|ldentification of Genetic Variants Associated with Kidney Injury that Leads to Increased Blood Pressure
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ABSTRACT BACKGROUND PRELIMINARY WORK
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occurring within only three genes: Retnlg, Trat1l and Myh15. Two of these genes, Retnlg and L_; 5 1 OR— L — 5 1 4 region to con.tam only the 1.3 Mb
Tratl, are known to play a role in immune response leading to our hypothesis that genetic § 1 \L haplotype region (Retnlg, Trat1 and
variants in these genes alter protein function and lead to an increased immune response. % i F2 [S X SHR(ll)X4] Myh15 genes).
Bone marrow transplant studies have been initiated to test our hypothesis and preliminary e
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data shows that S rats who receive S.SHR(11) bone marrow have kidney function .
measurements similar to the S.SHR(11). The sequencing information has also lead to the % SRR = AN .
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« An earlier genetic analysis involving the Dahl salt-sensitive rat (S) and spontaneous) | 3. e Block 4. Myh15 (5) flgure 6: Bone marrow transplant procedure and preliminary data. Since Retnlg anc.zl Tratl are both
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CONCLUSION
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Graphical Representation of Genetic Model Being Investigated

Bt e D s e R s e " Complete genomic sequencing of S and SHR have identified a catalogue of genetic difference within the
chromosome 11 renal function locus. Future work will involve testing the functional significance of
these variants.

* The candidate genes Retnlg and Tratl are being evaluated as causative to reduced renal function
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Figure 3. Sequence analysis within chromosome 11
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D I] renal function locus. The entire genomes of !OOth > Figure 4: Graph|c§l representzznon of the total number of exhibited by S.SHR(11) congenic strain using bone marrow transplant studies.
and SHR have been sequenced. The 95% confidence SNP per gene. Within the 95% Cl of chromosome 11, 28 . . . . . . :
. . . . . " The sequencing data has helped select congenic strains and target regions for specific congenic strain
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