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[Abstract] Objective

id-lowering effect of fluvastatin. Methods

Relationship of apolipoprotein E gene polymorphisms with lipid-lowering effect of fluvastatin”

To explore the relationship of apolipoprotein ECApoE) gene polymorphism with the lip-
The multi-AMRS PCR method was used to detect the ApoE gene poly-
morphism in 93 hyperlipemia patients treated with fluvastatin. The relation of ApoE gene polymorphism with the lip-
id levels and the lipid-lowering effect of fluvastatin was analyzed. Results The TC and LDL-C levels in different gen-
otype subgroups had statistical differences(e4/3>¢3/3>>¢3/2,P<C0. 05); After 12-week treatment with fluvastatin
20 mg/d, the cases with €3/2 genotype had a significantly greater reduction in TC and LDL-C levels compared to

those with €3/3 genotype (P<C0. 05). Conclusion
LDL-C levels by fluvastatin treatment.
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The ApoE polymorphism is associated with lowering TC and

polymorphism, genetic;  hyperlipi-

(Dovphin-COC A1), PCR Master Mix(Fermentas 2\ @) . 3§
W B HAR ) ¥ o 20 k. Olympus AUS400 4 [ 30 4= 1k 4
HrAX B Olympus 5t 25320700 AR M b FHBT 4%
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1.4.1 DNA $2HC SRS R BUL B AN E Il (2 Z 1 &
Fif B PEE) SR UKL N 41 DNA 1E AR .

1.4.2 ApoE BB RS ENF F P2 E PCR #
ARXF ApoE K& AT 43 AL . 51 9058 K 3 R BB 5 2 0 AR SCHE
FHEOAERE i B TAY TRAFS M. ¥ P1:5'-
ATG CCG ATG ACC TGC AGA ATT-3',P2.5-ATG CCG
ATG ACC TGC AGA ATC-3'., 4% B #: 9 158 £ () Cys
Arg; P3.5-CGC GGA CAT GGA GGA CGT TT-3',P4.5'-
CGC GGA CAT GGA GGA CGT TC-3", 4y BRI 112 3 1)
Cys fl Arg; P5.5'-GTT CAG TGA TTG TCG CTG GGC A-
3RS, PL.P2 5 P5 [P 5 BE R/ 451 bp, P3,
P4 5 P5 [ 434 R Bt K/ 588 bp., MK R BAKBL N
25 mL, B EEAR N A B B, BB E 2XPCR Master
Mix 12.5 mL # 20 pmol P5, H 1 A 4 i A P1 15 pmol, P3
10 pmol; B % fim A P2 15 pmol, P4 10 pmol, & B 4&44:95 °C
FAS PS5 min, SR 53 95 °C 45 5,62 °C 45 5,72 “C 45 s, fE¥F 35
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TC 6.374+0.88  5.7740.79*  6.35+0.87 6.9340,79" *
TG 2.8740.89  2.724-0.68 2.8340.92  3.0420.82
HDL-C 1.03+0.32  1.020. 30 1.0440.30  1.0020. 36
LDL-C 4.934+0.83  4.3240.61%  4.900.81 5.3740.83"
W e3/3 JEABI L E, * P<<0.05; " * P<<0.01,
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LDL-C —1.4240.39 —1.697+0.47* —1.3940.49 —1.41+0.51
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