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Supplement 

Supplementary Table S1: Primer sequences 

 GenBank 
accession # 

Forward Primer Reverse Primer 

CTRP13 human NM_001010908.2 GCA ATT GCC CAA 
GAT GCT GAT 

TTT CCT CCATGG GCT TTC 
CC 

PRKAA1 
human 

NM_006251.6 GCG CAG ACT CAG 
TTC CTG 

TCT TCA CAG CTA CTT TAT 
GCC C 

PRKAA2 
human 

NM_006252.4 AAG ATC GGA CAC 
TAC GTGC 

ATT TTT CCA ACA ACA TCT 
AAA CTGC 

TNF-alpha 
human 

NM_000594.3 CCC ATG TTG TAG 
CAA ACC CTC 

TAT CTC TCA GCT CCA CGC 
CA 

ICAM-1 human NM_000201.3 TGT GAC CAG CCC 
AAG TTG TT 

TGG AGT CCA GTA CAC GGT 
GA 

IL-8 human NM_000584.4 GCT CTG TGT GAA 
GGT GCA GTT 

ACC CAG TTT TCC TTG GGG 
TC 

Col1A1 human NM_000088.4 CCT GGT GAA TCT 
GGA CGT GA 

ACC CAC GAT CAC CAC TCT 
TG 

Col3A1 human NM_000090.4 ACG GAA ACA CTG 
GTG GAC AG 

GAA GCT CGG CTG GAG 
AGA AG 

alpha-SMA 
human 

NM_001613.4 GAG TCT GCT GGC 
ATC CAT GA 

GTA CAT AGT GGT GCC CCC 
TG 

TGF-beta1 
human 

NM_000660.7 CGT CTG CTG AGG 
CTC AAG TT 

CTA AGG CGA AAG CCC TCA 
AT 

GAPDH human NM_002046.7 GTC ACC AGG GCT 
GCT TTT AAC 

TTG ACG GTG CCA TGG AAT 
TTG 

HPRT-1 human NM_000194.3 TGA CCA GTC AAC 
AGG GGA CA 

TGC CTG ACC AAG GAA AGC 
AAA 

18S rRNA 
human 

X03205.1 TGG AGC GAT TTG 
TCT GGT TA 

ACG CCA CTT GTC CCT CTA 
AG 

CTRP13 rat NM_001109403 AGA GCC CGG ACC GCG ATC TTG GGC ACC GTG 



ACC GGG CT 

18S rRNA rat NR_046237 TGG AGC GAT TTG 
TCT GGT TA 

ACG CCA CTT GTC CCT CTA 
AG 

GAPDH rat NM_017008.4 

 

CAT CAC CAT CTT 
CCA GGA GGG 

GGT TCA CAC CCA TGA CGA 
ACA 

HPRT-1 rat NM_012583.2 CGA GCC GAC CGG 
TTC TGT CAT G 

GAG GGC CAC AAT GTG ATG 
GCC TC 

CTRP13 mouse NM_153155.3 GGC AAG TTC ACC 
TGC TCC AT 

GAG CAA TTG CAC TAG CAC 
GC 

GAPDH mouse BC023196.2 CAT CAC CAT CTT 
CCA GGA GCG 

CGT TTG GCT CCA CCC TTC 
AA 

HPRT-1 mouse NM_013556.2 GAT CAG TCA ACG 
GGG GAC AT 

AGA GGT CCT TTT CAC CAG 
CAA 

18S rRNA 
mouse 

NR_003278.3 TGG AGC GAT TTG 
TCT GGT TA 

ACG CCA CTT GTC CCT CTA 
AG 
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