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[ Abstract] Objective To explore the effect of Clen3 gene knockout on parenchymal organs in mice to provide
reference data for the application of Clen3 gene knockout mice. Methods ~ Wild-type ( Clen3"* ), heterozygous
(Clen3*7) , and homozygous mice ( Clen3™™) were identified by polymerase chain reaction. Heart, liver, spleen, lung,
kidney, and brain were collected from 3-week-old mice and photographed, and their projection areas were measured using
Image] software. The parenchymal organs were then fixed in neutral formalin solution, embedded in paraffin, sectioned,
and stained with hematoxylin and eosin ( HE). The slides were then scanned using a automated digital pathology scan
analysis system to observe changes in tissue structure. Results Body weight was significantly decreased in homozygous
knockout mice compared with wild-type and heterozygous mice (P < 0.05). Deletion of Clen3 significantly reduced the
volumes of the heart, liver, spleen, lung, and kidney (P < 0.05), but not the brain (P > 0.05). HE staining indicated

that the structures of the parenchymal organs were normal in Clen3” ™ mice, but the parenchymal cell volume was relatively
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small. Conclusions Knockout of Clcn3 could reduce the sizes of the major parenchymal organs in young mice, but did not

cause any obvious pathological damage to these organs.
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Note. A. The product size of amplification using primer F1 and R1(654 bp).

B. The product size of amplification using primer F2 and R1(769 bp).

Figure 1 Genotype results of mice identification
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Figure 2 Physical features and body weight of different genotypes mice at 3 weeks
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Figure 3 Parenchymal organs area of different genotypes mice at 3 weeks
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