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intracellular membrane fusion
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2}A] presynaptic membraneo] F2+5o] Qltt $hH | bl Q)
syntaxin®} VAMP2+& Z+Z} presynaptic membrane 3} vesicular
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IMAF|E e o|AS & o2 J|th=|1 At TMDEL] helixZ7h SNARE complex
9| coreOf|M LZE|= helix2 FZo| H{51910| A2 A== XA LIELHOIA
QACt, Oli= cyrystal FZE H|QFst XAt Q|2 H|otstdont, HIKX| ZHMTS W
Zsta ot DM ECtAlD] helix7t AEtst ZEE A0X|= 27t BHEOE F
ghofl gl=dl, olst FxE= of&sty| SlSnt, e 2 gatof UM 0[] helical

=| "} ACt 21 10fA 22l soluble

l_l

|'0|.

II 0|)| =

continU|ty7}1_'.1*é'Ro}KIE QTh= ARdo| ¢
SNARE complex 7+ Ak 21 12| SNARE

complex &7} OI—?—OP"OE*H gt ggto| Al’% == 31?.' | O™ I =7t 8t &8

2ol 0| 0fZl zZe| O&lo| & ZiQIX|Z=AL ou, EXo| EH FAE F

T AlCh matA 9 22 =Sk of e ZAsf ot EOPOF sict 2 J=lolA 8& ol o|Fof

Xz 229 2ol #EsHH oLt A2 0f2{71x| eFE0IM
x

Hi
= 1 Yof XA 3t HESHA| &
=7t el

= (nipple formation)
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