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Figure3 PPD model 1 (¥1%)and PPD model 20( 2 &%)
METTL21A(4LEC) - grey, HSPALL - light blue, light
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Figure4 HSPA1L-METTL21A interaction

HSPA1L- light green. Blue residue, METTL21A(4LEC)
residue, pink residue - HSPA1L residue.

(A) PPD modell- METTL21A(4LEC) — grey, HSPA1L -
light blue, (B) PPD model 20- METTL21A(4LEC) — grey,
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