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Table 1. Efficacy of more intensive lowering of lipid and follow-up results

BIT Y i i) TC(mmol/L) LDLC(mmol/L)  ALT(U/L) AST(U/L)  CK(U/L)
Bt 8.37 6.78 - - -
PR AT (20 mg QN) 10K 6.46 4.75 - - -
BTG AT (40 mg QN) TR 5.81 422 - - -
HEYT A (10 mg Qd)
BT (40 mg QN) 47 R 5.22 3.76 - - -
KT Z A (10 mg Qd)
FdPARABIT (20 mg QN) 55209 K 5.22 3.32 18 21 91
+HRITZET (10 mg Qd) #5350 K 5.42 4.09 9 21 102
FidF AT (10 mg QN) 45 845 K 6.01 3 - - -
+HKPTFEAR (10 mg Qd) %5 1080 K 4.62 2.62 32 18 133

ALT . A 9% % i ( alanine aminotransferase) ; AST ; 7% %L 5% Z iff  aspartate aminotransferase ) ; CK : JILER ¥4 ( creatine kinase) ,
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Figure 1. Admission electrocardiogram
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Figure 2. Coronary angiography
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Figure 3. Gene sequencing
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Figure 4. Graph of intensive lipid-lowering
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