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regulatory element binding proteins (SREBP) in hepatitis C patients with different degrees of fatty liver.
Methods From July 2015 to June 2017, a total of 140 patients with hepatitis C were enrolled in the
Department of Hepatology, the First People’s Hospital of Huzhou City, including 80 patients with hepatitis
C (20 patients with simple hepatitis C without fatty liver, 20 patients with HCV infected and mild fatty
liver, 20 patients with HCV infected and moderate fatty liver and 20 patients with HCV infected and severe
fatty liver). There were 60 cases of fatty liver without HCV infection (20 cases of mild fatty liver, 20 cases
of moderate fatty liver and 20 cases of severe fatty liver). While 20 healthy people were selected as the
normal control group. The sex, age and HCV RNA load (All the patients with hepatitis C were with positive
anti-HCV) of the patients were detected, respectively. The peripheral blood samples were collected and the
expression of Sirtl and SREBP were detected by real-time PCR and Western blot. Results The levels of
Sirtl in patients with moderate and severe fatty liver were significantly lower than those in patients with
hepatitis C: the levels of mRNA decreased by 0.724 times (¢ = 4.265, P < 0.001) and 0.540 times (¢ = 2.489,
P =0.013), respectively. The protein levels decreased by 0.69 times (¢ = 4.857, P < 0.001) and 0.51 times
(¢ =10.523, P = 0.002), respectively. There was no significant differences of Sirtl expression between
patients with mild fatty liver and HCV infected patients without mild fatty liver (t=0.344. P =0.732). The
levels of SREBP-1c in HCV infected patients with mild, moderate and severe liver steatosis were higher
than those in HCV infected patients without liver steatosis: the level of mRNA increased by 1.132 times
(t= —3.924, P <0.001), 1.424 times (¢t =—4.300, P < 0.001), and 1.663 times (r =—3.758, P = 0.001),
respectively. Protein levels increased by 1.49 times ( =—9.323, P < 0.001) and 1.65 times (t =—14.992, P <
0.001) and 1.79 times (¢ =—15.847, P < 0.001), respectively, with significant differences. There was no
significant difference in SREBP-2 expression among HCV infected patients with mild, moderate and severe
liver steatosis and HCV infected patients without liver steatosis (all 2 > 0.05). In moderate and severe liver
steatosis patients, compared with those without HCV infection, the expression of Sirtl in patients with HCV
infection decreased significantly: the level of mRNA decreased by 0.682 times (¢ = 2.987, P = 0.010) and
0.521 times (¢ = 5.366, P < 0.001), respectively. The protein levels decreased by 0.800 times (1= 2.801, P = 0.016)
and 0.635 times (¢ = 7.891, P < 0.001), respectively, with significant differences. There was no significant
difference of Sirtl expression between mild fatty liver patients with HCV infection and those without
HCV infection (¢ = 0.344, P = 0.732). In patients with mild, moderate and severe fatty liver, the expression
of SREBP-1c in patients with HCV infection was significantly higher than that in patients without HCV
infection. The level of mRNA increased by 1.428 times (f =—15.943, P < 0.001), 1.592 times ( =—9.135, P =
0.004) and 1.521 times (¢ =—9.138, P < 0.001), respectively. Protein levels increased by 1.622 times (t =—7.960,
P =0.010, 1.749 times (t =—2.196, P = 0.012) and 1.803 times (r =—8.942, P = 0.045), respectively, all
with significant differences. Conclusion Hepatitis C virus infection could affect fatty liver by inhibiting
Sirtl expression and upregulating SREBP-1c¢ expression.
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B EF, HBEERUIFEEME, SREBP-1c%
IRZEWE 2 (mRNAZKE4 0 B 113245, 1.424
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(KE1C) ; 5RT-PCRZ: B —3, WHE3~4.

=. Sirtl JZSREBP-1c£ ¥.40i fig i AT £ A T4 BT
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% 1 qRT-PCR 3|¥1/57%)

oK LR (53D THEI (3—=39
Sirtl GCCAGAGTCCAAGTTTAGAAGA CCATCAGTCCCAAATCCAG
SREBP-2 CCCTTCAGTGCAACGGTCATTCAC TGCCATTGGCCGTTTGTGTC
SREBP-1c GGAGGGGTAGGGCCAACGGCCT CATGTCTTCGAAAGTGCAATCC
B -actin CAGGGCGTGATGGTGGGCA CAAACATCATCTGGGTCATCTTCTC
< 2 NZRfE R R BT B B — AR Bk
N
- WEBD G (Gro (G 100D
T e fAAS 8/12 41.56 = 8.52 21.85+1.70 —
(RN ¥
AR R 9 20 9/11 49.22 +8.36 22.02 £2.07 11.75+£25.17
VIBUIIF ¢ + 42 BE fig i 20 8/12 43.59 +7.64 22.19+221 8.63 +£21.27
PIZUIFF 9 + v BE I D JFF 2L 11/9 45.46 +8.79 22.95+2.87 8.77+15.10
IR % + EE DI 8/12 48.52 +7.34 23.01+3.18 9.13 + 14.63
BRI 7 T
AR IR T A 9/11 41.52 + 6.64 22.38 +3.96 —
i b R g AT AR 11/9 43.86+7.88 21.87+2.53 —
BT R AT A 9/11 45.59 + 8.64 22.95 +3.68 —
St i 2 =0.109 F=0.124 F=0.115 F=0.114
PfH 0.890 0.935 0.991 0.952

e =7 THREEE



TSR A R

E(HTRR) 20184E12 8 55124 2561 Chin J Exp Clin Infect Dis (Electronic Edition), December 2018, Vol.12, No.6

o 581 -
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TAE RIS, W SN 9k E BPCR M Western  $10.635f% (¢ = 7.891. P < 0.001) ]. 44z
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[MRNAZKF Fi0.856f% (¢=1.005. P=0.076) , 142805, 1.59245H11.5211%, & EKF4 5 E
HEEKCF FH0.8901% (1=0.879. P=0.093) 1. 5 1.622{%. 1.749F11.803{%, PH¥I< 0.05) , W%
gl HE AR AR, AR A R 5~6F112,

VE: A: sirtl ZE&41%KiE; B: SREBP-1c/E%413i5; C: SREBP-27E %411k
B AT 5 A A EIFEEERE WG AT 538 5 B a0 TN AT 48 FR 3% Sirtl. SREBP-1¢ ¢ SREBP-2%5 [ 3Ri%

T3 AR . RATN BT . B 5 A FEARIFE BRI 3 Sirt] Al SREBP mRNA /K~F

A5 Sirt1 Y PfH SREBP-I¢ 71 PfH SREBP-2 ofH PfH
e R R 1.21 —3.214 0.003 0.797 2.751 0.013 1.013 1.239 0.059
AL R R 1 — — 1 — — 1 — —
VIR 4 + S e AT 0.989 0.344 0.732 1.132 —3.924 < 0.001 1.098 —0.985 0.146
PIZURT 58 + v EE TR DT AT 0.724 4.265 < 0.001 1.424 —4300 < 0.001 1.050 —0.578 0.502
PRI 5¢ + SRR I 0.540 2.489 0.013 1.663 —3.758 0.001 1.114 —1.016 0.073
T PATFNRF R B mRNA KPRy 1, SAKIES S RAH R 2 S8 8 “—7 . ToHRHEE
<4 R RARTF R AT R G IR FARE NN &2 Sirtl 71 SREBP ik
ba:! Sirt1 i P SREBP-1¢ [N PfE SREBP-2 Hl PIH
e R AR 1.30 —22.206 < 0.001 0.39 8.107 < 0.001 0.975 1.001 0.062
LSRN 1 — — 1 — — 1 _ _
PRI 98 + %2 B R 07 I 0.75 0.124 0.213 1.49 —9.323 < 0.001 1.156 —0.099 0.268
PIZURT 58 + vh LRI AT 0.69 4.857 < 0.001 1.65 —14992 < 0.001 1.013 —0.003 0.499
AL % + R i 0.51 10.523 0.002 1.79 —15.847 < 0.001 1324 —0.675 0.101
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#< 5 Sirtl Jz SREBP-1c 7E $ A5 T & P9 BT 98 & FE 6 5 T 282 1 mRNA JK-F
4B Sirt1 HE PlH SREBP-1¢ HH PIY
B2 g i 1.005 0.076 —15.943 < 0.001
Al FE g T 1 1
PITUIF R + SR T 0.856 1.428
HH R g AT 2.987 0.010 —9.135 0.004
Ll e I U I 1 1
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Ll P I U 1 1
PIZUIIF ¢ + S EE iR I I 0.521 1.521
#< 6 Sirtl & SREBP-1c TESRAG T R AN BUT &% & e TG PR aRs
k| Sirtl e Pl SREBP-1¢ i Pl
LYy iling 0.879 0.093 —7.960 0.010
B JIE i 1 1
PIZUIIF 4 + 2 BE g s I 0.890 1.622
o R IR 0 2.801 0.016 —2.196 0.012
Ll H R I U I 1 1
PIZUIIF 9 + o BE g s I 0.800 1.749
SR 7.891 < 0.001 —8.942 0.045
LT IR U I 1 1
PIBUIIF 9 + S EE IR i I 0.635 1.803
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SREBP-1c ¢ H: i3k AIFASN £ IE . HAME W
L, HCVIZ.OE A W] Rgilid 3% SREBP-2 4 1 52
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