
Supplementary Materials 

Label-Free Imaging Techniques to Evaluate Metabolic Changes Caused by 
Toxic Liver Injury in PCLS 

 

Figure S1. Schematic diagrams of the hepatotoxicity mechanisms of APAP, CCl4 
and ethanol. 

  



Table S1. Quantitative analysis of NAD(P)H autofluorescence intensity in 
hepatocytes of hepatic slices under toxin exposure 

  Low Intencity 

(arb. u.) 

Medium Intencity 

(arb. u.) 

High Intencity 

(arb. u.) 
co

n
tr

o
l  3 h - 287.7 ± 63.6 - 

24 h - 278.1 ± 50.3 - 

48 h - 322.4 ± 55.3 - 

et
h

an
o

l  3 h 210.8 ±34.7 345.7 ± 38 501.8 ± 47.7 

24 h 189 ±46.3 306.1 ± 44.7 477.5 ± 42.4 

48 h - 359.6 ± 59.4 514.8 ± 67 

C
C

l4
 3 h - 255 ± 49.8 454.2 ± 59.5 

24 h - 341 ± 59.9 580.6 ± 64.4 

48 h - 329.3 ± 48.4 569.1 ± 47 

A
P

A
P

 3 h 160.6 ± 32.6 358.9 ± 42.8 541.4 ± 53.8 

24 h 186.3 ± 35.9 374.5 ± 58.4 529.7 ± 36.6 

48 h 173.9 ± 41.4 348.2 ± 46.2 569.1 ± 44.7 

 



 

Figure S2. Quantitative analysis of NAD(P)H autofluorescence intensity in 
hepatocytes of hepatic slices under toxin exposure; low – low intensity of NAD(P)H 
autofluorescence, medium – medium intensity of NAD(P)H autofluorescence, high 
– high intensity of NAD(P)H autofluorescence. 

  



Table S2. Fluorescence lifetime of free and bound form of NAD(P)H in hepatocytes 
of hepatic slices under toxin exposure 

 
*—statistically significant difference compared to the corresponding time point for control liver slices. 
  



Table S3. Fluorescence lifetime relative contributions of free and bound form of 
NAD(P)H in hepatocytes of hepatic slices under toxin exposure 

 
*—statistically significant difference compared to the corresponding time point for control liver slices. 

  



Table S4. The primer sequences for RT-PCR. 

 

 


