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(alanine aminotransferase, ALT) . RITXRAMRILFEHN (aspartate aminotransferase, AST) . & JHZL
% (total bilirubin, TBil) . BE#EfHZL % (direct bilirubin, DBil) . MJHFEEE (cholesterol, CHOL) Al
Hih =M (triglyceride, TG) . XJHWestern blotFIEFEK 5% W F ik %6 (enzyme linked immunosorbent
assay, ELISA) &M iEHCBPO/K . £5R Rt AT R4LEEALT [ (80.16 +£21.26) U/L vs (29.20 +
3.58) U/L]. AST[ (97.10+20.76) U/Lvs (4630 +4.52) U/L]. CHOL[ (4.41+0.09) mmol/Lvs (3.77 +
0.08) mmol/L]FITG [ (1.92 + 0.08) mmol/L vs (1.48 £ 0.03) mmol/L]/KF-1 &3 & T 15 W *HE 4,
ZERBEGEE N (PY< 0.05) , TBil [ (91.11 +25.75) pmol/L vs (42.90 + 7.50) pmol/L]HIDBil
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Medical University, Beijing 100015, China)

Abstract: Objective To investigate the expression and clinical significance of hepatitis C virus core-binding

protein 6 (HCBP6) in patients with fatty liver disease. Methods A total of 30 patients with fatty liver disease
in Beijing Ditan Hospital, Capital Medical University from August 2019 to February 2020 were selected,
including 10 cases in alcoholic fatty liver (ALD) group and 20 cases in non-alcoholic fatty liver disease
(NAFLD) group. Another 30 healthy subjects were collected as normal control group. Automatic biochemical
analyzer was used to detect the serum levels of alanine aminotransferase (ALT), aspartate aminotransferase
(AST), total bilirubin (TBil), direct bilirubin (DBil), cholesterol (CHOL) and triglyceride (TG). Western blot
and enzyme linked immunosorbent assay (ELISA) were used to detect the serum level of HCBP6. Results ALT
[(80.16 & 21.26) U/L vs (29.20 + 3.58) U/L], AST [(97.10 £ 20.76) U/L vs (46.30 + 4.52) U/L], CHOL [(4.41 +
0.09) mmol/L vs (3.77 + 0.08) mmol/L] and TG [(1.92 £ 0.08) mmol/L vs (1.48 + 0.03) mmol/L] levels of
patients in fatty liver group were significantly higher than those of normal control group (all P << 0.05), and
there were no significant difference in TBil [(91.11 £ 25.75) pmol/L vs (42.90 + 7.50) umol/L] and DBil [(65.23 +
20.12) pmol/L vs (26.14 + 5.01) pmol/L] (all P > 0.05). There were significant differences in ALT [(70.25 +
18.24) U/L vs (99.98 + 53.82) U/L vs (29.20+3.58) U/L], AST [(91.35 +26.09) U/L vs (98.60 + 35.93) U/L vs
(46.30 £ 4.52) U/L], CHOL [(4.56 + 0.10) mmol/L vs (4.12 £ 0.11) mmol/L vs (3.77 £ 0.08) mmol/L] and
TG [(1.97 £ 0.02) mmol/L vs (1.81 £ 0.09) mmol/L vs (1.48 + 0.03) mmol/L] levels of patients in NAFLD
group, ALD group and normal control group (all P << 0.05), and there were no significant differences in TBil
[(97.34 +34.91) pmol/L vs (78.67 + 35.21) pmol/L vs (42.90 + 7.50) pmol/L]and DBil [(69.34 + 27.35) umol/L vs
(57.01 £ 27.24) pmol/L vs (26.14 £ 5.01) pmol/L] (all P > 0.05). ALT, AST, CHOL and TG levels of patients
in NAFLD group and ALD group were significantly higher than those of normal control group (all P << 0.05).
The CHOL level of patients in NAFLD group was significantly higher than that of ALD group (¢ = 2.681,
P =0.012), and there were no significant differences in ALT, AST and TG levels between the two groups (all
P > 0.05). Serum HCBP6 level of patients in fatty liver group was significantly lower than that of normal control
group [(0.46 £ 0.02) pg/L vs (0.67 + 0.03) pg/L], the difference was statistically significant (z = 5.737, P <
0.001). Serum HCBP6 levels of patients in NAFLD group, ALD group and normal control group [(0.46 +
0.02) pg/L vs (0.47 £ 0.03) pg/L vs (0.67 = 0.03) pg/L] were statistically significant (£ = 16.190, P << 0.001).
The serum HCBPO6 level of patients in NAFLD group and ALD group were significantly lower than that of
normal control group (¢=4.871, P < 0.001; ¢ = 3.520, P =0.001). Conclusions HCBP6 is lowly expressed in
the peripheral blood of patients with fatty liver disease, especially patients with NAFLD.
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1.2.1 355 BRI 0 2 W Bl 58 (enzyme linked
immunosorbent assay, ELISA) &7 & B 3% [H
Va4 A", HCBP6HifA (RITAN) IWHF
Abnova AT, 4 x5 ARV PP FIECL . 5
& H £ [E Thermo Scientific/A &) . Bis-Tris#Efik

HEL YK VBN i 2 VU | 25 [l Life Technology 23 7]

1.2.2 Western blotjll i€ MLiEHCBP6/KF B 725 %
AMEF K2 ml, 3 hy1200 x g&5.012 min, H( E
JEI3E, FIPBSYCKE & FF b I e 8 E R FE R 24
El, RN/ E8RF 4 <82 AR W, 7850
BE, BT99 CHEEIRAICEM10 min/5-80 TR
7. R4 Western blot5 A6 ML iEHCBP6 3R 1k /K
s,

1.2.3 ELISAJISE M iEHCBP6/K T HUWF 505+ % 40
FRKI2 ml, HUMJS4 hpy1200 x gB0r15 min, HL -
JZ M5, -80 CLRAF. K ELISARF Gl M i
HCBPOIFRIE /K, HAA D B 4 R 70 & 13 B o4
&,

1.2.4 AV sabata il R 4 B 3h 45 A X
o W L3 AR A 22 4R AR, BEE: N R AR
fiF (alanine aminotransferase, ALT) . R J&E
MR LA T4 (aspartate aminotransferase, AST) .

MPHAZL % (total bilirubin, TBil) . EfEHL %
(direct bilirubin, DBil) . S JH[EEE (cholesterol,

CHOL) AIH M =g (triglyceride, TG) .

1.3 %t 3432 RASPSS 18.08 43T G it 20y
#r. #E#4. ALT. AST. TBil. DBil. CHOL. TG
S IEHCBPORIA K- it E TR, BHFFE IER
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NAFLD & #2001, H¥E126. LrE8pl, Fik
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10, fERY (425 £2.62) %, IEHXTIRAEIL304],
B8, Lotk12p], FEE (3723 +£0.75) %
JIgs s A 975 4 5 1 i ko R L ) e ) R A RS 22 R R
GiitE N (z=0.812, P=0417; t=1.705, P=
0.094) .

2.2 Western blot% & Western blot45 5 3% BH g Jifj 14 1
93 B MG HCBPOK L T IEH XT R4, WL,
23 At 4a4r BR MR 4L ALT. AST.
CHOLAMITG/K ¥ m T IEH A A, ZRA4%
¥ E N (PY¥<< 0.05) , TBilFIDBilZE RS
2R (P¥)> 0.05) , WL#%El. NAFLDZl. ALD
HEE FOEE M4 ALT, AST. CHOLMITG/K
ERESI¥E N (PY¥< 0.05) , TBIlfIDBilZ
SLG i E X (PY> 0.05) . H, NAFLD
YHFIALDZH % ALT. AST. CHOLFITG/K )%
e T IEH R4 (PYY<< 0.05) , NAFLD#
FHCHOL/K R 2 & TALDALEE (1=2681, P=
0.012) , ALT. ASTHITG/KFZ R LGt %= L
(P¥1>0.05) , W#E2.

2.4 f A HCBPO/K-F I i P s 21 56 3% 1MLy HCBP6
P SE AR T I R4 [ (0.46 = 0.02) pg/L
vs (0.67 £0.03) pg/L], ZRHESKitHENL (¢ =
5.737, P < 0.001) . NAFLD4 . ALD#H %3 & 1F
O BRI EHCBP6/KF [ (0.46 + 0.02) pg/L vs
(0.47 + 0.03) pg/L vs (0.67 £ 0.03) pg/L] ZHH
Gt Em N (F=16.190, P < 0.001) , 51F%#
XA, NAFLDZHFALDZ & # HCBP6/KF
BERAL (¢ =4.871, P < 0.001; t=3.520, P=
0.001) , NAFLDZIFALDZ % HCBP6/KF- 2 5
TgiitE Y (1=0229, P=0.82) , WE2.
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It R e 30 29.20 +3.58 46.30 = 4.52 42.90 +7.50 26.14 +£5.01 3.77£0.08 1.48 £0.03
8 o P o 4 30 80.16 £21.26 97.10 £20.76 91.11 +25.75 65.23 £20.12 4.41+0.09 1.92 £0.08
HA 2.364 2.391 1.798 1.885 5.656 4.844
Pia 0.022 0.020 0.077 0.064 < 0.001 < 0.001
# 2 NAFLD ¢H. ALD AARIEEMRBAEYLFER (x£9
205 1) %% (%I/f ) (fig ) ( HZE’EL ) DBil (pumol/L) CHOL (mmol/L) ( m;(?l )
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Fi& 3.891 2.925 1.681 1.831 20.465 13.777
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PAE 0.022 0.020 < 0.001 < 0.001
tAh 0.653 0.050 2.681 0.988
)i 0.519 0.960 0.012 0.332
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