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ABSTRACT Objective: To study the relationship between the level of homocysteine, thyroid function and liver dysfunction induced
by atorvastatin treatment in severes corony artery disease patients. Methods: All selected patients have been treated with atorvastatin
calcium (20mg, 1 times / day) for 1-3 months. Three hundred cases of normal liver function (ALT and AST were normal) were selected
as control group.Three hundred cases of moderate liver dysfunction (ALT and / or AST was increased less than three-fold). Three hundred
cases of severe liver dysfunction (ALT and / or AST increased more than 3 times). In the group of liver dysfunction, we selected 100
cases of drug withdrawal and 100 cases with CoQ10 (20mg, 3 times / day) treatmentrespectively. Results: In coronary heart discase
patients with statin therapy after PCI for 1-3 months, elevated homocysteine level and reduced thyroid function was observedin liver
dysfunction group compared with normal liver function group (P<0.01). Liver dysfunction is related to age and alcohol intake. In patients
with severely elevated transaminase, we found that with additonal CoQ10 treatment,transminase is significantly decreased compared with
no treatment group (P<0.01). Conclusion: Elevated aminotransferases in patients with atorvastatin calcium was associated with treatment
increased homocysteine and hypothyroidism. Liver dysfunction was correlated with drinking and age. Transaminase level in patients with
abnormal liver function was decreased significantly after CoQ10 treatment(P<0.01).
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Table 1 Comparison of clinical data of patients(Case,%)

Observation item Group A (n=300)

Group B(n=300) Group C(n=300)

Male 231(77)
Age(Year,x £ s) 60.05+ 9.82
Hypertension 154(51)
Diabetes 52(17)
Drink 132(44)
Smoke 166(55)

243(81) 224(74)
58.37% 10.14 59.36z 10.49
124(41) 127(42)
56(18) 94(31)
105(35) 94(31)
176(59) 152(51)

*iE:A,B,C RIREMRAMFNHERERENFDNREESRE,

*Note: A,B,C represents control group and liver function increased slightly,as well as liver function severely elevated.
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Tablel 2 Comparison of homocysteine and aminotransferase
Group n Homocysteine(umol/L) ALT(IU/L) AST(IU/L)
Group A 300 Before treatment 24.83%+ 14.95 22.76x 10.91 20.91% 6.96
After treatment 15.24+ 8.44 18.61+ 7.48 20.95+ 57.39
Group B 300 Before treatment 23.31% 14.81 29.52+ 7.48 25.63+ 23.75
After treatment 20.04+ 9.93 32.54+ 18.78 57.39+ 32.21
Group C 300 Before treatment 23.04% 15.05 28.96x 28.02 27.23+ 31.41
After treatment 24.54+ 11.34 132.87+ 27.64 145.71+ 43.83
P <0.01 <0.01 <0.01

*E:AB,CHRRKMBA RNERESFENTDREERE

*Note: A,B,C represents control group and liver function increased slightly,as well as liver

function severely elevated.
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Table 1 Comparison of with thyroid function

Group n TSH T4 T3 FT4 FT3
Group A 300 Before 2.49+ 3.31 96.28+ 18.99 1.49+ 0.32 15.57+ 5.06 3.97+ 0.84
After 223+ 1.26 105.08+ 27.18 1.94+ 1.01 1531+ 3.1 83.98+ 0.81
Group B 300 Before 2.46x 1.99 96.07+ 20.03 1.53+ 0.32 15.49+ 5.05 4.03+ 0.73
After 3.52+ 1.84 99.63% 25.01 1.64+ 0.58 15.00% 2.3 14.00+ 0.78
Group C 300 Before 2.79%+ 6 95.75+ 20.64 1.50+ 0.39 1525+ 3.55 391+ 1.01
After 3.89+ 0.88 88.73+ 39.34 1.54+ 0.53 14.70+ 1.97 3.85% 0.76
P <0.01 <0.01 <0.01 >0.05 >0.05

*E:AB,C HRIRFMBEAMDREERENRIREERE,
*Note: A,B,C represents control group and liver function increased slightly,as well as

liver function severely elevated.
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Tablel 4 Liver dysfunction using coenzyme Q10 group and stop drug group of assay index

n ALT AST
COQ10 group100Before treatment 134.63%+ 25.26 14391+ 28.14
After treatment 47.72% 22.80 42.44x 1391
Stop gruggroupl00 Before treatment 135.62% 29.11 150.79% 66.37
After treatment 71.72+ 21.21 52.01% 32.51
P <0.01 <0.01

T CoQ10 2 A2 MR A W i ge it 225, IR CoQ10 ZHEAFZ S LA T T RE W] W T K A e i3 3L

RS EANFRPNELTERAXSHNMGITE

Tablel 4 Estimation of variable into the equation and related parameters of the value

b Wald X? P OR

Drink 0.774 16.449 0.000 2.169

Smoke 0.661 12.960 0.000 1.517

Constant 0.519 4.665 0.031 0.680
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