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A progress of calreticulin as a target of anti-cancer immunotherapy
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12 e Ll A A — B s e 145 348 10.5 -15.7
13 Jemt R = BB 134 278 42.0 5.1
14 5 8RR il B R 132 389 -20.7 8.2
15 WL R 25 B 2 e 515 — B I = 131 303 17.8 -8.9
16 bRt P RN = B 130 281 55.3 -21.7
17 AR R A= M I B A B 128 275 24.9 -63.6
18 dem R AR EE B 127 248 0.9 -29.9
19 5 = TR RV P IR e 117 264 56.7 -12.9
20 TR RSN R e 116 303 54.9 -32.5
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