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(Figure2-6) ZIER & DLEICE VTR L., MEIROEREAREIC K Bshear stressDiFA, &l
MERET DPMRERSLTLD, EndoglinDFRTELFKIR(E, #MENATD SEMME. HBERARIC KR
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(CimZEF L. caplillary system, arteriole[CREHN RS & T BGuttmacher S DHER (Figurel)
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