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[Abstract] Objective To analyze the intestinal barrier function and intestinal bacterial overgrowth (SI-
BO) in patients with ulcerative colitis (UC) with different disease degrees. Methods A total of 126 patients
with UC diagnosed in our hospital from May 2016 to October 2018 were selected. According to Southerland
disease activity index,they were divided into the symptom remission group (n =20),the mild activity group
(n=42) ,the moderate activity group (z =46) and the severe activity group (n =18). The SIBO of patients
was detected by lactulose hydrogen breath test (LHBT). The levels of erythrocyte sedimentation rate,C-reac-
tive protein (CRP) ,fecal calprotectin (FC) ,fecal white blood cell count and intestinal barrier function indexes
[ serum D-lactic acid, diamine oxidase (DAQ), bacterial endotoxin (LPS) | were determined. Results There
was no significant difference in CRP level between the mild activity group and the moderate activity group
(P>0.05),and pairwise comparison of erythrocyte sedimentation rate, FC level, fecal white blood cell count
and CPR level among other groups showed statistically significant differences (P <<0. 05). The positive rate of
LHBT in the symptom remission group,the mild activity group,the moderate activity group and the severe
activity group was 10. 0%5,4. 8%, 23. 9% and 88. 9%, respectively, and the differences were statistically
significant (X*=51. 326, P <C0. 05). The level of DAO in the severe activity group was significantly higher

than that in other groups (P <C0. 05) ,and there were no significant differences in serum D-lactic acid and LLPS
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levels among the 4 groups (P>>0.05). DAO in intestinal barrier was positively correlated with LHBT positive
rate (R=0.87, P <C0. 05), while D-lactic acid and LPS levels were not significantly correlated with LHBT

positive rate (P >0. 05). Conclusion

The intestinal barrier was damaged in UC patients, which was mainly

manifested as increased DAQO,and related to SIBO. Hydrogen breath test could be used to detect the compli-

cated intestinal overgrowth in patients with UC,so as to provide a basis for the condition evaluation and treat-

ment of patients.
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12 mg/L. A Z R A& AR E L 12 mg/L, W
AR FL A L 30 min J5 & 0 BE Bl A MR BE L An SR AT
KT 12 mg/L WA B 25 h SIBO, # 22 548K
T H KA (2) AP MR EAE 0~12 mg/L 1Y &
H .60 min P IR /NI, IE H 60 min S5 BLAL
TR I 0, XU 22 B AT I8 A mROBLIG FE 4 B A
A E R SIBO,
1.3 s%itzam

K H SPSS20. 0 Ge it 8k 4 ik 47 G it 4 B » IE & 53
TR &+ R, AR IE SR 8 22 AR 57
BT 2 5 Rk LA b 7 B B H D g v AR B BE (M (P s s
P o) 13R7R s Z 41 ) LR 7 24 43 B » 4 18] PR PR L 3¢
SR LSD-¢ #6556 5 H UK R LB Bk E o R L 4l
[8] Fb A% X7 K565 A0 56 M 49 M % ] Pearson ¥ 56,
DL P<0.05 HERAGIFHE XL,
2 % R
2.1 BRI

126 5] UC & PRk 22 g 1 4 20 $i (15. 920) ,
B B A 42 I (33. 3%), hOEEWE sh 4l 46 )
(36.5%), | W sh 4 18 ] (14. 3%); B 90 i
(71.4%) % 36 1] (28. 6 %) ; F L 4E |y (34. 5+
4. D% PR 33.5(6. 7,110, DA A s 25 MR YT -
$532 5-A BRI K FAIT 121 1 (96. 0%0) . $53Z2 H
Je B IR YT 32 1 (25. A%) , 15 32 G e 1 B A IF
45 1 (35. 7%0) » HeZ AW KR IT 4 B (3. 2%0) 5 I IR
FEbR AL AT B 6. 4(5.1,7.6) X107 /L. H iz



FTHRESF 2021 F 1A% 50465 2H

ML FE 7K 138, 2(112. 4,148, D g/L, FE ¥ 1L /)
Bt %0k (288. 0421, 9) X 10° /L, F-3¥1 & K F R
(38.1+4.g/L,
2.2 AREAEBFHE UC BFHLHRIBHFLE

4 21 R E LT AN M DT R CFC K R 140 i

209
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FGFERE A UC 4 LHBT HIERAW B 257, Hh &
JEIG B4 UC B3 BHPE 2 w8 88, 9% 5 LAk, AN A %
AR UC B 1 H IR B 25 53, E Ik 2% i 3
PR >SS > EEEh4 ., UC &
W T8 B g 22 B DR 2R R L 6 T i T R B R A o 3
JIT S 18 P B T8 96 R B 5 i =2z 3 s K 28 g i UC
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