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The Effect of Probucol and Atorvastatin Combination on ox-LLDL and ox-LDL-Ab
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[ABSTRACT] Aim  To compare the effects of probucol combined with atorvastatin and atorvastatin only on serum oxi—
dized low density lipoprotein (ox-LDL) and ox-LDL antibodies (ox-LLDL-Ab) levels. Methods Forty eight patients with
coronary heart disease were assigned lo atorvastatin only group (20 mg/d of atorvastatin, n =22) or combined therapeutic
group (20 mg/d of atorvastatin and 1. 0 g/d of probucol, n=26) in a randomized manner. ~Serum levels of ox-LDL and ox—
LDL-Ab were detected before and after treatment. Results  After treated with atorvastatin only and combined therapy the
levels of serum LDL, ox-L.DL, TC and TG were significantly decreased (P <0.01) , and those in combined therapy decreased
even more markedly (P <0.05). Alone in the treatment group ox-L.DL antibodies had no significant effect (P >0.05) .
Combined treatment group can significantly reduce the level of ox-LDL antibody (P <0.01) . Conclusions Both atorv—
astatin alone and atorvastatin combined probucol can decrease the levels of ox-L.LDL in patients with coronary heart disease,
and those in combined therapy decreased even more markedly.  Alone in the treatment group ox-LDL antibodies had no sig—

nificant effect.  But combined treatment group can significantly reduce the level of ox-L.DL antibody levels.
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Table 1. The comparison of clinical data in the two groups

W M FF'(’éj iﬁg) 4 E%(’fiﬁzz Hil P
5 (1) 12(54.5%) 13(48.1%)  0.753
Fw(B) 62.3+5.7  63.2+5.4  0.063
A (451) 9(40.9%)  11(42.3%) 0.922
SAP/UAP (i) 8/14 10/16 0. 881
i 1 (f51) 7(31.8%)  8(30.8%)  0.938
I $ (kg /m?) 24.1+4.2  24.3+3.6  0.063
Il PR P 24155 130
Fi =] VC A (1) 22(100%)  26(100% ) 1.0
SUUCHE & (1) 12(54.5%) 14(53.8%) 0.961
ACEI/ARB () 9(40.9%) 10(38.5%) 0.863
CCB (1) 6(27.3%)  5(19.2%)  0.509
B Z BRI () 20(90.9%) 23(88.5%) 0.782
T ER M2 () 11(50%)  14(53.8%) 0.790
PCL A (1) 5(22.7%)  7(26.9%)  0.738
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Table 2. The changes of ox-LLDL, ox-LLDL-Ab and blood lipids levels before and after treatment
Sl oxdDL(g/L)  oxdDL-Ab(U/L)  TC (mmol/I) TG (mmol /1) LDL (mmol /L) HDL (mmol /1.)
HLZG7R T 4 (n =22)
JRITHT 46.26 +6.71 162.20 +39. 26 6.01 £1.02 2.12£2.02 3.11 +£0.51 1.20 £0.28
RIT )G 35.45 +5.77" 161.70 £40. 10 4.32 £0.42" 1.20 £1.95" 2.23 0. 46" 1.25+0.19
BCERIT 4L (n =26)
YEIT T 47.81 £3.43 165.12 £37.13 6.11 £1.06 2.30 £2.21 3.42 +£0.83 1.43 £0.19
BIT A 29.56 £2.44"  141.20 +28.16*  3.80 £0.54" 111 2. 15 1.92 +0. 50 1.38£0.20

a N P<0.01, SIS b N P <0.05,¢ 4y P<0.01, 582587 A H R .
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