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WL 24EM, BANAYF 40 mg / HEHKS L
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LDL-C i3 RX—2Z F 4 Y1304 mg/dl 24 H H#H121%
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mg/dl A349.0 mg/dl & 14.7% EH- L 72 (p<0.001).
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mg/dl EZBAL L7, TORBRET I =7 HFRIET PN
7 F EETI31% WA L7722k Lxk T 8.7 %1
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