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PMLEZERR] 32 (n=14) 3.8 (n=145) 0.263

2L 3.6 (n=8) 53 (n=154) 0.020

2o Ak 47 (n=9) 6.9 (n=70) 0.003

212 A% 3.7 (n=3) 6.5 (n=39) 0.066
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1. PMLEEDHRENHLSEMFHIARIDEMETZI)IITDEEDIT.

2.  FR)YITEEPMLIZEITHEIEEEPMLEZFOEE K.

(EICTEZEEHARSADERTE - RETIICEZY. )




