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[ Abstract] Objective To explore the correlation between intestinal mucosal barrier function impairment
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and rectal colonization of carbapenem-resistant enterobacteria ( CRE) during pediatric liver transplantation
(LT) and summarize the general rules of postoperative intestinal mucosal impairment and repairing. Methods
From November 1st,2022 to December 31st,2022,40 children with biliary atresia ( BA) undergoing LT were
assigned into two groups of CRE colonization and non-CRE colonization according to the results of anal swabs.
At 24 h pre-operation, 24 h post-operation and Day 7 post-operation, venous blood samples were collected for
detecting the levels of D-lactic acid and diamine oxidase ( DAO) . The inter-group differences and changes of D-
lactic acid and DAO were compared. And general rules of intestinal mucosal impairment and repairing post-LT
was preliminarily examined. Results The levels of D-lactic acid and DAO peaked at 24 h post-operation in
both groups. In CRE colonization group,D-lactic acid of 24 h post-operation and 24 h pre-operation [ (0.43 *
0.09) vs. (0.32 +0.12) mg/mL],24 h post-operation and Day 7 post-operation [ (0.43 £0.09) vs. (0.22 =
0.07) mg/mL]. In non-CRE colonization group, D-lactic acid of 24 h post-operation and 24 h pre-operation
[(0.32+£0.09) vs. (0.23 £0.11) mg/ml],24 h post-operation and Day 7 post-operation [ (0.32 £0.09)
vs. (0.22 £0.11) mg/mL] ; D-lactic acid of 24 h post-operation in CRE colonization and non-CRE coloniza-
tion groups [ (0.43 £0.09) wvs. (0.32 £0.09) mg/mL]. The differences were statistically significant (P <
0.05) ; In CRE colonization group, DAO of 24 h post-operation and 24 h pre-operation [ (0.22 +0.04) wvs.
(0.16 £0.05) U/L],24 h post-operation and Day 7 post-operation [ (0.22 £0.04) vs. (0.18 £0.06) U/L]. In
non-CRE colonization group,DAO of 24 h post-operation and 24 h pre-operation [ (0.17 £0.01) vs. (0.13
0.02) U/L],24 h post-operation and Day 7 post-operation [ (0.17 £0.01) »s. (0.15 £0.05) U/L],DAO of 24 h
post-operation in CRE colonization and non-CRE colonization groups [ (0.22 £0.04) vs. (0.17 £0.01) U/L].
The differences were statistically significant (P <0.05). However,the levels of D-lactic acid and DAO at 24 h
pre-operation and Day 7 post-operation had no significant differences in neither groups. The levels of D-lactic
acid and DAO at 24 h pre-operation and Day 7 post-operation had no significant inter-group differences. Con-
clusions Intestinal mucosal injury peaked within 24 h post-LT and returned to the preoperative level within 1
week. In CRE colonization group,intestinal mucosal barrier injury was more severe than that in non-CRE coloni-
zation group.
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