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Supplementary Figure 1. Workflow of selecting molecular signature expression profiles from CMap, L1000, and TCGA used to construct
DPGSD. The detailed method is described in the Methods section.
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Supplementary Figure 2. The results of compound name standardization. (A-B) Number of compounds with CID.



CMap
(1,218)
CMap
(5,819)
L1000
L1000
(55,200)
(302)
C 8000 —
o
= 6000 —
1
L
&)
"'5 4000 —
| —
]
o
% 2000 —|
=
o — . |
=
o n ~ I = < < 8) a = ~ n _
£ | ElglR|E| 2 3|2 o 8l 2 R8Il Yld s 8 /8 & ¢
= S|l |ae|s | |9 E|S || 22wyl og|lw | 3|28 2= 35|s3 o
g = < T < g T < T o <Dt 3 & S S < T 7} la} Z T =) 2 2 [
=
CMap 2941 | 1624 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1219 0 19 16 | 5819
L1000 4574 | 3264 | 3314 | 3306 | 3256 | 3207 | 3207 | 3203 | 3188 | 2564 | 2561 | 2551 | 2548 | 2545 | 2039 | 1968 | 1961 | 1960 | 1952 | 1383 0 649 0 0 |55200
Total 7515 | 4888 | 3314 | 3306 | 3256 | 3207 | 3207 | 3203 | 3188 | 2564 | 2561 | 2551 | 2548 | 2545 | 2039 | 1968 | 1961 | 1960 | 1952 | 1383 | 1219 | 649 19 16 |61019

Supplementary Figure 3. Data composition of DGPSD. Number of CEL files(A), Compounds(B), CEL files per each cell line(C) in DGPSD.
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Supplementary Figure 4. Data composition of cancer and AD gene expression profiles. (A) Number of gene expression profiles for nine
cancers from TCGA. (B) Log2 fold change distribution per cancer. (C) Number of molecular signature expression profiles per multi-omic
data type. (D) Log2 fold change distribution per multi-omic data type.
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Supplementary Figure 5. The proportion of genes which had the same expression pattern in AD and nine cancer and named SEPG (Same
Expressed Pattern Gene).
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Supplementary Figure 6. The shared gene PPI network between AD and GBM. The degree of thickness denotes confidence score range (0.4
to 0.9). A thicker line indicates a higher confidence score (0.9). The red, orange and purple circles denote GABA, Glutamate, and Cholinergic
receptor family proteins, respectively.



