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Abstract

AIM: To investigate the role of hypoxia-inducible
factor -1o. (HIF-1a) and nuclear transcription
factor kB (NF-kB) in the development of non-
alcoholic fat liver disease (NAFLD) using a rat
model.

METHODS: Fifty SD rats were randomly di-
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vided into five groups (a normal group, a 4 wk
model group, an 8 wk group, a 12 wk and a 16
wk group). NAFLD was induced in rats by ad-
ministration of a high fat diet. Serum biochemi-
cal parameters were tested, and fiver histologi-
cal changes were observed. HIF-1o. and NF-xB
mRNA expression was detected by real-time
PCR.

RESULTS: Compared with the normal group,
significant elevations of serum alanine amio-
transferase (ALT), triglyceride (TG), and cho-
lesterol (CHOL) and reduction of high-density
lipoprotein cholesterol (HDL-C) were observed
in rats given a high fat diet for 12 wk or 16 wk
(P < 0.05). In the model groups, liver steatosis,
inflammation grade and degree of fibrosis were
significantly aggravated. HIF-1o. and NF- kB ex-
pression increased gradually with the severity of
NAFLD (P < 0.05).

CONCLUSION: HIF-1a/NF-kB signaling may
be related to the development of NAFLD.

© 2014 Baishideng Publishing Group Inc. All rights
reserved.
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R ERE
HIF-1a s
ERBMR S|¥RE3l g E bp)
, GAPDH F: 5'-CCTTCATTGACCTCAACTACATG-3' 215
N R: 5'-CTTCTCCATGGTGGTGAAGAC-3'
NF-xB F: 5'~-GACCTGGAGCAAGCCATTAG-3' 125
HIF-1a R: 5'-CGCACTGTCACCTGGAAGC-3'
NAFLD HIF-1a F: 5'-CCTACTATGTCGCTTTCTTGGA-3' 196
R: 5'-TTCTGCTGCCTTGTATGGG-3"
NF-xB F: ,R: CHIF-1a 1a; NF-kB: kB.
NAFLD
NF-«xB ,
NAFLD
4R B8] 15t SE A% 21
0.00+ 0.00 0.00+ 0.00 0.00£ 0.00
4 wk 1.24+ 0.34 0.00+ 0.00 0.00+ 0.00
8 wk 2.28+ 0.34 1.36+ 0.44 0.00£ 0.00
12 wk 3.00+ 0.00° 2.50+ 0.24° 1.76+ 0.84
16 wk 3.00+ 0.00° 3.00+ 0.00° 2.45+ 0.59%
°P<0.05 vs
ALT). =Wt Hi(triglyceride, TG). fH[EE(cho- 2 45
lesterol, CHOL). % E 8 A HFE R (high- 2.1 HE#:
density lipoprotein cholesterol, HDL-C)FUREE 648 N BoR IEH 4K AT 41445 i 52 3, BT
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fig 25 A IH [ B (low-density lipoprotein cholesterol,
LDL-C).
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WIS AFL IS 380 B 5 PR A AL P 114 s 2 7 A

N SPSS16.03H4T G it 4 #r.
T EZF Hmean+ SDEIR, THEZE R H B
For. T B TR BCR H U T T 2 4
BT+ Kruskal-Wallis A5, ¥/ LR HLSD
%, P<0.05 82 7 Gt 25 3L
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® 3 AEASHESARFIERIASKE RCELE S
DR Bial ALT(U/L) GLU(mmol/L) TG(mmol/L) HDL-C(mmol/L) CHOL(mmol/L) ’ NF-cB
-K
73.5+ 11.25 8.50+ 1.24 0.75¢ 0.59 2.15¢ 0.29 0.39+ 0.18 NAFLD
4 wk 93.5+ 10.65 8.90+ 1.35 0.94+ 0.51 2.40% 1.02 0.44+ 0.19 s
8 wk 92.0+ 19.06 8.59+ 2.01 0.67+ 0.38 2.00+ 0.68 0.48+ 0.27
12 wk 103.17+ 18.76° 9.20+ 3.35 1.11+ 0.18° 0.61+ 0.18% 2.61+ 0.87% HIF-1a
16 wk 142.13+ 20.18° 9.52+ 1.54 1.66% 0.32° 0.56% 0.25° 2.89+ 0.69° NAFLD
%pP<0.05 vs .ALT: ; GLU: ;TG ; HDL-C: ; CHOL: R ’
NAFLD
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