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X, 4R287 Fmm ), FE (LPRE X AR HNEL B8RS, 8300005 258 % X MR BT

B ZEAFE, 830000)

. B ET AR (inflammatory bowel disease, IBD) #& AEAE LGN YERTRE (non-alcoholic
fatty liver disease, NAFLD) ZilEl KA RERF . 7% LA2017451 H 220194210 A #iie 2 X e
RIS YA (74094 1BD 52 2 R 056 %, W%HE%E%T%%NAFLD, HEA 2 54 FFNAFLD ) ANAFLDZ
C13145)) FIxtieee (278%1) , LLEPHALEHEER. Y. REIEE (body mass index, BMD) . JIE[H.

SRRSO RE G BEIRTE. D « RITER &%ﬁﬂf@% (aspartate aminotransferase, AST) .

HERAILFEFSHE (alanine aminotransferase, ALT) . y-B&BLHEHES (gamma-glutamyltransferase,

GGT) . HAEHA. LML ER (glycosylated hemoglobin, HbAlc) . K% 5 & A HEEE (low
density lipoprotein cholesterol, LDL-C) . MUULEF. Al &/ NERIEIE# (estimated glomerular filtration rate,

eGFR) FIC-Jx M4 H (C-reactive protein, CRP) %)% % . KM Logistic[El )44 #r1BD & & A=NAFLD
AL fER R 2 . 455 IBDAEENAFLD 00 % 432.03% (131/409) . NAFLDZHEEFUE[ (50.24 +
12.83) Svs (3874+1091) %], BMI[ (2824+4.90) kg/m’vs (23.52+3.73) ke/m?]. B[ (93.10+
11.52) cm vs (85.52 = 10.06) cm]. FL[ (8.52 + 1.84) 4Fvs (5.84 = 1.28) 4F]. EAlFE HL[20.61%
(27/131) vs 4.68% (13/278) 1. FHEIRHGEHLAHI[9.92% (13/131) vs 1.80% (5/278) 1. WMHEL#1[50.38%
(66/131) vs 38.13% (106/278) 1. GGT [ (26.57 £ 8.19) U/L vs (18.46 +4.36) U/L]JA1HbAlc [ (6.65 +
2.17) % vs (3.64 = 1.05) %KFEXEEFERTHIEHA, ZRAHIM¥HE L (PH<0.05) . ZHE
Logistic[al 943 #7& B4R (OR = 1.33, 95%CI: 1.15~1.82, P=0.018) . BMI (OR = 1.80, 95%CI:

1.25~3.27, P=0.002) . #fE (OR=2.60, 95%CI: 1.10~3.26, P=0.010) FHHKH (OR=1.77,

95%CI: 1.23~4.79, P =0.006) ZIBD#E % KANAFLDIIMOL Gl F % . 451 IBDEHNAFLD &
JRE . TS, BMIL JRARFINE R 35 2 IBD R #H K AENAFLD RS fa e R 2%, mldad (e b {g AR s
J7 AT T, DA/ NAFLD R A

KR RAEME: MRDIVERTRE, ARREME: BONEE, fERREER

Risk factors for non-alcoholic fatty liver disease in patients with inflammatory bowel disease

Liu Ping', Zou Yun’, Jiang Lili', Lei Ting' (1.Department of Gastroenterology, General Hospital of Xinjiang
Military Region, Urumgqi 830000, China; 2.Department of Radiotherapy, General Hospital of Xinjiang
Military Region, Urumgqi City 830000, China)

Abstract: Objective To investigate the prevalence and related risk factors of non-alcoholic fatty liver disease
(NAFLD) in patients with inflammatory bowel disease (IBD). Methods A total of 409 patients with IBD in General
Hospital of Xinjiang Military Region from January 2017 to October 2019 were enrolled. Abdominal ultrasound
was used to identify NAFLD. The patients were divided into NAFLD group (131 cases) and control group (278
cases) according to whether combined with NAFLD or not. The differences of age, gender, body mass index
(BMI), abdominal circumference, course of disease, complications (including hypertension, diabetes and smoking)
and aspartate aminotransferase (AST), alanine aminotransferase (ALT), gamma-glutamyltransferase (GGT),
glycosylated hemoglobin (HbAlc), low density lipoprotein cholesterol (LDL-C), serum creatinine, estimated
glomerular filtration rate (¢GFR) and C-reactive protein (CRP) of patients between the two groups were
compared. Logistic regression analysis was used to analyze the independent risk factors of NAFLD in patients
with IBD. Results In patients with IBD, the prevalence of NAFLD was 32.03% (131/409). Age [(50.24 +

DOI: 10.3969/j.issn.1674-7380.2021.01.003
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12.83) years old vs (38.74 £ 10.91) years old], BMI [(28.24 + 4.90) kg/m’ vs (23.52 + 3.73) kg/m’], abdominal
circumference [(93.10 + 11.52) cm vs (85.52 = 10.06) cm], course of disease [(8.52 + 1.84) yeras vs (5.84
1.28) years], hypertension rate [20.61% (27/131) vs 4.68% (13/278)], diabetes rate [9.92% (13/131) vs 1.80%
(5/278)], smoking rate [50.38% (66/131) vs 38.13% (106/278)], GGT [(26.57 + 8.19) U/L vs (18.46 + 4.36) U/L]
and HbAlc [(6.65 + 2.17)% vs (3.64 + 1.05)%] levels of patients in NAFLD group were significantly higher
than those of control group, the differences were statistically significant (all P << 0.05). Logistic regression
analysis showed that age (OR = 1.33, 95%CI: 1.15~1.82, P = 0.018), BMI (OR = 1.80, 95%CI: 1.25~3.27,
P =0.002), course of disease (OR = 2.60, 95%CI: 1.10~3.26, P = 0.010) and diabetes (OR = 1.77, 95%CI-
1.23~4.79, P = 0.006) were independent risk factors of NAFLD in patients with IBD. Conclusions The
prevalence of NAFLD is high in patients with IBD. Age, BMI, course of disease and diabetes are independent
risk factors of NAFLD in patients with IBD. Metabolic intervention should be carried out by promoting

healthy lifestyle to reduce the incidence of NAFLD in patients with IBD.

Key words: Inflammatory bowel disease; Fatty liver disease, non-alcoholic; Prevalence; Risk factors

KPP (inflammatory bowel disease, IBD)
ST P T I R M SORE R, IR IR
RICONIER . BE. HiiAAR &, B3
% B (Crohn’s disease, CD) itz 4k g %
(ulcerative colitis, UC) , ™5 520 35 19405 5
B, JETRS AR M YEF%  (non-alcoholic fatty liver
disease, NAFLD) s W He —, H
A 2 JHT 40 B o I A P 1 e 51 > 5% RAFIBD
T HE A e — P FEPE N, R AL R R
A B AN R R R, (H AT (B Rk B, AH
bl A, IBD % FNAFLD R R 1 it
H A% IBD 3% % AENAFLD ) Ji K A 5 B R 25 1
i Fuasl, IBD A F NAFLD R3S I ) Ji7 B v A B
. AW LABDEFH N SR, Rt TIBDE
HNAFLD EJ5 15 0L S AH Rl R 2 .
1 BREHE
1.1 AR st % ARWFFUESLGIN20174:1 H 20194
10 H B g8 4 X R R e Wia IIBD 3 o G A FRHE:
OFER = 18%; QAR AMILIBD 64 H LU
b ORI, HibrbridE: OREEA 2
R @A KREWREEEE; OBAEAHEFA
eEFE, @FFEHEE. BELEFREAERE.
AW FRFFA IR REASERAE N, HIRR ERTe 2
RAtE (2016111224) &
1.2 BE5 75 ik
1.2.1 Im R ZRE W S 70 % G0N Bt IS 1 11 PR %
B, B FE . AREIBEH (body mass
index, BMID) . f&H. W/ KIE (& ifLE .
IR W) KA RS OL[5- 2 5K
TR bl R R KM RSB R F (tumor necrosis
factor, TNF) #lifl#]]. ABEk HE R

BRI, AW RITEARREE LB (aspartate
aminotransferase, AST) . A% & & L5 ¥ I
(alanine aminotransferase, ALT) . y-B&ABEF
# M (gamma-glutamyltransferase, GGT) . H
HA. Wb & [ (glycosylated hemoglobin,
HbAlc) . KZFEEE AMEE (low density
lipoprotein cholesterol, LDL-C) . IMLALEF. 555/
FRyEiL % (estimated glomerular filtration rate, eGFR)
FIC-J W& H (C-reactive protein, CRP) %%,

1.2.2 AR A KA R A S EPIQ SE M
BTG AR A, B BUPEML, PRI,
WFE LW, EhEEE R, mE—f&%
FEMEAEEINEE, BHEE, A2 S AE
NAFLD, 4IRS 7S S0, G B 5= (4 JHF U [l
s BT PN 45 4 20 8 SR R AR 25 ) 58 FE /ENAFLDY
R R 75 25 5 73 N AFLDZH At fR2H

1.3 %it 343 SRISPSS 25084 8T S it 24>
Br, ke, BMIL . WifE. ALTZASTS it
TRFE IES DA, Plx+ sRox, PR ERECR A
MOTAEAR IS YR i Le gl . B PRI LA
JBHH B S5 H B RE CAGI O B 43 3R, A
[ EL R FH K56 . >R FHl = JGLogistic =] )9 43 #i IBD
B KAENAFLDRISE R . BLXUIP < 0.0509 %
AR L.

2 2

2.1 IBDE# — A AT I AN40941IBD &
H, HR I 1844, ZeME2254, S (43.56 +
10.17) %, BMLJ (25.06 = 3.84) kg/m®, if%
(6.86 £2.51) 4. HIfFmLE40%] (9.78%) , ¥
PRIT18% (4.40%) , WHH17241 (42.05) . CDH&
#2166, UCHE#1934]. &FFNAFLD# 13141, &



G N32.03% (131/409) , ¥ZJENTIRIEFEE /> N
6’|, HEES3f, HEE10%.

2.2 FLH B H — TR AW FE A NAFLDZA H
HER . BMLL JEEL. FE. min s, B R L
B, WL I iEGGTATHbA 1c/KF 55 35 T %R
4, ERAGIHFEL (PH<005) . K#EIL

2.3 IBD & # 4 % NAFLD# Logistic % B & = )2 5 #7
LR H A IENAFLD MR &, KRITERE SR

- JEERERMEFRER - 19

EEXHREENA LR, #1T7Logistic[HH
Sir. AREMW, Fi# (OR = 1.33, 95%CI:
1.15~1.82, P =0.018) . BMI (OR = 1.80,
95%CI: 1.25~3.27, P =0.002) . J#fE (OR =
2.60, 95%CI: 1.10~3.26, P = 0.010) k¥ RI%
(OR = 1.77, 95%CI: 1.23~4.79, P = 0.006)
FIBD & # K AENAFLDI ML GG &, W2,
%3,

= 1 NAFLD ¢BFNx}B24H IBD BHE —RER RE YL F IR

R H NAFLD#2 (13141]) *THLR (2784]) Gt 1A Pt
F# (xts, %) 5024+ 12.83 38.74+10.91 £=9.389 < 0.001
Bl (#)) 68/63 116/162 =373 0.063
CD/UC (#1]) 73/58 166/112 2 =0.583 0.445
BMI (x+s, kg/m®) 28.24 +4.90 23.52+3.73 t=10.759 < 0.001
ME (x+s, cm) 93.10 £ 11.52 85.52 £ 10.06 t=6.718 < 0.001
FA (x+s, ¥) 8.52+1.84 5.84+128 £=13.986 < 0.001
B E [ (%) ] 27 (20.61) 13 (4.68) 7 =25.623 < 0.001
B pksm [0 (%) ] 13 (9.92) 5(1.80) i =13972 < 0.001
FAA [B] (%) ] 66 (50.38) 106 (38.13) 7 =5485 0.019
5-RAKBE [ (%) ] 45 (34.35) 72 (25.90) 1 =3.114 0.078
R HEE ) (%) ] 9 (6.87) 20 (7.19) 2 =0014 0.905
TNF#4 7] [#) (%) ] 47 (35.88) 115 (41.37) t=1.122 0.291
AST (x%s, U/L) 2092 +7.14 19.93+5.23 t=1.581 0.115
ALT (x+s, UL) 24.56 + 6.89 2430 +4.71 1=0.446 0.656
GGT (x+s, UL) 26.57+8.19 18.46 £ 4.36 t=13.055 < 0.001
a%&d (x+s, mglL) 4236+6.12 42.83 £4.76 t=0.848 0.397
HbAlc (x5, %) 6.65+2.17 3.64+1.05 t=18.917 < 0.001
LDL-C ( x+s, mmol/L) 2.57+0.69 2.48+0.71 t=1207 0.228
eGFR ( x+s, ml/min) 107.24 +£23.61 105.80 +25.57 t=0.544 0.587
CRP (x*s, mg/L) 12.31£2.08 12.12+£2.84 1=0.684 0.494

# 2 IBD B &4 NAFLD B%E % Logistic BN HIRER

%= 3 IBD & %4 NAFLD By Logistic ZEZE[EYIHr

g xR IKAE zE i SE OR{A 95%CI PfE

i EETF 5 A Fh 0.284 0.125 1.328 1.153~1.827  0.018
BMI HGETF K MAE BMI 0.589 0.172 1.802 1.256~3.274  0.002
AL EYRF FRHE Az 0.957 0.266 2.604 1.107~3.269  0.010
3o ZHREE x=0, =1 HiE 0302 0.128 1.353 0.862~2.357  0.510
AB s “NREF x=0, #=1 w0573 0.182 1.774 1.232~4.793  0.006
GGT EBERE S M{E GGT 0.186 0.118 1.096 0.474~1.458  0.282
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NAFLD & A & 5 W R 2 —, K%
BAETE R, R — A H 2 el B e
NAFLDHE AN 1 0 I AH 295 FE 2 A1 -8 10 % A2 IR
K, FRHAT R HBOIATHT . IBD E B G A
KW i, AU E F290 5 T A
e, ELAEHLARLL T 2 BOE FRIREN S AR
FIBD# ENAFLD ) R % N32.03%, W& mT
— M NBEI21%", MagriZs" i 7t %1, IBD&EH
FINAFLD 6 % 40.4%, 5 A0 55 45 125140,
FIREHIBDEE (LB RACDIERAUC) Bk
NAFLD 51 & 7 % 1 7] o

AT — R TIBDHE# & 4-NAFLD f&
IR 2, 45 SRR AR R FE S NAFLD R & A8
SEAHDE, I AT RS B U 1 AR 1 1 fE s R
RBETHINA 0% BpR R, KAENAFLDY
KSR K . BEAEIE 7T R B, IBD H AR S 5 4
it JIE 7 2 R % 1) A7 i 2 A e e, IXBROR
IBDY FE /2 NAFLD#E & F A7 70l (K 7. tedbh, &
BMUFI /= % 5 /2 IBD &8 % J: K NAFLD ) = 2 5 [
Rl 2R, JE A b A2 f i W AR 2R A R R,
o B A AR M ) £ E AR, fEIBDEE il
SN (EAE IR T, B AR R 4 2
TG FE L, Flh, F£—0EHFMmEREIt
IBDIYNAFLD &35 ¥ [El i w5, 5 4EIBD A
b, IBDEEF R T A A BAA B E R 2 1)
NAFLD™, DL E#f e #nit g Hah N & S8R
WHZESHEIBD & 4ENAFLD, AdamZ:P'Hf 5% %
B, HTIBDEE I8 A7 G 5785 T A8 M J
HIRTREPERK, WO 38 BRI o A 22 P A — e i
M, 171 i I A B AR N PR AR P B LR R . 24
J¥ 3 DA 35 B O 1 2 IR R R T e
TollF:52 444 (Toll like receptor4, TLR-4) =24l fflBE)
22 b R A 5o R B AR R, AT 3 I TLR-47K
STt R EE M I AR BT, ]
FFAERRACET K EL, SEINAFLDR AR, [F A 2k
B 1) i 335 1 T R FH T % i R S S
SEAIE %2 R 71 % S B RN M A2 i 2 35 0088, iR
A] B R AR B S A KT I R R 1 3Rk, R A AR
JH R P9 AR 4 e 30 B s /K iR 2 0, T A2
RAMAS B AT HE NG 2 BRI 5 5 T K AR 81 S 4 4
KRG, SFEHRARE IR RE TR, SABK
NAFLD"", ALTKASTTIE RAEFMNAFLD, iX
FKIANAFLDF) & v] RefibalE , ALT & ASTIE® JF
REEHERNAFLDY ™, ik, LWIBDEH &L

TE M35 ALT S ASTF- i 55 E 2 5 FO I PRAE AR, %
JF I P 0 28 1 PO DA A 2 0 B (), Ry ) et LA
BRI B, LG R R e Y,
R, 1BD & N34T NAFLDAH 3% /& B R 2 1) 77
A, DATRPT g (1R R . Al s 2] IR > 15
FE iz Bl ok o B AREPIRBL, AT XS A 22
TR T AR 2k R

42 I, IBDEZENAFLDM B EE, Fib.
BMI. 7 F2 F#E bR 9 2 /2 IBD B 3% K ZENAFLD)
ML G R E, X T IBDHE BEA N R B T i iE T
T, 87 3 R i B AR O SR I W AR gk
AT, LD NAFLDRI & 4.
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