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Tab.1 Effect of different concentrations of HPN on the proliferation of HepG2 cells at different time points(n=6, mean + SD)

(mol/L) op
24h 36 h 48 h

0 0.58+0.03 0.62+0.03 0.67+0.03
HPN 1x107 0.63+0.03 0.63+0.03 0.69+0.03

5%1077 0.61+0.05 0.63+0.02 0.69+0.13

1x1076 0.60+0.07 0.65+0.05 0.70+0.08

5%1076 0.54+0.09 0.52+0.07 0.59+0.04

1x107° 0.57+0.02 0.51+0.05" 0.55+0.07

5%x107° 0.42+0.04"" 0.42+0.04™ 0.45+0.06""

1x107* 0.27+0.04" 0.27+0.04™ 0.29+0.05"

Rhk i P<0.05; <<**7* P<0.01
IEH R AR 5x107 mol/L
5x107° mol/L 5x10~ mol/L 1x10™ mol/L
2 HPN  HepG2

Fig. 2 Effect of different concentrations of HPN on HepG2 cell morphology
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Tab.2 Effect of HPN on glucose consumption ofHepG2 cells pretreated with insulin(»=6, mean + SD)

(mmol/L)
(mol/L) (0) (1x10™ mol/L) (1x107 mol/L)
— 4.29+0.12 4.31+0.34 4.37+0.19
— — 4.56+0.29 4.56+0.17
1x107 6.58+0.1244 5.88+0.38%* 6.17+0.40%*
1x10°° 4.84+0.3044 4.95+0.28% 4.96+0.20%**
HPN 1x10°® 4.45+0.18 4.95+0.28% 4.94+0.23*
5x1078 4.23+0.19 4.93+0.40 4.90+0.18%*
1x1077 4.38+0.25 4.67+0.26 4.88+0.11%**
5x1077 4.50+0.24 4.62+0.09 4.70+0.16
1x107° 4.32+0.20 4.49+0.23 4.62+0.27
“ettrr P00l Rkl P<0.05, “***7>  P<0.01
33 HPN AESREBEENSFTHET IR HPN(1x107 mol/L) (1x10mol/L)
HepG2 e #] HEH A TN Y0 HepG2 48h , HepG2
3 , (1x10°mol/L) HepG2 ,
48h 35%, (36%)
(P< 0.05), HepG2 HPN HepG2 IR

%3 HPN 7 1x10°mol/L FRBEN S T34 HepG2 MABEEHEBHIF M (n=6, X *s)
Tab.3 Effect of HPN on glucose consumption ofHepG2 cells pretreated with 1 x 10 °mol/L insulin(n=6, mean = SD)

(mol/L) (mmol/L)
— 5.16£0.35 1.26
— 4.08+0.234 1
1x1073 6.97+0.40%* 1.71
1x10°° 5.55+0.31%* 1.36
HPN 1x10°® 3.87+0.60 0.95
5%x107° 3.96+0.18 0.97
1x1077 5.49+0.02%* 1.35
51077 3.93+0.67 0.96
1x10°° 3.95+0.68 0.97
: = / ; cet= P<0.05 ; “ex=z
P<0.05, <<**>> P<0.01
3.4 IR-HepG2 fafigRi g2 5 , ,
4 , 30 mmol/LD- 72 h, IR
, 6h , HepG2 72 h,
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, 6h 45%, IR
1x10° mol/L D- 30 mmol/L , IR
, 1x10°® mol/L, D- 30 mmol/L
4 SHESHKRBERFS IRER(n=6, x+s)
Tab.4 Insulin resistance cell modelinduced by high glucose and high insulin(»=6, mean + SD)
(mol/L) D- (mmol/L)
0 25 3.27+0.13 1.00
0 30 1.93+0.20%* 0.59
1x1077 30 2.20+0.55%* 0.63
5107 30 2.16+0.46%* 0.66
1x10°° 30 1.79+0.45%%* 0.55
5x10°° 30 1.83+0.33** 0.56
= / kA P<0.01
3.5 HPN 3 IR-HepG2 o # B H#& IR (P<0.05)
IR HPN 1<10 'mol/
5 , ., HPN 5x10°® 59% HPN 5>10" mol/L
1x10 "mol/L HepG2
5 HPN ¥f IR-HepG2 M E E#EHFEE MM (n=6, X +s)
Tab.5 Effect of HPN on glucose consumption of IR- HepG2 cells(n=6, mean + SD)
(mol/L) (mmol/L)
— 3.11£0.22 1.62
— 1.86+0.2044 1
1x10°° 2.4740.20% 1.33
HPN 1x10°® 2.37+0.45 1.27
5x10°% 2.80+0.67* 1.51
1x1077 2.95+0.25%%* 1.59
5107 1.90+0.20 1.02
. — / cchdss P<0.01; cexr>
P<0.05, <<**>~ P<0.01
N N IR b
4
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HPN improves insulin resistance of HepG2 cells
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Abstract: The effect of HPN on viability of HepG2 cells was determined by cell morphology and CCK8 assay. In-
sulin resistant HepG2 cell model was established by continuously treating cells with high concentrations of glucose
and insulin. The glucose consumption was determined by multi-functional automatic glucose-hexokinase method.
The results showed that HPN had no effect on proliferation of HepG2 cells at low concentrations., The glucose
consumption of HepG2 cells was improved by HPN when collaborating with a low concentration of insulin. When
the insulin concentration increased to 1x10°° mol/L, the HPN can markedly increase the glucose consumption of
HepG2 cells.HPN can greatly enhance the glucose consumption in the insulin resistant cells with a concentration

range of 5x10°* mol/L to 1x10~" mol/L. Therefore, HPN can significantly improve insulin resistance.
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