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Abstract: Objective To explore the correlation between blood lipid levels and IBD disease activity and the predictive
significance of apolipoprotein (APO) B/A-1 ratio in active IBD. Methods A total of 271 IBD patients and 271 healthy
controls who were hospitalized in Nanjing Drum Tower Hospital from January 2019 to December 2020 were seleeted. The
differences in APOA-1, APOB, TG, TC, HDL-C, and LDL-C levels between the two groups were analyzed. The clinical
and endoscopic activity indices, as well as C-reactive protein ( CRP) and fecal calprotectin (FC) levels were also
evaluated in patients with IBD, and the APOB/A-1 ratio was compared between remission and active IBD. Results A
total of 271 IBD patients were included, including 224 patients with Crohn’s disease (CD) and 47 patients with
ulcerative colitis (UC). Compared with the control group, the levels of APOA-1, APOB, TC, HDL-C and LDL-C in the
CD group and UC group were decreased (P<0.05). Compared with CD in remission, the APOB/A-1 ratio in active
phase was higher, and it was the highest in severe active CD (P<0.05). With APOB/A-1>0.68, the risk of severe
active CD increased (P<0.05). Conclusion IBD patients and healthy people have different blood lipid levels, and
APOB/A-1 has predictive value for severe active CD.
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Tab. 1 Basic clinical characteristics of IBD patients

E| CD 4 (n=224) UCH(n=47) X*/Zfi PfE
B /4 (f]) 151/73 25/22 3.450  0.063
IR (5 26(23,34) 42(27,53) 4913 <0.001
TR (4E)® 2.00(1.00,5.00)  2.00(0.50,6.00)  0.030  0.976
BMI® 19.60(17.52,21.49) 19.84(18.03,21.49) 1.262  0.207
R 4.00(1.00,5.00)  9.00(6.00,11.00) / /

WESEEIIEAM 6.00(3.00,11.00)  3.00(2.00,3.00) / /

WSy b (i) 150/58" 43/4 6.802  0.009

TE "N M(Pys ,Prs) " 16 {7l /b SES-CD 343,
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1M UC 41 APOB/A-1 HUAE % CD 41 S X} B2 4 7 /=
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K% ,APOB K& APOB/A-1 7KV-RENG 2 B Y MM FH& FeiEshEE NS M~ F# (P<0.05) , 1fif HDL-C | LDL-C,
(P<0.05), KW, TG.TC #1 LDL-C 5% %G sh A APOB/A-1 /K FAEARIPIRTE 3 Y UC Py 2% 570
Ko UC 4] APOA-1 APOB TG \TC /K V- fkbfige  Guit#m X (P>0.05), W33 %4,
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Tab. 2 Blood lipids in IBD group and control group [ M( Py ,Pys) ]

Wi X HEZH (n=271) CD 2H(n=224) UC 4 (n=47) F/H P1E
APOA-1(g/L) 1.06(0.95,1.17) 0.82(0.73,0.94) " 0.82(0.62,0.96) * 173.852 <0.001
APOB(g/L) 0.74(0.62,0.86) 0.57(0.49,0.69) * 0.60(0.47,0.76) * 85.261 <0.001
TG (mmol/LL, xs) 1.271.08 0.96+0.45° 1.530.93% 12.419 <0.001
TC(mmol/L) 4.38(3.84,4.94) 3.30(2.77,3.75)* 3.25(2.45,3.88)" 180.516 <0.001
HDL-C( mmol/L) 1.28(1.04,1.59) 0.93(0.79,1.13)* 0.88(0.73,1.34) " 106.641 <0.001
LDL-C( mmol/L) 2.49(1.98,3.02) 1.77(1.41,2.15)" 0.94(0.76,1.37)® 179.357 <0.001
APOB/A-1 0.68(0.56,0.85) 0.68(0.56,0.86) 0.82(0.63,0.92)® 6.550 0.038
T S IEAIAR LL, *P<0.05; 55 CD 414 L, P P<0.05,
&3 CDBHEMISKFSBIENRERILR  [M(Pys,Prs) ]
Tab. 3 Relationship between lipid level and disease activity in patients with CD [ M( Py, P55) |
WA éﬁﬁﬂﬂ;ﬁ ﬁf}?‘fﬁﬂﬁ FT"E?'E(E?ZJJ @ﬁlﬁ:‘lﬁﬂﬁ H P fi
(n=58) (n=98) (n=38) (n=13)
APOA-1(g/L) 0.90(0.78,1.02) 0.82(0.73,0.94) 0.75(0.67,0.85) ™ 0.80(0.72,0.91) 18.912 <0.001
APOB(g/L) 0.55(0.44,0.64) 0.56(0.49,0.66) 0.61(0.47,0.73) 0.65(0.59,0.69) 10.083 0.018
TG ( mmol/L) 0.77(0.59,1.02) 0.91(0.70,1.25) 0.88(0.68,1.17) 0.99(0.72,1.11) 4.801 0.187
TC(mmol/L) 3.42(2.95,3.85) 3.22(2.74,3.79) 3.29(2.77,3.75) 3.12(2.73,3.67) 1.598 0.660
HDL-C(mmol/L)  1.08(0.89,1.28) 0.94(0.79,1.11) 0.86(0.70,0.94) * 0.89(0.82,1.06) 18.136 <0.001
LDL-C( mmol/L) 1.81(1.49,2.23) 1.75(1.38,2.14) 1.91(1.37,2.22) 1.69(1.38,2.17) 0.418 0.936
APOB/A-1 0.61(0.50,0.70) 0.66(0.56,0.81) 0.87(0.63,0.97)®  0.81(0.66,1.03)" 26.006 <0.001
T SEMIRAIMILL, " P<0.05; SR G sh41M IE, " P<0.05,
&4 UCEBHFMAAKFEBIRTENFEN LR [M(Pys,Prs) |
Tab. 4 Relationship between lipid level and disease activity in patients with UC [ M(P,s,P;5) ]
iH G BTGB hEEIG 3l R H P
(n=4) (n=5) (n=11) (n=27)
APOA-1(g/L) 1.02(0.86,1.17) 1.08(0.89,1.19) 0.89(0.72,0.96) 0.67(0.54,0.58) 16.068 0.001
APOB(g/L) 0.72(0.49,1.12) 0.76(0.63,0.90) 0.72(0.59,0.80) 0.54(0.41,0.68) 10.630 0.014
TG ( mmol/L) 3.18(2.25,4.05) 2.53(1.23,3.20) 1.11(0.79,1.88) 1.14(0.66,1.90)* 11.839 0.008
TC( mmol/L) 4.03(1.99,5.94) 5.78(3.92,6.07) 3.71(3.30,3.88) 2.51(2.25,3.25)" 16.969 0.001
HDL-C(mmol/L)  1.31(1.27,1.66) 2.10(0.58,3.69) 0.88(0.86,1.41) 0.81(0.62,1.24) 6.432 0.092
LDL-C( mmol/L) 1.15(0.89,1.31) 1.10(0.95,2.26) 1.20(0.92,2.21) 0.91(0.65,1.19) 7.379 0.061
APOB/A-1 0.82(0.48,1.00) 0.70(0.59,0.90) 0.81(0.69,0.91) 0.82(0.60,0.96) 0.306 0.959

T SR, " P<0.05; SR BEIG S A L, " P<0.05
2.4 APOB/A-1 wefisiml & B &3 ix CD 89 R
FRAE DU 4317 50K APOB/A-1 FUAH #4743 25, Logistic
153 B & BLERE APOB/A-1 LUAE RYBE N , B 22 3% 5l

RS APOB/A-1 HAHTIN CD BTG ShERY Logistic [M1I4 734
Tab. 5 Logistic regression analysis of

APOB/A-1 ratio in predicting CD disease activity

‘ o . e e 7 FiH B SE  OR 95%CI P
PE CD 1% XU S 2 188 o, BP0 38 1 1 3] e A e 068 0370 199 0965-108% 006l
BMI ZH £ 5 X —#E#ANR B %, 24 0.68<APOB/ BMI -0.073 0.060 093 0.827~1.044 0217
. S, = i ~0.108 0.060 090 0.800~1.008  0.067
A-1<0.86 i, A2 E B RETH Sk CD (1) OR (U X IR CRP 0.022 0.009 1.02  1.007~1.039 0.005
M) 3 5 (95%CI 1.043 ~8.648, P=0.041) , >4 APOB/ it FA & 0.214 0524 124 0.437~3.506  0.688
00 T O On Uy O O L Lis o
() 5.84 £ (95% CI 1.359 ~25.113,P=0.018) ., L FC 0.001 0.001 1.00 1.000~1.002  0.027
APOB/A-1

ERp <0.56 - - 1.00 - -
0.56~0.68  0.147 0477 1.16 0.459~2.922  0.756
0.68~0.86 1,100 0.539 3.00 1.043~8.648  0.041
>0.86 1765 0.747 5.84 1.359~25.113  0.018
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