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Table 1. Demographics of patients before the treatment with pravastatin and atorvastatin

Pravastatin Atorvastatin
Number of patients 94 31
Male / Female 50/ 44 (53.2% [ 46.8%) 20/ 11 (64.5% / 35.5%)
Age [years] 62.3+10.7 61.2£9.5
Dose [mg/day] 5 27 (28.7%) 7 (22.6%)
10 63 (67.0%) 21(67.7%)
20 4 (4.3%) 2(6.5%)
40 0 (0.0%) 1(3.2%)

Data are indicated as number or mean=+SD,

Table 2. OATP-C genotyping of patients treated with pravastatin and atorvastatin

Pravastatin (n = 94)

Atorvastatin (n=31)  Total (n=125)

OATP-C*1a/*1a 11 (11.7%) 1(3.2%) 12 (9.6%)
OATP-C*1a/*1b 28 (29.8%) 10 (32.3%) 38 (30.4%)
OATP-C*1a/*5 0 (0.0%) 0 (0.0%) 0 (0.0%)
OATP-C*1a/*15 7 (7.4%) 5(16.1%) 12 (9.6%)
OATP-C*1b/*1b 36 (38.3%) 10 (32.3%) 46 (36.8%)
OATP-C*1b/*5 0 (0.0%) 0 (0.0%) 0 (0.0%)
OATP-C*1b/*15 10 (10.6%) 5 (16.1%) 15 (12.0%)
OATP-C*5/*5 0 (0.0%) 0 (0.0%) 0 (0.0%)
OATP-C*5/*15 0 (0.0%) 0 (0.0%) 0 (0.0%)
OATP-C*15/*15 2 (2.1%) 0 (0.0%) 2 (1.6%)
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Table 3 TC levels in patients before and after the treatment with pravastatin

OATP-C Follow-up (months)

haplotype 0 1 3 6 12
*1a/*1a (n=5) 2402+236 19941204 1994230  193.0£229  192.6%335
*la/*1b (n=14) 23474312 190.8£335" 197.1+242% 196.1%31.7" 192.44:28.6 **
*1a/*15 (p=1) 224 154 163 181 172
*1b/*1b (n=19) 239.8+£240 1955+£29.8%" 190.4+27.6"™ 19254247 187.5+22.0"
*1b/*15 (n=3) 229.0+£48.0 187.0+364 20071437  1953%£405 19531412
15415 (n=2) 265.5+163 2315%205  215.5E247 24402438 | 228507
Total (n=d4) 23831274 194613127 10484266 196.0+£29.1"* 192.0+26.7*

Data are indicated as mean+SD.

# ¥ Significant difference from before the treatment with pravastatin (p<0.01, p<0.001,

respectively).

Table 4 TC levels in patients before and after the treatment with atorvastatin

OATP-C Follow-up (months)

haplotype 0 1 3 6 12
*1a/*1a (n=1) 192 130 137 148 150
*1a/*1b(a=6) 2308153 1622+211  1483%360*  1423+132° 151.0+103"*
*1a/*15 (n=2) 244.0+7.1 1980+410  1785%247  1925%7.8 189.0£15.6
*1b/*1b(n=9) 26021616 180.0+332% 1713+303"" 176.6+24.6" 179.3+33.0*
bMIS@e3) 2503E38  1713E215 1627384 | 155742727 1733E4L5
Total (n=21) 245.6£43.4 173.0+20.9" 1626£320" 1640261 169.9+29.2 "

Data are indicated as mean+SD.

# #¥. Significant difference from before the treatment with atorvastatin (p<0.05, p<0.001,

respectively).
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Table 5 LDL-C levels in patients before and after the treatment with pravastatin

QATP-C Follow-up (months)

haplotype 0 1 3 6 12
*1a/*1a(n=2) 149.5%64 89.1+239 96.8+£9.6 952+17.3 102.5£16.3
*1a/*1b (n=8) 1574214 1169+286*% 117.9+223% 1195+226" 112.4+260%
*1a/*15 (n=1) 131 71 83 91 86

*1b/*1b (n=15) 15494211 113.6+167% 107.9+26.1"* 1137+21.8% 1104+165*
*1b/*15 (n=2) 139.6+419 107.2+130  1181%352  1083%457  104.0+37.1
*15/*15 (n=1) 197 171 134 199 154

Total (n=20) 154.84225 112.9:+245** 110.6+244% 1158+27.6" 110.6+£21.5%

Data are indicated as mean=+SD.
M, Significant difference from before the treatment with pravastatin (p<0.05, p<0.01, p<0.001,

respectively).

Table 6 LDL-C levels in patients before and after the treatment with atorvastatin

OATP-C Follow-up (months)
haplotype 0 1 3 6 12
*la/*1a (n=1) 128 63 68 77 79

*1a/*1b (n=6) 151.2%15.1 82.81163 80.3+239%  73.3+85* 78.8+14.6*
*1a/*15 (n=2) 156.8%15.6 112.6£218  94.5%+16.0 101.5+120  105.0£325
*1b/*1b (u=9) 1682+472 964+18.1%  953%158%  942+218%  958+23.1°
*1b/*15 (n=2) 148.2%£39.9 85.2%8.2 63.4+12.2 63.1+12.9 75.7£6.6

Total (n=20) 157.9+349 91.2+19.1" 862+202" 847+200% 88.8+21.1*

Data are indicated as mean+SD.
* # #M. Significant difference from before the treatment with atorvastatin (p<0.05, p<0.01, p<0.001,

respectively).
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Table 7 QATP-B genotyping of patients treated with pravastatin and atorvastatin

Pravastatin (n = 94) Atorvastatin {n = 31) Total (n = 125)

OATP-B*1/*1 42 (44.7%) 13 (41.9%) 55 (44.0%)
(€/C)

OATP-B*1/*3 46 (48.9%) 17 (54.8%) 63 (50.4%)
©/m

OATP-B*3/*3 6 (6.4%) 1(3.2%) 7 (5.6%)
(T/T)

Table 8 TC levels in patients before and after the treatment with pravastatin

OATP-B Follow-up (months)

genotype 0 1 3 6 12
141 (1=19) 2365+31.1 199.8+260" 196.43263" 196.5+26.3 " 19071223 "
*1/*3 (0=20) 239.0+25.6 189.6+360"* 189.7£26.6" 194.7£32.1*  190.5+304 ™
*3/43 (n=5) 242.6%237 19481320 208.6%27.5  199.2£327  200.0%31.1

Total (n=44) 2383+27.4 194.6+312"* 104.8+26.6"* 196.0+£29.1* 192.0+£26.7 *#*

Data are indicated as mean£SD.
* e, Significant difference from before the treatment with pravastatin (p<0.05, p<0.001,

respectively).

Table @ TC levels in patients before and after the treatment with atorvastatin

OATP-B Follow-up (months)

genotype 0 1 3 6 12
*1/*1 (a0=10) 260.5+548 1816%357% 170.8+304"" 177.3:200° 178.3+28.5"*
s1/43 (=11) 23214254 1652%225 15511330 15184257 162.3+29.0 %

Data are indicated as mean==SD.

' ###*. Gignificant difference from before the treatment with atorvastatin (p<0.05, p<0.01,

p<0.001, respectively).
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Table 10 LDL-C levels in patients before and after the treatment with pravastatin

OATP-B Follow-up (months)

genotype 0 1 3 6 12
*1*1 (n=10) 154.0+29.4 1276+17.8  119.6%283% 117.9+290% 1163+208"
*1/*3 (0=15) 1539209 1029+27.0" 99.7+192**  1105+291% 1031217
*3/%3 (n=4) 160.0+£6.8 113.4+56%  1202+109 1305137  1245%13.1

Total (0=29) 154.8225 1129+245** 110.6£244™ 1158+276" 110.6+21.5*

Data are indicated as mean=£SD.

# # 4. Significant difference from before the treatment with pravastatin (p<0.05, p<0.01,

p<0.001, respectively).

Table 11 LDL-C levels in patients before and after the treatment with atorvastatin

OATP-B Follow-up (months)

genotype 0 1 3 6 12
*1/*1 (p=10) 17201403 99.4+19.8"  93.6+165%  96.4+184"  963+21.9%
*1/*3 (0=10) 143.8+224 830+152*  78.8%215" 730142 8134184

Total (n=20) 157.9+349 912+191* 862+202*" 847+200" gs8+21.1*

Data are indicated as mean X SD.
¥ # #. Significant difference from before the treatment with atorvastatin (p<0.05, p<0.01, p<0.001,

respectively).
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