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Materials and Methods
LPL activity assay. Briefly, 10 ul samples were mixed with 16 ul anhydrous

emulsion (6% triolein, 0.36% lecithin, 0.01% 3H-Triolein in glycerol), 74 pl BSA
heparin mixture (3% BSA, 0.005%. heparin sodium, 0.2% NacCl, 0.3M Tris-HCI,
pH 8.5), 10 ul heat-inactivated fast rat serum and 90 ul PBS, and incubated at
37°C for 60 min. Then, 3.25 ml extraction solvent (21% methanol, 44%
chloroform, 35% heptane) and 1.05 ml potassium carbonate-borate buffer (0.7%
potassium carbonate, 0.3% borate, pH10.5) were added to each tube, and the
tubes were vortexed again and centrifuged at 30009 for 15 min. One ml of the
upper agueous phase were removed, mixed with 4 ml of scintillator liquid, and
counted in a spectrometer (Beckman LS 6500). To abolish LPL activity,
samples were incubated with 1M NaCl, and LPL activities were obtained by

total enzyme activities subtracted NaCl-treated enzyme activities.
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Supplementary Fig.S1. Deletion of hepatic Lpl did not affect the
expression levels of Lipc mRNA in the liver. Lipc mRNA levels were
detected by quantitative RT-PCR, and normalized by 36B4 as internal control.

n=5 per group. P>0.05 vs control.
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Supplementary Fig.S2. Disruption of liver LPL altered plasma lipid
metabolism in female mice. The control and Lpl“"*® female mice at the age
of 2~6 months were fed normal chow diet. (A) Body weight was not affected at
the age of 2~6 months. (B) Fasting plasma TG and TC levels at the age of 2
months. (C) Fasting plasma TG levels at the indicated ages. (D) The TG and
TC contents in the liver were not affected at 2 months of age by the deletion of
hepatic Lpl. The mice were fasted for 6h. Results represent the mean £ SEM. *,

p<0.05 vs. control, n=6-8 for each group.
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Supplementary Fig. S3. TG profile in plasma lipoprotein. Plasma samples
pooled from 5 mice of each group were resolved by Superose 6 column, and
the eluates collected in 0.5 ml by fractions were determined for TG contents.

Area under curve (AUC) was plotted with the indicated values.
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Supplementary Fig.S4. Deletion of liver LPL did not affect glucose
homeostasis. The male control and mutant mice were fed the normal chow
(NC) or high-fat diet (HFD) for 3 months. (A) Blood glucose levels under fasted
or fed condition. (B) Fasting plasma insulin levels and HOMA-IR index of
chow-fed mice. (C) Oral glucose tolerance test and insulin tolerance test
showed that deletion of hepatic Lpl did not alter glucose metabolism of the
mice on the normal chow or high-fat diet. The mice were administered with
glucose (2g/kg body weight) by gavage or i.p. injected with 0.75U/kg of insulin,
and their blood glucose levels were determined at the indicated time points.

Results represent the mean = SEM. n=4-6 each.



