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Figure S1. Comparison of PTEN protein expression level as detected by 

RPPA (y-axis) against scored by IHC (x-axis) of 190 endometrial tumor 

samples. 

Figure S2. Distribution of non-synonymous mutations in PTEN. Substitutions 

(above) and indels (below) are graphed with the amino acid indicated and the 

number of independent observations within parentheses. The percentage of 

mutations identified in each domain is shown in the box. * represents 

nonsense mutation. Mutations in blue bold are homozygous, whereas those in 

black are heterozygous. 

 

Figure S3. Effect of PI3K pathway aberrations and KRAS mutation on A, Akt 

activation as indicated by phosphorylated Akt at Thr308 and Ser473 and B, 

MAPK pathway activation as indicated by phosphorylated MEK1/2 at 

Ser217/221, phosphorylated ERK1/2 at Thr202/Tyr204 and phosphorylated p38 

MAPK at Thr180/Tyr182 in 221 endometrial tumor samples. C, effect of PTEN 

loss (left) or PTEN heterozygous mutation (right) on Akt phosphorylation at 

Ser473. D, Akt phosphorylation was compared among tumors with PIK3CA, 

PIK3R1 or PIK3R2 mutations (left), tumors with mutations in different domains 

of PIK3CA (middle) and PIK3R1 (right). Phosphorylated Akt at both Thr308 and 

Ser473 showed similar trend and only data of Ser473 were shown. WT, wild-type. 

PI3K Mut, PI3K pathway aberration including PTEN loss, PIK3CA, PIK3R1 

and PIK3R2 mutations. KRAS Mut, KRAS mutation. PTEN +, PTEN protein 

retained. PTEN −, PTEN protein loss. Het, heterozygous. 

 

Figure S4. A, Western blotting with 16 endometrial cancer cell lines. Mutations 

identified in each cell line were shown in the chart at the top (green, wild-type; 

red, homozygous mutation; brown, heterozygous mutation). B, the same cell 

lysates of the 16 lines were also subjected to RPPA analysis The expression 

levels were compared among the three sub-groups indicated and were 

expressed on the Y axis after logarithmic conversion and mean centering. The 

boxes represent the distribution of individual values from the lower 25th 

percentile to the upper 75th percentile, the solid line in the middle of the box is 

the median value, the lower and upper whiskers represent the 5th and 95th 

percentiles. 

 



Figure S5. Sensitivity of 16 endometrial cancer cell lines to A, rapamycin, B, 

GDC0941 and C, MEKi after 72 h treatment. Values are represented by GI50 

values, determined by the generation of dose-response curves from replicate 

samples in 3 independent experiments. Mutations in each cell line are shown 

in the chart in the bottom panel.  

 
Figure S6. The HEC1A endometrial cancer cells were transiently transfected 

with wild-type (WT) p85α or its mutants. Cell lysates were collected for 

Western blot. Numerical values below each lane of the immunoblots represent 

quantification of the relative protein level by densitometry (normalized to 

β-actin or AKT) 

 

 


