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Figurel Autopsy case of acute aortic dissection (59 y.o., male).
Entry site of aortic dissection (arrow).

SHETIENRESISE S ThN, HEEDS FAT KBRS
MATHBEDPEPDRTFEELEAT D E W) BENID,
fREEDS EATRENIR ICAFAET AT, 776 L7 VBT 2
AT T b,

HHSET X < S L% DeBakey 43 1 fig ik o i BH
A AT KEIR A & Mg, BEFBRBIAR 12 K5 b DD,
FAKEIRICIER T 2 b O, PR FITI
MREIRICH Y, MEESHRRL NLTE EEoTw
% b Oxall, il FICETREIIRICEATYS S
D ZMbAL & 435 5Y,

fREEDOB & &L EZ SN TWANFEALE (> +
=), ARITIZ90% D A% AT KB O KEIR T
P ERH10ecmPHD E ZAIZR N LY,

STCHBEICR A0, T2 M) —DhRWEESEET
LHEV) ZETHLY, L DEMBIOT—4 Tids
EZ5%PNICEONL E ENTWD, ZOWE, KE)
PIREE D SRAR A OfHE | LR § 2 BENIMAEASEE Z V), i
BN X AUSTRBEAN LA, T 2T IUDBRARE L LC
PO 2, A FIA4 2 bHEMLTWA LI, ko
E{EZWORED S L TIEOIRETHER SN L Z L8
LR, FMIED T — 5 L fVvgES) & & IRBE T
RUEZBVDPD LNV, AHROMEIED,

20

Figure2 Autopsy case of chronic aortic dissection (72 y.o.,
male).

Entry site of aortic dissection (arrows). Aortic intima showed
severe atherosclerosis with calcification.
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Figure3 Microscopic view of Figure 2 (H.& E. stain, origi-
nal magnification X20).

Entry site of aortic dissection with severe atherosclerosis (arrow).
Dissected lumen showed organized thrombi with vasculariza-
tion and thicked neointima.

Figure5 High magnification view of Figure 4 (elastica van
Gieson stain, original magnification X200).

Aortic media showed cystic medial necrosis characterized by
severe fragmentation of elastic fibers with excessive extracel-
lular matrix (arrows).
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Figure4 Surgical specimen of the aorta from patients with
Marfan syndrome (elastica van Gieson stain, original magnifi-
cation X20).
Dissected lumen showed thicked neointima with fresh thrombi
(arrows). Aortic media demonstrated severe fragmentation of
elastic fibers.

Figure6 The same area of Figure 5 (alcian blue stain, origi-
nal magnification X200).
Excessive extracellular matrix consists of abundant
proteoglycan deposition which showed positive reactivity for
alcian blue stain (arrows).
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It has become clear that aortic dissection (AD) is resulted from atherosclerotic lesion. Recently, the highest inci-
denceisin old patients in seventh to eighth decade. Therefore, atherosclerosis in advanced age is the most common and
important cause. Hypertension is present in 94% of patients and may implicate in the onset of AD. Whereas, mutations of
fibrillin-1 and TGF-f3 receptor genes have been reported in Marfan syndrome. Signal transduction of TGF-3 isrelated to
pathogenesis of AD in Marfan syndrome. (J Jpn Coll Angiol, 2008, 48: 19-24)
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