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Identification and control of fungal contamination in mouse gastric organoids culture

LI Jing' . ZHANG Ying' , TONG Xiao-han', HE Jing' ,LV Xin',ZHANG Rui-qing' ,DU Yun-qiu', LIU
Yan-hong', L1 Bo-qing' (1. Department of Pathogen Biology s Binzhou Medical College » Yantai 264003, Shan-
dong »China ;2. Binzhou Medical University Hospital)

(U B Objective  To explore the specific causes and solutions of common pollution in mouse gastric organoids

culture. Methods Gastric organoids were cultured from mouse gastric stem cells. The sediment that obtained by cen-
trifugation was stained with gram to observe the morphology under a microscope. The pollutants were isolated and cul-
tured and the FUNGI were sequenced by ITS. The selection experiment of action concentration was conducted to explore
the drugs and the optimal concentration that could inhibit the pollutants.  Results In the process of mouse gastric or-
ganoids culture,the contaminant was Aureobasidium pullulans.and they were spore brachium. Amphotericin B at 500
pg/L could effectively inhibit the contamination of A. pullulans. After controlling the fungal contamination,the gastric
organoid of mice were successfully constructed,and the gastric organoids were still active on the ninth day.  Conclusion

A. pullulans can cause fungal contamination in the process of gastric organoid culture in mice. Then mice gastric or-

ganoids were successfully constructed by adding amphotericin B to control fungal contamination. .
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Note: A is the microscopic morphology record of pollutants for 4
consecutive days;B is the microscopic morphology of single pollutant at
100X and 400X respectively; C is the observation result of 400 X mi-
croscope in 24-well plate medium

Fig. 1 Different forms of pollutants
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Fig.3 Contaminant gram stain
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Fig. 4 The results ofsequencing were used to construct
an evolutionary tree
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Fig. 5 A mphotericin B concentration fumble test
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Fig. 6 Morphology and growth records of gastric organoids in mice
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