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Gene WT vs Tg Tgvs Tg+DQ

Symbol | Log Ratio |  P-val Q-val Log Ratio P-val Q-val Gene Accession | mRNA - Description

Mus musculus syntrophin, gamma 2 (Sntg2),
mRNA.

Mus musculus polycystic kidney disease 1
homolog (Pkd1), mRNA.

Mus musculus potassium intermediate/small
Kenn3 1.0932 | 8.97E-05| 0.0052 | -0.53464 | 0.00116 | 0.79508 | NM_080466 conductance calcium-activated channel,
subfamily N, member 3 (Kcnn3), mRNA.
Mus musculus transmembrane protein 65
(Tmem65), mRNA.

Sntg2 3.25453 | 9.35E-06 | 0.00182 | -1.15402 | 0.03654 | 0.81776 | NM_172951

TgTHML, Tg+DQTHL Pkd1 2.05492 | 1.46E-05 | 0.00215 | -0.66584 | 0.01538 | 0.81776 | NM_013630

TgTHE4 L. Tg+DQTHEN | Tmem65 | -1.20945 | 8.23E-06 | 0.0017 0.50131 | 0.02714 | 0.81776 | NM_175212
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