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Changes of Plasma Homocystetine and Lipid before and after therapy

LI JingMei, GAO Fen, and XIAO Chuarr Shi

( Department of Heart, Second Hogpital, Shanxi Medical University, Taiyuan 030002, China)

[ MeSH]
[ ABSTRACT]

Homocysteine;  Lipids/ blood;  Folate;

Simavatatin tablets and/ or Lipanthyl tablets were used to treat hyperlipidemic patients.

treat hyperhomocysteinemia.

ment of hyperlipidemic patients, the decrease of lipid was significant but the decrease of homocysteine was not.

hyperhomocysteinemia, the decrease of homocysteine was significant whilc the decrease of lipid was not.

Aim To investigate the changes of plasma homocysteine and lipid before and after therapy.

Plasma homocysteine and lipid were detected before and after treatment.

Vitamin B,

Methods
Folate and Vitamin B, were used to
Results  Afier treat-
After treatment of

Conclusions With

the treatment of hyperlipimia using Simavatatin tablets and Lipanthyl tablets, the plasma lipid decreased significantly, but the plas

ma homocysteine decreased nonsignificantly.

the changes of lipid were not significant.

SR A R Z BRE RS, &
JE MLAERE A A E B R R R Tk, Bk
FR) B R} 2 B I 375 ) 284 2 JBE 20 B8 ( homocysteine, Hey) T
et — 3 Jik 048 R T Ak 1 2 ST £ I M DR 3R
ARSCIE T VR B 24 J R  4E AR 3R Bio a3 il X s R L
ey [F 22 e R IS Y8 97, T EL ¥R 7 /S IR &
[ 284~ e S R ) AR AL, BRI e PR o

1 XN&MGE

1.1 fRER

B e E B 32 B, B M 21 Bl L 116l F
H 4 50.8 9. 45 %, H b & E B mAE 10 4, &
o = B i 22 B & E AL A BR i E H i fig 1

[k HEA]  2001-07-02 [1EEIHEA]  200201-14
[E€B] (LG HERS A HE4(98054) HH).
[fEE®Y) ZEEE, 2, 1968 % 9 A 4, hia B A, Wil +, #F 50

T3 1) g e e 9 B T 5 W R, BRLAE v A TR R 254 R Bl
M AR TAE. HAEsk, 3, 1954 48 9 A HiZ:, HRAR A, L2 N

The plasma homocysteine decreased strongly by using Folate and Vitamin By, but

wH 326, B 236, L9 Fl, T 48.3 17
25%. Tt B O B M g E% .
1.2 JRITH&

B M IE B A T4 20 mg/d Fo/ B A7 F e
300 mg/ d, £ 6 J; & B A ¥ Bt & B i E B E S Tt
B 30 mg/ d. 4 & & Bip 500 Ko/ d, £ 3 A
1.3 ®MGE

E RS MR BUR kKRR R 0E 4 AT A
MERFRER, AA W E RENE; XRAESER
ok o fg, AR &M E EERKAEES L H.

1.4 JRIZIEFR

WE R A FRAER I AT R REK3.52%, #E
TR RE 4 83%; M| = JE I BB & M SE B A 25. 85
mmol/ L, #h W& B R ¥ 1. 57%, #18 & & # % 2.
13% ; M 2 H i = Bg 0 & 96 B 4 11. 30 mmol/ L,
NERAZAEN1.01%, #EA TR EEHN 1.27% .
1.5 SitER&E

Ri | SPSS 8.0 MKt 4, 7k A A ¢ k.
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2 #H R PR B R (Rl A, 4828 R B AL & g

SR Z56I7 Ja, e MUAE 2B 5 R ] 2 L H 9
=g K E A ER . B EA B ¥ EERK
(P< 0.05), /=% 508 & B H B B 2 #3015 5 H ALAR
AT, [F) 2 2 B Rt BRI, (H PR B3 (R
1, Table 1) .

SR AR BpiB T Ja, & R 8 B R
i S5 (A B o 2 R /KT B 2 PR IR ( P < 0. 001), {H
MAREWAEZE (3£ 2, Table 2) .

* 1. SEMESEATTREMASMEZ S EEREL.

Table 1. changes of lipid and Hcy before and after therapy in
hyperlipidemia.
Index Before After

TC (mmol/L) 5.20%1.42 4.24 %0, 86°
TG (mmol/L) 3.35%1.51 1. 49 £0. 45°
LDLc (mmol/L) 3.26%£1.29 2.74 %0, 81°
HDLc (mmol/L) 0.99 +0. 24 1. 08 £0. 34
Apo AI (mmol/L) 1.25 %0.21 1.21%0.23
Apo B (mmol/L) 0.97£0.29 0.79 0. 17
Hey (Mmol/L) 16. 76 £8. 41 14.58 £7. 28

a: P< 0.05, compared with before treatment.

*2 SREEFHRERMNESEATHEREFREERMM

BERY R (L.

Table 2.  Changes of lipid and Hcy before and after therapy in

hyperhomocysteinemia.
Index Before After
Hey (Hmol/L) 22.17%7.85 10. 82 £1.97°
TC (mmol/ L) 4.3310. 86 4.24 %0. 87
TG (mmol/ L) 1.43%0.46 1.27 0. 43
LDL¢ (mmol/ L) 2.8910. 89 2.6110.71
HDLc¢ (mmol/L) 1.04%0.30 1.10%0. 31
Apo Al (mmol/ L) 1.19%0. 18 1.23 0. 25
Apo B (mmol/L) 0. 80 +0. 20 0.79 +0. 15

a: P< 0.001, compared with before treatment.

3 g

FREPEE IR E — P S AR, AN &
TR 2 PP 2L 5 T A, AR B R = R AR
g EIP R R REAR(EERET);
@5 L FABR AR & RS AE RV BRI, TR AR Ik sk — 2
ZURME IR A o B TR ot AR B A L. R

Wil ME =, (ARG T EE R E) AR, AT F
LR SN N Y AR R S AN ol PO RN =2
B~ LA D I /)N KR % 5% 1L D] 45 74D 2 Wil T <5 350
K RERE AL, Stampfer 2181 g, R
PRI & Bl 1B _ERRAY 1.7 Bmol/ L, A Lo JLEE
SR fE R IEIn 3. 4 %, R 44 3 B ] LK
1 3% [ 2 2 e R K CF XA AT IR T R A
FUESL.

MSEB AT B H, 4 I 24 B S R A1 o T I A A
HH LG 7K, A 0T [R] 7Y 2 e 20 R RIS A (2 25 i v
R VAEAE 2R BioRe A 25 AR e A B e e U R I e B8 3
()[R 2 2 B S R K, I TR E A B3 . BT H
ROV 3N Kk o BE A Ak 3= 2 9% RIVR 9T, 0f B I g v
JTIX— MRS O s K, T 0t i [F] 28~ 2 B 1 e
() fe T P R 4 2R 3% B ¥R IR 28 2 ok =B 1
FEN IR o BT8R 1697 I A Be A R0 B AIK = IR
MLAE 6 2 2 P T v ) () 2R~ O s R /K F, T R
$eAE R Bpff R 24 B, MIRATIRME: X
A S kR A AT B N B2 A 2 I S [R] Y 2 i SR UK
-, B Xt v A Y A D 2R L E B R L 4EAE R By
DA R FARARR I S5 ] 2 > Ji 2 IR /K s (O v Ml LA
B A 2 A 3R [R) Y 2 e R AK P, X TR I AR
() 24 2 e 2 PR T v ) B8 AE 2 W T g VB 9T B0 BT I
TR B2 4R 2R 3R B iR YT, DA E 2 3 bk o 1 A AL
RIRERE, X b FRATT IEAE i R BRI 7T
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