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Bl 3-26. 2 %z § FlkE s Ay (ulcer) o

S
ok |
=
r.r.

B 3-25.

B 32 % chagno

Bl 3-27. BVD éh2 ] % ey - + % % 2 & Peyer’ s
patches °

& (infarct) : d e Bk
AR BT AR RS B (R
3-31 - B 3-33) ¥ LhEF LT~ e
oo B G EL L BBS dodFE W
mg@&i L3 - 4ol s © 2380 s i o

¢ Flofibi ¢ {E (redinfarct) °4r
5 ;L A B E Y B4EY 4 W% (white
infract) °ic % € > e ¢ £ 5
o



22 TE RS

Ak B R m MY g
¥R A FRLE b BiEmE o F
R LAV AFEREE (

T

)
35)0%# 718 Flame s dc @
it &4 pia (autolysis) o 5v 18 & b e
BF R AR R R B g2 DR

e

B 3-28. A5 A - B 3-30. 2| % ko A AR % -

1

ris v /B

o

B 3-31. "¢ % (infarct) -



$z2F wmrer- 23

B 3-32.
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BT Ak Biai &
b (rigor mortis) 18 4-6 ) PR A
k4 (algor mortis) bR p - chpE R
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HEghkma B o m81-2% &4 -
EFA RS Rl A KR - P
PR b FE G B AET D
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X R A e o %lr"iti‘g}l\ TV AL Eit
@ (hydrogen sulfide) #imjF > E]J w A 2
gLt d > TR GERETASLI LB
M2 EE (pseudomelan051s) o ¥ 4 e
P kB T E T AN S >l T
8k > d 35 {82 % (postmortem
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