation, @the amounts of NO, 7NO;~, and ¥ the activity of NO synthase (NOS) . Results Folic
acid plus Hey group were similar with BH4 plus Hey group. The various effects of Hey were antagonized in both groups. Compare

with Hey group, the degree of lipid peroxidation significantly decreased ( P< 0.01), the amounts of NO significantly increased

(P< 0.01). The activity of NOS also increased (+ + ).

Conclusion There were same effects both folic acid and BH4.

They may inhibit the co injure of Hey and LDL on EC by protecting effects of NO system.
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Sigma 7 ] # & [ Boehninger Mannheim ( BM) /-
o HAAEHNERANE N E oA
1.2 REDMKARMEEFRSEE

BEERE 1.5~ 2kg R B E 5 fk, A 0.
1% B B BE 440 4 B2, 1 000 r/min & /& 10 min 5 Y &
M, T A 20% /N4 vE M199 3 5% % 5, 37 'C.5%
COo, %t THMEHR. XETEC WEAK, Zxst
RIEM, HHELERINA#HT, B85 T W EC &
45 9 Weibel Palade (W-P) /N K. % fi 5 K A 0.
25% JEE G s B EDTA, % 2~ 3 KA@M AT
1.3 RAXARBEEEESE . RAREEEE

RA—KUEFEEMHERBEBCEL) B LFRE
" . E AR B G R E, NaBr B EFE E L
400, & 7 /5 48 B¢, A3 (50 000 r/min) B /L 5.5 h, #&
BLDL B#E &, R —B (4T & 20 000) K % )5,
1 4°C42.0g/L EDTA.pH 7.4 # PBS # % B 72 h.
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DL AR B H B2 KR4 i ( thiobarbituric acid re-
active substance, TBARS) % | /2 40 jf 3% 5% £ Jig i 3
F A& P74 ] — B (malondialdehyde, MDA) & &, £
F L Umol/L TBARS % 7K.
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BBERBEPFTORTHEREREFH L,
BE3CEEHLATHE 1.5~ 2ho B % & NBT &
(4 NBT 10 mg 2. 5 mL, 200 mmol/L tris 2R pH 7.
4 2.5 mL, 50 mmol/L MgCl, 1 mL, M Z 487 3 mL) ¥
Z#AEK 1 mL #2 NADPH 20 mg 4 k. B &4 % H A
9 100 mmol/L PBS Wik ZH H, "k T, &K A E @
TERY KA L, meEARKSE R, AETAEHERA
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fir, Bt R T vE AR .
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NO; 5% 2% 8 & NO, .
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Umol/L NaNOQ,) « &= & & ( L& A K& EER) & B
LmL, 45 fm X\ Griss 5 (& 1% & & E R #ERK 1
mL0. 1%N-(1-E£) Z 2 1mL A &), BAEE
T# % 60 min, £ 530 nm A B A E R EE(A) .
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HBZ NO, /NOs 5 5 B A T - R 21 A0 0 S e v 241
(P< 0.01), 7843 it B EE A1 BH, XF NOS A R 1E
Fl o Hey HAERAITHEH T Hey X NOS HIHIBAE H
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AR T T [ 2 2 e 2 1 2 R DY S 4 TR) 28 e Jhk
FRZH( P< 0.01), FIE B H R A BH, XF NOS [
R1EH.

#2. FEAKMERES DERTRA B RBRE MRS

B(x X5, n=9)
Table 2. TBARS contents in culture supernatants of ECs

9 4 TBARS (Hmol/L)
X HE 20 0. 64 *0. 167

R 2H 0. 487 0. 154
VY S ERS 21 0. 538 0. 269
[ 24~ Jhk 2 R 2 5.026 £0. 641°
iR ) Y o e R 2 4.000 %0. 513
DU S 0 i) 28 o fk 2 BR 21 3.978 0. 513

a: P< 0.01, 5EEHALE.

3. SEAREMMEFF EERT NO, /NO, HEE
Table 3. NO, /NO; content of EC Conditioned medium of vari-

ous groups (x Ts, n=9, Hmol/L)

VI | 12h 24 h

hf BEZH 30.63£3.35 28.54%13.53
R 2H 71.00 £18. 11* 72.33 £15. 00*
DU S 21 75. 13 £16. 67° 75.98 3. 00°
EESE S =N e 51.85%12. 44 26.58 £16. 16
S [ R~ B R R 60.45%12.74  58.15%12. 64"

0 M 4 [ 25 2 e S R 4L 61.91%11. 66

a: P< 0.01, SXTIRAELEG b: P< 0.01, 5EE LB R B A LB

69. 54 +10. 76
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(+), FEOERZIE(+ + ) o SRR, B 12 h
A1 24 h R ZEEAC(+ ), Hey 4 12 h BB 22
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WTER, & Hey ZbEL 5, WiBE EC 1B IF &K,
EARAEME . A Hey 5 LDL X EC B A5 Hh R
e 353 EC T . Hey Et EC 450 —A
ATREMLEE (R EC AR Stk SR 45 R R I,
Hey 21 TBARS 4= a2 %) B4 7~ 8 £, Ui Hey
BA X EC 53 KM g it A EH

1 Hey IfLE B — P08 BUGTT 25 R MR, A5k
WA AR IR BoR, ARG, 41 2 i e
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