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[ Abstract]) Objective  To explore the effect of the Trim44 gene in the nervous system, 7Trim44 conditional
knockout rats were used to analyze behavioral abnormalities and pathological changes in the brain. Methods TRIM44
expression in brain tissue was detected by Western blot and immunohistochemistry. Neuronal apoptosis was determined by
TUNEL staining. Behavioral changes of knockout rats were assessed by Morris Y, Morris water, and food maze tests.

Abnormal expression of apoptosis-related proteins was detected by Western blot. Results TRIM44 was highly expressed in
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brain tissues of adult rats. The knockout efficiency of Trim44 in brain tissues was 67%. Trim44 knockout decreased

learning and memory abilities, increased neuronal apoptosis, and expression of active caspase 3 and 9 proteins in aged rats.

Conclusions

Trim44 knockout promotes neuronal apoptosis and impairs learning and memory abilities in rats. These

result suggest that TRIM44 plays an important role in the nervous system, and the Trim44 knockout rat model can be used

for further mechanism exploration.
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Figure 1 Tissue expression profile of TRIM44
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Figure 2 The expression and identification of TRIM44 protein in brain tissue of knockout rats
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Figure 3 Learning and memory ability test of Trim44-cko rats
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Note. A, TUNEL staining of brain sections of 12-month-old wild and knockout rats (n=7).

Expression of cleaved-caspase 3 and cleaved-caspase 9 in the brain tissues of knockout rats was identified by Western blot (n=3).

B, Quantitative analysis of TUNEL positive cells. C,

D, Quantitative
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Figure 4 TUNEL staining and caspase protein expression in the brain of Trim44 knockout rats
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