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WE: BM WITRE O %A AR ERE N 47 (non-alcoholic fatty liver disease, NAFLD)
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KNAFLDHI T EFERE, ¥ EH 0 NBEENAFLDZL (3561) . HFEENAFLDZL (2141]) . EENAFLD
M oA8H)  BIF LN R G IFRENAFLDA (4261 . BIF LN R &I h ENAFLDAL (28
B> R AT 5 & I EENAFLDA (16f]) o 55 I [E) WA {a R AR 4G 5 S 42 B Z BT 4 B 4%
3011 g BT R AR B 2 B BT RO IR ZH o BT N2 B AT R AR A A R R T IR R, TR
B 4G 1L 37 TR R BR  FE #5748 (alanine aminotransferase, ALT) . RITAEMRE A M (aspartate
aminotransferase, AST) . HIM=[§ (triglyceride TG) . HZENEHEANEEEE Chigh density lipoprotein
cholesterol, HDL-C) K% g8 (M E[E EE (low density lipoprotein cholesterol, LDL-C) 7K. Z558R
BZEENAFLDAL. HEENAFLDAL. HEEENAFLDAL, 325 M %A IR ENAFLDAL., BE MR &
FHHEENAFLDA . 2 Z AT 4 & 3R EEENAFLDAL . {d FEX WA AR5 B Z BT 8 6 A BB i R
JET R/ N (2576 +£2.66) mm. (31,79 +£2.83) mm. (37.55+2.92) mm. (2247 +2.75) mm.
(29.94 £331) mm., (32.36+286) mm, (1550+2.16) mm. (15.52+243) mm, ZHEZE2HS
TR (F=210.868, P << 0.001) , NAFLD/™&EEEMFN, &H RN R4LEE T NIaNEE R
AT HAINAFLDERE (r=15244, P <0.001; t=2341, P=0.020; r=5.518, P << 0.001) , {@gxt
WAL AR Z BT R IR A IR 2 R e g2 X (1= -0.043, P =0.966) , EENAFLDA 545 2R
JF R4 - EENAFLDA A 2 R o422 X (1=-0.632, P=0.528) . #%41[AITG. LDL-C. ASTFIALT
KFHZERIE G E N (F=9.883, P<0.001; F=3.659, P=0.001; F=10.341, P <0.001; F=
18.736, P << 0.001) , b, {@Rext MRS LB 5 5T AR LDL-C/KFERG G ER X (=
2,641, P=0.009) , FENAFLDA 5% L BIT 5 & B ENAFLDA [AILDL-C. ASTFIALT/KF-Z 5
BHEHE N (1=2.026, P=0.044; t=4.102, P<<0.001; t=3.797, P <0.001) . %4t NAFLD® &
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Differences of subcutaneous fat thickness, liver function and blood lipid between non-alcoholic fatty
liver disease patients with and without mild hepatitis B

HAN Jing, MENG Fan-kun, HU Xing (Department of Ultrasonography and Functional Test, Beijing YouAn
Hospital, Capital Medical University, Beijing 100069, China)

Abstract: Objective To investigate the differences of subcutaneous fat thickness, liver function and blood lipid level
between non-alcoholic fatty liver disease (NAFLD) patients with and without mild hepatitis B. Methods Total of
160 patients with NAFLD in Beijing YouAn Hospital, Capital Medical University from October 2017 to April 2018
were included. According to the severity of NAFLD and whether complicated with mild hepatitis B, patients were
divided into mild NAFLD group (35 cases), moderate NAFLD group (21 cases), sever NAFLD group (18 cases),
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mild hepatitis B with mild NAFLD group (42 cases), mild hepatitis B with moderate NAFLD group (28 cases) and
mild hepatitis B with sever NAFLD group (16 cases). Meanwhile, healthy volunteers (30 cases) and patients with
mild hepatitis B (30 cases) were collected as healthy control group and mild hepatitis B control group, respectively.
Thickness of subcutaneous fat measured by liver ultrasonography , serum level of alanine aminotransferase (ALT),
aspartate aminotransferase (AST), triglyceride (TG), high density lipoprotein cholesterol (HDL-C) and low density
lipoprotein cholesterol (LDL-C) were compared. Results The thickness of subcutaneous fat of patients in mild NAFLD,
moderate NAFLD, severe NAFLD, mild hepatitis B with mild NAFLD, mild hepatitis B with moderate NAFLD, mild
hepatitis B with severe NAFLD, healthy control group and mild hepatitis B control group were (25.76 + 2.66) mm, (31.79 +
2.83) mm, (37.55 £ 2.92) mm, (22.47 £ 2.75) mm. (29.94 £ 3.31) mm, (32.36 + 2.86) mm, (15.50 + 2.16) mm and
(15.52 + 2.43) mm, respectively, the differences were statistically significant (F' = 210.868, P << 0.001).When the
severity of NAFLD was the same, the thickness of subcutaneous fat in patients with hepatitis B was significantly
lower than those with NAFLD alone (¢ = 5.244, P << 0.001; t = 2.341, P = 0.020; t = 5.518, P << 0.001), there was
no significant difference between healthy control group and mild hepatitis B control group (¢ = -0.043, P = 0.966),
and there was no significant difference between moderate NAFLD group and mild hepatitis B with severe NAFLD
group (¢ =-0.632, P =0.528). TG, LDL-C, AST and ALT levels of patients in all groups were significantly different
between control and disease groups (£ = 9.883, P << 0.001; F = 3.659, P = 0.001; F = 10.341, P < 0.001; F =
18.736, P << 0.001). The levels of LDL-C was statistically significant between healthy controls and mild hepatitis
B control group (¢ = 2.641, P = 0.009), and the levels of LDL-C, AST and ALT were statistically significant between
moderate NAFLD group and mild hepatitis B with severe NAFLD group (¢ = 2.026, P =0.044; t=4.102, P < 0.001;
t=3.797, P < 0.001). Conclusions When the severity of NAFLD was the same, the thickness of subcutaneous fat in
NAFLD patients with mild hepatitis B was significantly lower than that in patients with NAFLD alone. The subcutaneous
fat thickness of 2~3 c¢m in mild hepatitis B patients with NAFLD may indicate the formation of early NAFLD.

Key words: Hepatitis B, mild; Fatty liver disease, non-alcoholic; Subcutaneous fat thickness; Lipids; Liver
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R QFWEESWE RAE: OFEREES
FEMOR, M MR O A2 R SE R
N IR 5 8D 5O 5 o, (EFF Y IS A&
m] 1 s O AT R S 1 5 B 75 B 78 AN BAS 58
B NLERE 1B 2 ~ 4 Bl —FRIAHZHN
s R AT, HohE & FIRS 1 WA 2 ~ 4 T



WL T AR R B B 1 DU 2 ~ 4
Tjir 2 B N BRI B LIRS 1 I 2 ~ 4
Tiirh 2 LR EE © I N B LN . 32 R S BT %8
MW & (A e i) B i AR SR HE: TR R,
AIRERZ . k' SECABGE. Kl R
. XA, BEIR . AR EAE. 7TF
BN IR ARG W, DI REFEARIN 1
BY 2 DR T i . HEBRARME: {8 R 5 R 5 Bk
AR A o0 o I A7 005 B B I S5 T R 38
ToHAMR RV 28 B B G 1 0 A s A 1 e
SR A S A s T FR s R IR IR Th T
HE s oA AR S2 e R B 2R o I R B R UM 25 )
{55 JE R A H A 3t Ji B 12 0 5
1.2 MR FEAF A NE N 0138 P48 — br ke
mERLE NENEE, FELARNERES
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1.4 o3t F 42 FrA S £ DL SPSS 17.0 Gt it 4K
AT o3 Bre THE TR (RS, B2 R RE W R .

AST. ALT. TG, HDL-C #il LDL-C) ¥J#5& IEZ& 0 A7
PLx s F®ox, ZHIBERHTZ5, PR
K LSD-¢ ko 0 & v 0 B0 Rk DU B0 1 73 3
For, BH A5, DLP < 0.05 HZRH G55 o
2 &5

2.1 — LKA 74 1) NAFLD 2% 5 35 9, &k
39 5], 5 (489+69) %, 86 BFESE LT # A

NAFLD &3 1 51 37 1], 2ok 49 45, ~F¥ (454 +
87) %, fEFEXIRAL (30 ) HHEM: 15 F, Lk
15 %1, Py (43.8+93) %, 52 ZRIFF 2 6B (30
B B S H, 15 H, P (405+8.7)

L. ZULBEETENRER N ER LS ERE L (F =
3.81, P=0409; F=1258, P=0384) .
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B RREN R ZRA S22 e X (F = 210.868,
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i 98 41 5 38 T BE i R K T SR 4 NAFLD
B (1=5244, P <0001; t=2341, P=0020; ¢=
5518, P <<0001) , {55 IE2H Fn e FE 20 AR BT 5% %o
M Z RS EE L (1=-0.043, P=0.966) ,
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B Z B L4t E X (1=-0.632, P=0.528) . &%
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9.883, P < 0.001; F=3659, P=0.001) . % 4
HDL-C /K FIIEIEHETEE N, ZRIELITFEX
(F=1266, P=0.269) . #4lia AST Al ALT /K
TFERBE G FEE N (F=10341, P < 0.001;
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=18.736, P < 0.001) , Hr, {#EEXIARAFMERE  THF % 4 JE E E NAFLD 418 LDL-C. AST Al ALT
Zﬂ”ﬂ%dj‘,méﬂlﬁ]ﬂ LDLC7J<¥%M?J?}E1+‘;%i KFPFZERES I %E N (1=2.026, P=0.044; t=
(t=2.641, P=0.009) , H/F NAFLD A 5% E 7 4.102, P<0.001; +=3.797, P<0.001) . W& 1,

D E F

2 R ERRE ZBIFF 2R NAFLD £ ATAifmIER] (HE 3, x20)

E: AR NAFLD B3, 5% ~ 15% FFAMRIEPEIERS, TBA4Mt; B v NAFLD B#, 20% ~ 30% 4 i@ iRz,
BEAEAN; CNEE NAFLD B#H, 60% ~ 70% TR, F4ik; D NRIE OB R &5 % NAFLD B3, 5% ~ 15% Iif
Qﬁiﬂ’@jw’@ PENEAS, B4 B NRIE B R G % NAFLD B35, 20% ~ 30% JF4IMR M IRAS, BIEA4Eth; FONRIE QBT
K& HEEE NAFLD B3, 60% ~ 70% FF4 K tEigas, 4tk

R HEFHBEECEFLHMNAFLD BE5RRNR EECERRMNBEEX TEHEERMELREREER (x £5)

28 5 BT A& B & (mm) TG (mmol/L) HDL-C ( mmol/L)
2 ENAFLDZE (n=35) 25.76 £2.66" 1.77+0.51° 1.51+0.28
 FENAFLDZE (n=21) 31.79 +2.83" 1.85+0.58" 1274027
& ENAFLDZ (n=18) 37.55+2.92° 2.20+0.58" 1.24+0.33
25 TR K A-FH 32 ENAFLDAL (n=42) 2247 +2.75° 1.42+037° 1.28+0.26
25 LR K45 F ENAFLDL (n=28) 29.94 +3.31° 1.71 +0.55° 1.31+0.35
25 LR K& EENAFLDA (n=16) 32.36 +2.86" 1.76 + 0.43" 1.53+£0.44
et R4 (n=30) 15.50+2.16 1.35+0.32 1.24+0.32
BECRMKAEL (n1=30) 15.52£2.43 1.44+0.30 1.41+0.28
Fii 210.868 9.883 1.266
PiE < 0.001 < 0.001 0.269
28 3| LDL-C (mmol/L) AST (UL) ALT (U/L)
#2ENAFLD4L (n=35) 3.26  1.36" 43.61 + 13.82° 4421 +13.07
% ENAFLDZL (n=21) 3.04 £ 0.66" 42.13 £ 15.29° 4791 + 13.56
FFENAFLD4L (n=18) 3.63+£0.91° 4430+ 13.82° 51.51 + 18.84°
25 CAVT K& IH42 ENAFLDAL (n=42) 1.77 £ 0.56 43.72 £ 11.56" 45.48 + 14.50
2 )% TRV K&t ENAFLDZL (n=28) 2.46+0.70 64.34 £20.96" 67.89 +25.31°
2% LA K+ EENAFLDA (n=16) 3.02+ 1.11° 63.83 +23.63" 58.83 + 20.75"
fE AT B (n=30) 2.29+0.70 37.00 = 7.39 34.84+9.68
BE LR ERA (n=30) 1.70 + 0.44 38.65+ 12.48 4091 +10.25
F{& 3.659 10.341 18.736
PfE 0.001 < 0.001 < 0.001

VE: AFEIERS#E N TG < 1.7 mmol/L. HDL 1.0 ~ 1.6 mmol/L. LDL-C < 2.6 mmol/L. AST 15~ 40 U/L, ALT9 ~50 U/L; # F=
210.868, i FEXT IR 4R B 2 AL T 46 X B4 18] LDL-C /K P ZE BB it 28 L (1=2.641, P=0.009) ; *FoRS5HAXRAMLLL, 2
FREGH B, P <005 " RrRS5WAMRAME, ZFELITFEL, P> 0.05; LRFE NAFLD 517 )% 2T R &%
NAFLD @ik, P> 0.05
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