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Atlas of Diagnostic Pathology (6)
Cardiovascular System 2: Blood Vessel—Arteriosclerosis, Aneurysm, Marfan’s Syndrome

Tatsuo SAWADA, Sono TOI" and Makio KOBAYASHI

Department of Pathology, Tokyo Women’s Medical University, School of Medicine
*Department of Neurology, Tokyo Women’s Medical University, School of Medicine

Arteriosclerosis is a general term for atherosclerosis, Monckeberg arteriosclerosis and arteriolosclerosis, all
of which involve sclerosis of blood vessels. Atherosclerosis is a progressive disease characterized by the forma-
tion of atheromas and fibrous plaques in the intima. Plaques, which may be stable or unstable, are complicated by
ulceration, hemorrhage and calcification. Unstable plaques are more cellular and tend to hemorrhage. The patho-
genesis of atherosclerosis is still uncertain, but reaction to injury formulation theory is widely accepted. Moncke-
berg arteriosclerosis is characterized by medial calcification, which does not obstruct arterial flow. Arterioloscle-
rosis is characterized by hyaline thickening or proliferative change in small arteries, which are usually associated
with hypertension and diabetes mellitus. Aneurysms are abnormal dilatations of blood vessels, and are of several
types. Berry aneurysms are small saccular lesions most often seen in the circle of Willis, but are unrelated to
atherosclerosis. A dissecting aneurysm is a longitudinal intraluminal tear, usually in the walls of the ascending
aorta. Cystic medial necrosis is a major cause of dissection, which is associated with Marfan syndrome. Connec-
tive tissue defects are typical of Marfan’s syndrome. Vasculitis is classified by vessel size. Necrotizing arthritis is

usually mediated by immune mechanisms, particularly immune complex depositions.

Key words: arteriosclerosis, atherosclerosis, aneurysm, Marfan’s syndrome, vasculitis
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B IRAEAL 1 M5 D REAL % 5 & 9 % AR AL,
Monckeberg #lfE L, B X OHIEIRIEL DB TH
. IR ETEOIRE THEOBIE 72137
T — 7 DREHI»REENTH L. 77— OFEHHEL
LCiEss, Wi, ALl EmETHE. 77—
ML &, 29, M2 PPN T VAR ENT T —
7 X DBMECELRENT T — 7 ITKSh, &N

HAL T 7 — 7 FBVEEIREE R O R & L CTie
Ko MAENEEOHMEIZ X 5 ML ORANT & 0 i
IWEDVHEARIND ETEERFIIH I LHROEE

Y, 77— OIEEEESEIEE I N TS,
PRALDIEN, F8ERA I = X 23V FE R EHET
W2\, Ross 12 & o TR S M7 E RS A —
BAZZIFANSN TV S, IR b3 TIT/hEE

EHEPOFAEL, EEBEEWR T O 5 HK M
ME o TWwWah, FERIE T %9 5 Monckeberg
RUREAL I IR O A IRAL 2SI T, AR Ok 125
b2 5 0NEOR%E, PAZEIIERO . /NEIk
BEALIZ/NBI R DR F1L, B2 b2t 9 WA T,

EIMEERABIIO KR E ZERTH - 72, BIRENIE
JEH, RS SEEN TV 225, FEIREIIRE (LB
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1 BRMEALOSH (LK 2) &Y Stary 5782 T%)

DRAEAL & X BIERDSHE <, RIEEINR D 7 4 V) 2 Bk
WAL, Z BB TFHIMOEKN E 2 5. BRI
FATKRENRICRILTER S . HEOENLIRESE
MER E XN, collagen DERBRETH DL < I
77 VIEREECHRET A, EREmE KL, REE
ZAF B IME QMBI L VI ND D, KEIR L F
1 3B =R EMa Bk 2 (RIBHEIIRJE), =2eH)
R4E, HEIROIME % TH 5 AEHEL BEIR%E,
Wop, AR, EMME, MEROMELTH S
Wegener W3EESRE, Churg-Strauss FEBEREAMEERM
WHTH .

1. EPAREE{LIE (arteriosclerosis)

BYIRAEALAE (X FNC AT @ 3 FlEH o IR 2 DR FR
T, ME oML, WL (rigidity, clerosis) {2z
T, MEBEORE 2 E T 5.

1) BEIREEALIE

WHO oIz i, F& L THIRO MEEICR
RIS 52406 C, JRE, ERYEL oS, I
WCHIR T 2WE, SHETERS SRR O B g & HIRIEAS
i EOF A OMAE LRI L BHRETHBEOZELZ
9. RRBINRO AN, FEIRO KB, A
) ZEkEE, THEORBENR, BBEIRS L O H K
BRI TS 5.

WiEIEa L A7 u—)v, JRE AR L 72K
(uEkMiie), 7o A B X UOBEEWE S % 5
central core THERE &4, core 3 fibrous cap THb
NTW5. WIEIEEEEE, wEANRL, Axk{bz

GPEL72D, NEOHESIMARDERATFED b1
57 (M 1).

D EE A PHE MR OB, Bl R,
IR, BT, BUEORK & 7 5 KA Mg B
EIED D 5. T -BIIREEDO LI BIRA (aneu-
rysm) EHEOEKRELERD 5 5.

BYIRAEAL O F AR BRI 2 DD 5 28, Bl
FETIX Ross B 12 & o TIRME SN 725 E L A5 —
BAZZIF AN STV B, AN BRI~ DS
F72, BREAESEZ Y, KIE ) R&H (low den-
sity lipoprotein, LDL) 2SPIENZE A AM, P THEE
b oMz 5. B L7z LDLIZ X ) Wi
MR X PE L S 1, intercellular adhesion molecule-
1 (ICAM-1), vascular cell adhesion molecule-1
(VCAM-1), selectin z EOEHENTZRET L
LT, HER, T U Y SEROEENEAORE D trig-
ger & v A, F 7N EMIIE E 5 12 monocyte
chemoattractant protein-1 (MCP-1), macrophage
colony-stimulating factor (M-CSF) ##& L, HEk
DELT, ~ru 77— I OBEEWREMRT. O
10 C angiotensin RO G- 28gf s hTwb, &
PELDL X & SIS LB %2 2, FHRNEAF v
RNy Iy —ZHERICE )77 7 =VICHERS
h, x7u77—vidjaikieitl, £E5s. 2
D TR ZE DR BE (fatty dot), FNEMi#t4e
(fatty streak) B D, =727 7 — I D—ER
I¥ apoptosis (ZFE Y, ML LDL SMAaAMI R &
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N, WEAMROEAEZHERT L. S HITKIEM
FaORME, FEHOMWIEE L OHE~DOHEA & my-
ofibroblast ~MDZALAHE Z 1), collagen 7 & DILE
o A & E AL 12 & ) matrixmetalloproteinase
(MMP) 2SS s, F7REOERIC L) &AL
L7z BECIE M /AN DR & BEDR D,
platelet-derived growth factor (PDGF), fibroblast
growth factor (FGF) 7z & OFMas 1 A3 X
N, SHICRIEDIS ORI, P OEH & P~
D HE A, myofibroblast ~DZALAEE R X 41, colla-
gen, elastin, proteoglycan 7% & ORI I E & H
DFEAZIES .

51T, BUETIZERIH M E) B S ALl o
angiogenesis & %7 % vasculogenesis D5 F 72
Wb U CEIIREALHE TRl % 2 & 2161
TWwh,

TI=2 MR T I VT ORPEAFEH S, K
BEVHRTHLETE2EZ RS ET2E2 D
T 5.

IR LIL TR E TH Y, NEISHFET S
ZEAmBI, ANRERER ORI LI R 4 04
WEEBTFHOE»rORELZMETH S (K2,
3).

E 512, LR OBIRMEACIERED A 7 = X 235
iR, HEERZ SoMEORE X, F oKL
ZNZNIMEWEN R LY, FLEHREFERS
END, BREA N = AL BB ERPGAET S
ZEEENTIERST, 2k 2 ITEIRE DK EE)
Ik & EITHLL TEATT 2 SHBIR % F— 125
WERICIEE 2 TE R 5 2.

(1) BEWiEE & MR 4 (fatty dot and streaks)

BRSO E AT, D S R R R L 7R
ECThHb. NMRIZBVTE 10T, KEMRSHE,
JEER, M KBIIRICED SN b, BEMICER S LE
REMIREMEBIC D RO SN 5.

(2) BRBL¥E (fibrous plaque)

SARBEALE, SHIEEE, MAENRIIEE L SITIEN 5.
WD B DRZ T, AT A DK E S TR
5.

I bab VIEIR L D#LT 2 HE T 5720,
— IR LIE X B I W E S s s, B
BIELBETL2HHETT R, 200, BIETIE
HARTEALFE DS BIEICZ W 1TV R 2 WBLIRIZH 5.

a3 L A7 ua— Vi (hypercholesterolemia) &
PRI LRE D MATIIZ B BRI H S, I L AT

O—ViE—RICEE, FEEILATa0—VIZGHES
N57%5, AV A7a—)VEKRICEHEEIZZ 2ol
RTH 2BV READEIIIED L. BFlED S MR E
35 % LDL & MLk 2> & I 12 # 9 % high den-
sity lipoprotein (HDL) C, LDL-2Z L A5 ua—Lid
W G AR b RET 2720, BEIALAT
O— )L EIFINTVEIZT E W,

(3) 79 —2 LZolEit

SERT T — 7 OREZED VY, TI—7 D
e \ A B % AR TE L A5 L B ZE B D % <\ ZER
HDHNL I EERHEL, AMWEHIRAEBER (acute
coronary syndrome, ACS)”"& W9 BE/& 23 HEmE X
n, WERO7T 7 — 7 ORI L S MENEEDO/ME
WX BIMBEDWAN LD IBIIHESE RIS NS & T
BEZFIHTeHROEEZMY, 77— 7 D
gytEsHEH Sz, B{LLDL X7 79— 27 %289
M - AL @ apoptosis 2 125 S, Haggik, A
ZEALICH G LT 5 2 i ST a7, Jeil
OFtR2» S, BET T — 713, MBS, HHER T,
PR K 7 D & 7 & h & MRS 1912 hypercellular le-
sion, fibrous plaque, lipid-rich plaque 7 & 12 4338
&1 5Y. Fibrous plaque (Zflifap 522 L <, BIE
FMHEA L CIRE 2 7134 % . — lipid-rich plaque
WBIRE 2 7 25K & S 2ENEF v v 7133
LTV, TI—0NORIENT T — 7 ORLZIE
LICKEREBEL2EZTWD I ENMSR, i
shoulder O EILITEETH S (M 4).

2) Monckeberg Rl By IR TEfLAE  (H A IR AL REAL
IiE)

RO FHPEEIIR O K (media) A3ERISHIKIES
B DDHFELT, WIBEITHZE I KT R\ 72O PN
AbIEk 7z & 2o, GFSEERATIZRBRENIR, BEE, B,
REBRZ ETHY, BLOEIZRL, 502 R
L. EMBomFEIHGICEELTws e sh,
TRERBREEICD I (RO LNS (X5).

3) MBI IREEAL

ANERIREE, HHB)IREE DR RRIEIE & 5 W X HE A
AL b, BIE, WERBEICEHET 5.

(1) T B B IR AEA L E

HHEIIR O - HRRIEIE 2 K5 & L, WM B 20
3T A, BERBBEEICOMMIERED 1 DL LT
ROONL. BRI FWE O L D B
JEZR L, BIROBHRESISAHEILL, WEEOR%E
9.

B L LTI, SIEIC X283 2 A ML
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2 KBIRICBT 2 BIREAL o R
A RIS (fatty streak), Bl (atherom) T, C:AIKALZ B #4T L 72 5IRAEAL,

Fatty streak

i

X3 SABIROMITE L 7z NI
It WIRME, A4 RHEEICIBIE L 72 (HE x 4).

L

Stable plaque . Unstable plaque

a4 WEisige79—2
DIEPICWEL AN 7877 =Y (Mo) D
WMo (AL), CDE8 Izhittz Ry (FL). %Elk
L7e79—2 (FETF) TARZELTI—7 (HTF) I
TEAHBRHENE CHITLRL 5 h3 4 7.

5 /£ : Moenckeberg BBRE L (HEx4), 45 :/h
ByJRAEAL (HE x 20).

6 ZEREYIRA DIV — <G
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ARCKEIRIFIZ & B B 512 X % AR iR
HIABIZ XYMt~ by 7 ZADBMAE K & E
ZHNTW5. BEOENEERT S (X5).

fVU& 71/

7  KEREEEED Stanford 4744
e A BUREE REEDS AT REIRICRA TV,
A5 B RUFEEE. fREED EATREIIRIC A TV,

ARIFCIE R MEPER A I o 5 R & U RIS IR
L2 & O/NEINRIE DT ADER S 22> 7203, HETEER
BE DZEALD & MR 2 ANEIIRIE DB e (2 K B Uk
BP9 A L, S ARAEA L 2 ZE0E & 9 2 M i PR
FEEEDBEAHIM L T 5.

(2) T B A B IR Lo

PR, RO Wb W 2 7 < A FHRE 2R
OIS FE T, RERSBEST S, HED S
M, FHEMSIETREL, 74 7Y /4 N
Wt BEhH 5.

2. EjiR#E (aneurysm)

1) BhARAEL BRI (arteriosclerotic aneurysm)

WRRAEALREAS R FE NS 22 B &, BERE & A S U
(& ORI 2K 5. B, R
BLOWEEEREICKRE I NS, IR (saccu-
lar) BIIRIBEINBEIIR OS5 A/N S CBRIRZ L, K
BIRIE (berry aneurysm) &L, FEITHHEIIRE
2o A ) ABIRIICHEEL, 7B T RO ER &
%%, KEJIRIE TIXIEEE 10cm DL E DK E B H T
WENBGEDN DD, IhbHid, MBRIFLEL TV
% (X2).

FigEIR (fusiform) BIRMG (T FRBEMEICW - < b HEAT

X8
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L2

RO GG Nl

9 KEHEIVEBYIRIE BH 4612 34T 2 IR EIPE OB % (/. HEx20) & ik (45, HE X 10)

PECIERT 5. PATREIIRR KBRS %2 T3 (K
6).

2) BRI (pseudoaneurysm)

KEPREEDBEHE T & - THLEDTERL S, KB
BELZZMARTAHLDENS . FNLEETHAS.

3) fREEVE KBRS (dissecting aneurysm)

KBRS IREEASE Z 2B TH Y, SHEH O
f B RE DB e L K B KL ReBIEDTERAC X % PIIPE
DPRFERHIENIR I Y, IR KO IR I % &
e 5. —MASHBEIE KRB &IN5 205, 20
LT IERET 2 <, KEVIRIFEHE (aortic dissection) &
MEINAREEETH L. EIC EATRBIIRICHEAL,
KEPIRFE 2 S TATREIR, WEHRBEIIRIC S5, 9§
U538 Tl Stanford 0V H WS, ZO55HT
PR ZELDS EAT KBIIRIC B RSB0 05 F 1 % fida
BB SIRRED AT KRBIIRICHAET 5 A B, fF
ELZWBEIO 2RI HESNS (7). 7245
Tl DeBakey 78 b & < W o, Bk #PH A
AT KBRS W95, PR RBEIIRIC LS TR, FATR
BIIRICBRG S % 118, PIRZALDS TATINE R EIIR 1<
I, REEIRERE L VIS FE M W, £
NUEICKREDZ b AL LTW5,

PO A LT3 24 5L (entry) & type A TlZITFE A E
TFATREIRA A5 10cm DINICEED . fEi
DD DLERG, D F D IBFEVNERENE S 5 %
reentry & FHEN 525, Z O OMEEN L FEM 72
BREPLETH L. T-H 50 7% reentry 25580 5

NGEWEERDH Y, ZoRFRMERTHE I T
5. BIUEDOEEAER D 90% L EIZFED S, #E
FRIFR & L CHEMAINTE 2 RBIIRTHE T E 02N
PEHEIESE (cystic medial necrosis) 3%\ DD,
fREEEARN O R L EHELERD 1D TH LA, *
L TR Z 13w 2 v, IR LIEC & 5 W,
WIEDIEE DB G- AEH ST b (X 38).

3. Y7 7 ERE (Marfan’s syndrome)

FHARENE{Z AR Y. Microfibril & IFIE 2
A AL O MIRRHME R 2 A3 2 K5 A LRk & B ORI
WD 12THA5 fibrillin-l % 23— N9 54 15 Fie
AR RRIC AL E § % B I5 T FBN-1 28R (5T &
L THEE SN T A, Microfibril fiber 1354 I 1Z
elastin (kA& DR & 72 ), Z OREGERHEOHE K
mlhb.

WREICITRS T, TEAPEFF IR, #
HREREZRL, LR, FRI/MEL, FHiE<
IRF8 (arachndactyly) &N S, BR TR
i, BfioMAER, BHZRT. OIERTIEKR
B IR B D R 551 D 72 & SR BEPE K BRI 2 R 12
A F 7o KB IR O KT B IR AP SEAN 4, £ 724
WEF TG IR R B R 2 63 5. IRERCTLIA
HERFEORE I X 2 KBAEBHEP LI LITRO 5N
5.

1) 1% % (angitis)

JE 56 PR IS R 2 B R T 5 5B, 1994 4F 12

Chapel Hill consensus conference # 3512, R#% %
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FAMEDOY A ZIZX YIS,

OXMEOME K CREIIR & 4 15548 + Bk
Bkse (MBHBINRIE), =ERBEIR%.

@ MmE O ME % « #HrEL FEEIRSE, )RR

@MMBEIIR, B0, #IR O IM4 % © Wegener
A 2B E, BHMEEIYZ IAE 25, Churg-Strauss S fE
#f, Schonlein-Henoch 3895, F&MEr V4707
1) v MAE.

KINE DI KD 9 H EAMBEEEIIR 28 12 1
9 ZEVERVERAE A DURME 2 S L, Eflez &R
FHEE KT 5 2 LI X 0I5 EA A2 S % il
EEZONDL. EREIIRIAT KBRS Bl B AR 0 5
R 2 HORERRBEEZEZ 6N 5.
NS DKRIME O MAE RRPKE L HBBIR K% & D
HOLAE D LA RIS B LAV 9 5 RKiE & ST
Wws,

SHMMERIN S I 26103, R EITE S REIRED ) b,
IS BRI IR ZE D55 © L B IEBI 233 S 72 9=
BT, WEMKEE 2 B4R E 3 285 E T ANCA 12
FSPUiAc AR < S e AN

ANCA F E I EROMBENICRELZRT
cytoplasmic-ANCA (c-ANCA) & #JEPICFEIZFALE
9 5 perinuclear-ANCA (p-ANCA) (25 S 550
AFh BRI PR TH 5.

Churg-Strauss Ji % # T 1% 70% DL £ 12 c-ANCA
DR EW P TH % PRIANCA K S h
Wegener W 3EERE Tl 515 MPO-ANCA & p-
ANCA ORREWPURTH 5. ANCA I HERD G
B ERB R REET A VL COEELZFERD S
(9).

b
B IRMEALAE 1 L35 IRTE{L, Monckeberg HIE LB &
ONEIRT( L ORI TH ), S 512, THRESE, €
A, MEATMEIRZE & v o 22RO BN 72 cate-
gory DMIZAD ENB VIR RIRETH 5. MEME
REZ IR L D BIIEFOME OFAET Bldss, B
KTl — DAL TH > T b ZOEBIHEIRE
%A L ERBTALEND Y, MEIFIET 5l
I L THOHRVEEILETH 5.
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