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Supplementary Figure 1: A, PDX-SCC-M11 tumors were grown in SCID mice and tumor size 

data (mm3) was collected over time (days) for sequential passages (N=24). B and C, Relative 

tumor volume versus time for PDX-SCC-M11. Prediction lines for linear mixed models including 



linear time model (grey) and quadratic time model (black) are superimposed. The data is 

expressed with untransformed axis (left column) and log10-axis (right column). A straight line in 

the right-hand graph represents a stable exponential growth rate. 

 
Supplementary Figure 2: Patient characteristics of the PDX models evaluated here 
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Supplementary Figure 3: Histopathological scoring of head and neck squamous cell 

carcinomas adapted from the Bryne classification (24) 
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1 

 
2 

 
3 
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Keratinization Highly 
keratinized 
(>50% of 

cells) 

Moderately 
keratinized 
(20-50% of 

cells) 
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keratinization  

(5-20% of cells) 

No keratinization  
(0-5% of cells) 
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pleomorphism 
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solid cords, 
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Supplementary Figure 4: Genotypic analysis of DNA was extracted from unfrozen tissues of 

PDX models studied here 

 

 Chromosome Gene Nucleic Acid 
Change 

Amino Acid 
Change 

PDX-SCC-M0, 
passage 0 

14 AKT1 G→T C138A:p.D46E 

PDX-SCC-M0,  
Passage 5 

14 AKT1 G→T C138A:p.D46E 

PDX-SCC-M1, 
passage 0 

4 
17 
20 

FGFR3 
TP53 
GNAS 

C→G 
G→C 
C→T 

C1149G:p.F383L 
C192G:p.Y64X 
C556T:p.R186C 

PDX-SCC-M1, 
passage 2 

4 
17 
20 

FGFR3 
TP53 
GNAS 

C→G 
G→C 
C→T 

C1149G:p.F383L 
C192G:p.Y64X 
C556T:p.R186C 

 

  



 
Supplementary Figure 5: Histopathological scoring of adenoid cystic carcinomas based on a 

classification adapted from Seethala and colleagues (26). 
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