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E ffects of Probucol Canbined w ith A torvastatin on Carotid A therosclerosis of Cere-

bral Infarction Patients
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phospholipase A2
[ABSTRACT] Aim To explore the effects of probucol canbined w ith atorvastatin on carotid atherosclerosis of cere-
bral infarction patients M ethods 120 acute cerebral mfarction patients ncluded 68 males and 52 fem ales whose av-

erage age were 74 £15 years They all had athersclerosis plaques detected by carotid artery ulirasonography A 11 sub-
jects were divided randam ly into 2 groups atorvastatin group were treated w ith atorvastatin (20 mg/d) which inclided 35
males and 25 fanales whose average age were 73 £16 years canbined tream ent group w ere treated w ith atrovastatin ( 20
mg/d) canbmned with probucol (500 mg/d) which mchided 33 males and 27 fanales whose average age were 76 £18
yeares  The lipoproten-associated phospholipase A2 (Lp-PLA2) activities in serum, characters of carotid atherosclerosis

plaques of the wo groups were assayed before treament 6 month 12 month and 24 month after tream ent Results
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Lp-PLA2 activities in the o groups pretreamentwere 1& 43 £8 01 (mmol/(mmn* L)) and 1& 65 £8& 12(mmol/(m in
It decreased distinctly to 14 98 £4 21
(mmol/(mm® L)) and 12 68 22 04 (mmol/(min* L)) 6 month afier treament i the wo groups especially in can-
bined treament group and it decreased further to 11 57 £1 62 (mmol/(min* L)) and 11 98 £1 43 (mmol/(m in*

L)) respectively 12 months after treament and kept on the canparable level as 12 month on the 24 month tme point
12 06 £1 68 (mmol/(min* L)) and 1L 34 1L 61 (mmol/(min* L)).
group wasmuch larger than that n canbied treament group (P < Q 05).  In atorvastatin group the average integral of
stable plaques were 2 73 X0 31, 2 68 £Q 46 3 92 £Q 28 and 3 84 *Q 35 respectivly on pretreament 6 month 12
month and 24 month tme point after tream ent

* L)) respectively and there were no significant difference mn the wo groups

The m agnitude of varieties i atorvastatin

The average integral on the 6 month tme point dropped campared w ith
pretreain ent but had no significant difference  The average integral on 12 month and 24 month after treament increased
rem atkably than those on the wo fomer tine point(P < Q 05); the average integral of vulerable plaques were 6 82 £Q
37 4 38F0 42 3 0230 43 and 3 28 X0 29 respectively  The integral on 6 month after tream ent dropped distinctly
than before (P < Q 05) and it dropped continuately on 12 month and 24 month after treament (P< Q@ 01).  In canbined
tream ent group the average itegral of stable plaques were 2 68 0 34 2 73 £Q 50 3 01 £Q 44 and 2 89 +Q 42 re-
spectivly on pretreament 6 month, 12 month and 24 month afier treament There were no difference significantly ~ The
average itegral of vulnerable plaques were 7 08 20 39 4 92 £ 33 3 11 Q 46 and 2 28 FQ 41 respectively  The
integral dropped progressively by tme and there were significant differences between integrals in every wo time point
For stable
plaques the average integral ncreased on 12 month and 24 month after treament in atorvastatin group than that n cam-
bined treament group (P < Q 05).

There was no significant difference of the carotid atherosclerosis plaque ntegral before treament in wo groups
For the vulerable plaques the average integral after tream ent dropped rem arkbly
than pretreament  And the decrease apitude in canbined treament group on 12 month and 24 month were more obvious

Conclusion

than those i atorvastatin group (P < Q 01).
of atherosclerosis of cerebral infarction

rosis in secondary prevention fran ischem ic stroke

bring down the Lp-PLA2 activities in circulation especially surpress the secretion of Lp-PLA2 fran m acrophagocyte

antiatherosclerosis ole is multiaspect and multip le-target-point
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It is an mportant strategy to stablize plaques for treament

Protocol canbined w ith atorvastatin was an i portant treament to antiatheroscle-
It could degrade level of LDI, inhbit the infom ation of ox-LDL,

The
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