FTRES 2016 57 A% 45 K% 20 19 2801

W - IRFFR
I &F £k Ml 7T i6 9T & £ B0 w | 7 S A5 A B B 3

) A% T .wHrr'.H & L.BEEHS
Q. ZREFXFWEF—ERBMER S LE AF 409800;2. TR FTH ZAKER S oF AFA

doi:10. 3969/j. issn. 1671-8348. 2016. 20. 021

400014)

(HE] B AEZFR RGN BHIE0EEH S FTRAFREITESFBE . ik P g A28 CREEE (hsCRP) SIS b
HAE A A KA T 8(MFG-E8) & Klotho 2 B /K - 89 AL . AR 3T 25 AFRAL T 96 97 2 58 3 R & & 3 BF oo iz a9 45 A AL ) & 2 A A
e, ik KBMEREZETN 129 6B SHREF B M ELFEL D hHU, T RAAIE L FAG ST IR LAEF G T A
B ES T8 10 mg FRAF AT ETT . A3 A AT A, L P LR AR R 483 57 AT 6 o g L hs-CRP .MFG-E8 % Klotho &
FEF. BR HAEL LS WA hs-CRP.MFG-E8 & Klotho K F 3 £ B £ F. 5 B a4a ik, R A o iF &2 B &
(TO) AKX B fs & & 2 B B (LDL-O) \ Z 8 H b (TG K F 2 F T . @ HDL-C K -F 2 F 4 & . 27 B A %3 % & L (P<<0.05).
Sl LA hs-CRP K- 2 34K T 2 B 48 (P<C0. 05) , LA 4 e 77 MFG-E8 & Klotho K -F 4 xf B4 1 & . W 40 18] £ 57 B A 4t
FEL(P<0.05), i A &AL IT T BAK &5 F hs-CRP & F, L8 MFG-E8 & Klotho & it K F .8 8 B 5 X R B 4
BRI A G RS RE I R R

(XA TS 308w B AT KA T RIER B R &

[(FES%*E] R541.4 [XEkFRIREE] A [XEHS] 1671-8348(2016)20-2801-03

Mechanisms of rosuvastatin in treatment of elderly patients with coronary heart disease complicating hyperlipidemia
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[ Abstract |

treatment in elderly patients with coronary heart disease complicating hyperlipidemia for investigating the action mechanisms of ro-

Objective To observe the changes of serum lipids, hs-CRP, MFG-E8 and Klotho gene levels after rosuvatatin

suvatatin and its application value. Methods Totally 129 elderly patients with coronary artery disease complicating hyperlipidemia
in our hospital were randomly divided into two groups. The control group received only conventional treatment,while on this basis
the rosuvatatin group was given rosuvastatin 10 mg everyday, with 2 months as a treatment cycle. Blood lipids, hs-CRP, MFG-E8
and Klotho gene levels before and after treatment were compared between the two groups. The regulation effect of rosuvatatin was
investigated Results The blood lipod, hs-CRP, MFG-E8 and Klotho before treatment had no obvious difference between the two
groups. The levels of TC,LDL-C and TG after treatment in the rosuvatatin group were significantly decreased compared with the
control group,while the HDL-C level was significantly increased, the differences were statistically significant(P<C0. 05). In addi-
tion, the hs-CRP level after treatment in the rosuvatatin group was significantly lower than that in the control group(P<C0. 05).
Compared with the control group, the levels of MFG-E8 and Klotho after treatment in the rosuvatatin group were increased, the
difference was statistically significant (P<C0. 05). Conclusion Rosuvastatin could decrease the blood lipid and hs-CRP levels, up-
regulates the MFG-E8 and Klotho levels,alleviates the inflammatory reaction and has the anti-vascular aging effect, thus effectively
treats the patients with coronary heart disease complicating hyperlipidemia.
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