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Figure 1. Class | HLA allele expression and viral load association.

The associations among whole 71 class | HLA alleles and viral load were analyzed using one-

* and ** showed a significant difference of p<.05(*) and

p<.01(**} by unpaired t-test between allele positives and negatives (A). Viral load difference
was also analyzed among each of A, B, Cw loci (B). Viral load difference among linkage

disequilibrium associations was shown (C).

way analysis of variance (ANOVA)
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Figure 2. Viral load difference among HLA supertype compasing alleles.

The associations among supertype composing alleles and viral load were analyzed in B07s
(A) using one-way analysis of variance {ANOVA) and B58s (B) using unpaired t-test ; * and **
showed a significant difference of p<.05(*) and p<.01{**) by unpaired t-test between allele
positives.
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Figure 3. Correlation between sumof HLA allele frequency and viral load.

Sum of allele population frequency in each individual and viral load association was analyzed
with Pearson's correlation test. It was analyzed among sum of all alleles (A). A alleles (B), B
alleles (C), and Cw alleles (D).
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Figure 4. KIR ligand expression and viral load association.

The associations among Bw4/Bw6 expression (A) or C1/C2 expression (B) and viral load
were analyzed using one-way analysis of variance (ANOVA); * and ** showed a significant
difference of p<.05(*) and p<.01{**) by unpaired t-test between expression positives.
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cellular activation
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