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Iris Nevus (Cogan-Reese) Syndrome
—Clinicopathological Correlations—

Haijme Inomata, Yuichiro Sakai, Sei-ichi Ishimoto and Junichi Egashira
Department of Ophthalmology, Faculty of Medicine, Kyushu Universily

Abstract

Clinicopathological correlations of iris nevus (Cogan-Reese) syndrome were studied by light and
electron microscopy, using tissues obtained surgically by trabeculectomy and peripheral iridectomy.
The patient was a 52-year-old female, who had a typical appearance of the disease with nodular iris
nevi, distorted pupil, ectropion uveae, peripheral anterior synechia, and intractable glaucoma. The
histopathological studies of the specimen revealed abnormal corneal endothelialization and basal
lamina formation continuously covering the peripheral cornea, trabecular meshwork, and anterior
iris surface. Lymphocyte infiltration was found in the layer of the endothelialization and in the
anterior iris stroma. The nodular iris nevi were found to consist of mainly integration of degenerated
iris melanocytes and clump cells of Koganei. Neovascularization associated with infiltration of
lymphocytes and macrophages was also observed in the trabecular meshwork. The present study
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suggests that the disease might occur by chronic inflammation primarily as corneal endotheliitis and

iritis. (Acta Soc Ophthalmol Jpn 94 : 80—88, 1990)

Key words: Iris nevus (Cogan-Reese) syndrome, Irido-corneal endothelial syndrome, Corneal en-
dotheliitis, Endothelialization, Abnormal basal lamina formation

I #% 7

AR MR OBIEREE L I OB CHEM, Th
S IR AR TS I & 5 SR oMY
HELBEEELT, F+v F 7 —fEER (Chandler
syndrome), #THEAREMIIEERIE (progressive
essential iris atrophy), LFERIBFAEEERE (iris nevus
syndrome, Cogan-Reese syndrome) 7°% %, \Th
LEEOFERITHTHS, PELHICHFRL, BE
FRtE, FhCHBERBETS, 5+ v F 7 —ERE
2, MCEOBEEM LBLOEN LR, BT
fE, AEARMROET L AFESHER R,
HETHEABMICEERER, 7+ v ¥ 7 —FEBERLD
ICEEROBENME <, MENFIT229, MEEH
FEMESRE (Cogan-Reese) (%, MLF IO B FEEFH 2
o ERFEMRE 59, Chbo IKBIIGAL
TR IR Y, W O RIEIREE & £ 5 bR
METSIUCOLEERICS T 52 A K # K1k
(endothelialization) & 2% KM K (abnormal
basal lamina formation) #3%&bh s Z L THDH, =
DX 5 IeRKIER B X O9REEOE LI 6, BETI
MEAEANREREE LTl o0EBREMICELHE
hTtuwa,

ICERBHEREB I oXHIc AREMm LR T 5
DT, BEIMLEOESEREEL b TRk
ShIcV ITERBHERBEORM L S hiMEoR
FREA TR BT EEREOEBTIC AR LR D
CENDY, WEREBHERRE &M A RN I S
BERF v v F 7 —iEERE & ORFAAMBETH - 1o ht,
HERUOER S I CTFBEEIBRHO/BE, WTFhif
P BB D Btk & RFEAVRIR T, 2 RIICIT i i
B ELTRALEMCETARETHE - LWL,
a9, Bagle!®iXo hbo 3HEBERBIEL T,

LR 588 % £ > 7o B ME PN BLAE (proliferative endoth-

eliopathy with iris abnormalities) # 7= (il AR
BAEERF (irido-corneal endothelial syndrome, ICE)
ERESZ EARIEL T,

¥R b AE T f:’ﬁ%“”‘r’““’ﬁ;d"lfx

<, FREECHT HERKNS L ORI E 2+
FICizE T o,

o7, bivb UL REE RO 2 85
L, RABDOEHEE L ORISR & B gy
Bl 2 1T, BB o AR EE ML R T S R AT - e
T OFER, ILERERER O FBE I AEA KR L O
FREOKENERLTVBZ SR LM L,

eds, bAETE, FECHLTELEAEORE
T bh Ty, o 2 CRECHE A Iris  nevus
(Cogan-Reese) syndrome” ®FIEH & L T [ AHESE
f&#¥ (Cogan-Reese) | &\ 7z,

Il i 4

EFUAS2E D ik, 19894 1 AL IR0 MLk & B
rHHEL, SERBMZ2ZZ2 L. ORBEFTH-1
5, EROBESEL ERL TG, SHEOZE
T, BEEE, Craav o SR, REEAEREEE
ER ORI EoBFEN X, UL, REBIA
FERAEAOMNB AL CRRED = v b r— A58
<, 2 AITHAMKZBEHICBN 2 i,

WEEFOR N EAEHEL 2, £R1.2, BEGEEELS
mmHg/PTG, EHRE30mmHg/PTG Th -1, AR
SHRER, FEELE, BEOVGFRIZL BEYRED L
Mot ERIEEEIMCBoMBaEREH LT
W 7odd, FIEPREL e o e, LSRR
fLLTARETH -7, GO 3EHL S 6 Bics
FTEEIREDOARPEL T, B EHEIE
& 2EFRA D 6 BER O IR 28 Ic bt » THEHOG®
FREH A > B AbR(K 1), IEORILIL
ot BAREMACTILEO BAUNKEELS D, M
ELTWe(F2), KébfE, B4 BECIZETS
e ote, RO FE MRS (Cogan-Reese)
DT TAR L,

AR OBA T, FKikH R ISR, 18x]/min/
mmHg, 7ZH20.05x]/min/mmHg ¢, ZEROEARH
RHPELLETFTL TR, BFko -0 ¥~ v 85
IO & S R RS-, MRS ER
{XAHR354.6£93. 1pm?, HR402.34210.7Tum? T, %



82

i emmEEoihk, Maokx2oldbo%, Bk
D& L bR, M & B bFERFE TR L <
CREFRBIBOAEN T, ~ARATALARE
& A AR BRI Ioh - T,

3 A 2 B EIROBHER HIRAT B L 0128
AT 24T - 1o, 58, IR OREE—FkF15~17
mmHg & T LA, fiifEEER &8 L C25mmHg
M ER LTS,

I Brgeset &5k

Fiizk > THELRICHHERI b4 %71
2—nNTAFeF«0.1IM» 22 BEHRCELT
4 CoALEECEHBERA L, BERN Tl
HL, 0.1M # = o A ERHEE TR THEIHEHE, 1%+~
Ty a0 1M h 3 SABEERTH 1 FEEREEY
fTofe, =27 —ARFIThHAKL, 7rv v TOAE
Lk, =Hv812IcHiE Lk,

Sorvall MT II-BH! s 7 » b —ATHIH #EREL
to, BB o7 £ —u 1 REET - CHFBHEME
TEEL, B3Ry =1 - 2 = vERTREA
# KL THAEFICX B M cHE L.

IV #& S

FFFAMBEARR

1 LI

FAABEDEIRRE—Thote, AKDF A A
OB H R S AR RERSEB LA X
5 inREECHAEL Tk, ARAEMRERE T, #
BIIAR—Tdh o7, Mtes LRtk s A
Defatko /S fiilate EANRE L T, RRIARE
PR MR - R EER OB Y vARRkRo/Mlilan B2
Bl ek,

2) FRHEEE

BT ORRL/E CREEERDY, XHE0f
Bl & m AR s s - T e, BifEmE
T O B AR AR AR D 7 2 4 BB
BHE R RFEER - ER L b0 TH -, B
BIMGEAEL TW, valv aBoBFELZLAR
Dot BHEREHRCHELTC ) v Rk /Y
ffasEE s hi,

3) ¥

MEoRBOLEMCBFEMOERA A LR, T
BoFEAMIRFEEROB csbh T o, BFE
BT E AL > THhED, EBLTLLEMD

HiE&3E 9%4% 1%

Hbhte, £OBE, EEREEEROBCIEA Z =
VERIR L A NE LT, BEEEROE
Wi 1 BoRmaEA itk sbh Tuwic, #l
A R o Bk 2 o R BRER LSS
F Tz, JRAYAIEA RO KIBEAL b A b hic
B3, ChHEFHREROBEMI R X ) M L
el ATHD, MEEEOFEREL U ELERBCIEE
iz -1,

2. BFEMSKEAR

1) Rk

oM EAR RS KX 2R AIVT, latko
BH5WhoRLEEL CETEEN AV O E1EE
Thiz, CoOX 5 RRAREREMTRER
av Y7, VEY— AR CHENGAEET,
AR A L L C o S B S RER-
Tute, AKDF A A BOEEF15~18um T, £ DR
Bt e S hicl.5~5.0um OE X0 RFE
ERIPEEL TV (K3),

2) ARAERETT

S O BN RMARAEMR Tkl sbh,
FoMBTcREEERIER ST 4), B
WHEROE S127.0~8.0um TH - 7=, HAREA
FEABRa oIk, %o iiiile s R EEROMIC ) v <
HRABEL TG4, 5), Vv BROBERLT
i, WEVABEA AR EL AR LT SRR
BRIch ) vk~ 7ry—2 (H6) EEL
THRAEAEH A T2 L, SRR M A L T,
BREETONMcHENF HES L (JT).

3) ¥
MEEERE O BHEARSE &0 Rk
(clump cell of Koganei) # &t &ALz 4 7
vl BRI I B DO TH-(RE), ¥
ORI 1 BRI ARA MR L - ThiksbhT
Wi, Zofifao ik E il Ticy v R
BEAALRC(EI). 26, MRTCIRHEE
WA Eh T, REEEROE X 2493.0~4.0
pm Thote, CEORECEY v RABEL (”
10), ICEOEHITEE AT, ILED £ 7=/
R ZEHE L, #03 < TREROMME (K1) 2%k
5¥ 4

vV & ¥

48] D FEGI, MLF O RBHRERE L - A,
S ESEMNR, ROENRESC L 2 AEBARAE



FEC 241 A10R ICFAIEREE (Cogan-Reese) - # {21 83

H1 EROHBBZR. 2FE25 6 HHCHT CIEOLBICEREH L - BN bR D, BT
BOEROHANES SATRMEL T2, BB TELS IBEOMRHET TS,
B2 LESHRETE IERLCORBELE- TN S5, TERTIESL, PRAEIZEL TS,

2 il 5 /m

M3 FaSfaEomFEESEIE, S LML, Ako 7 A A B (DM) & FRRIBIERA Efao i
REEER (ABL) 2R EhTW5, AA—5um, X3,600



84 - HIREEE 9% 1%

M4 SRwoBTEMEEE SRRSO L FNAEA KRR Sk, ToMia L REERORIC
BEKER (ABL) AR IhT\ 5, SHEERMBIIAZEL TS, KRENZLY v AREE AT, X1,900
5 Hd4oEHOBOIAETEMSEI. KBRS EEROMIZ ) v < R2BBEL T3, TOBMUTIX

M OB HE L, X8,900

T ‘ » o7 " -'f( o - . o 7 .
i h : \ﬂ ! -nﬁ?{i«° g 1, R Yol iy
6 WHERSOBTEMETE. WEEMBCBE LIz~ =7 7 —2%RT, X8,600

M7 HBESFOBTEMEETE, SEREBICER S hoHEnE 2 RT, X3,500

i LY i



FH 241 AL10R ICFRBBHEREE (Cogan-Reese) « SE{RA(

e e o AT " 2rg B Ty =% .,
BOMEEMIER L2 5= vl +hr2 B LIS
FHOBMEL EOEMM LD, AREHLICEEE - ORI EFEER(ABL AR I AT 3, X2,900

= A E i e Ry e %Za:a%m A ——— ,-_i,,_ - .
M9 IMEPXHOEFEMBTE, WEORELVHRNAENEME Ss30, FoMBRIY v 8 (%) 7
BEL T2, FEEEA MR & IR & oMIc B EER (ABL) AR ATV 5, X3,100




86

A& ME 15

o

H10 ICEREREOBETEMESETHE. ILF 4 7 = vilaokic ) v BRAREL T2, X3,900
Hll MPEERBOBTEEHETE. 2Ro 2 7= vERZER L EHoMlilaERT. X2,600

e K OB #EEB ERA R X b, LFBBEER
(Cogan-Reese) & BT x5, Fi, MR VIERE
Ak L OIMPBREAOKREHSFZNAL Th 2R
HiraboThs, Thbd, HEENEMROERE,
BRMEREN 3 X OMI R IC 351 A AR AR N B i
X AR EM s B EEROBRARIES LA, =
NI EAEAFERBOREHSHT RO ko
fLomnsl L B g
LSEOHECHICE LM IR0, TROE
TH5,
(D IC¥F X UR#EEFoERICHER I -REE
AR (3 B A o 7 2 2 o iRl R X
Ml BHEEER & ot A b hi,
(2) R MR X 5 B Ra ko S i v
vARROBREBABRI,
() WEOERARILS ) v HROBEHLEH D, L
DA 7= ROEER o T,
() IFEOBHEEIR NEFoRMin: &UEK
L2 7 =villfals & DERH BT,

B A, SR, TEREORFEEMROE
FitkiE, —hboRENRNARANMRoRE &£
DHEEHTERICLL > TR ot EERTHATH
%, MR EEaogIEEREc VT, PR
Exhnbl, Fhrbi2 s AHIZE3.0~4.0um D
ExofkERSTE L, REEERIL, Z0EEN5
ZBLT, REORELGFME CoOMICHICEL
fobo LHEHIZH S,

R AEA RO MRS ) v A REE
13, AEORERF LT, AEAKESLCILLELD
AR R T O TH S, DEHoMMRTITEER
B =rs7r72r—o0—RBLEERTWLAIEY )
vAROBEET TR, MRS OMMELRLD
hao teRiERfckta~<rsezr —o0BED
KEDOTHENEY SO IRTHIMRETH S, IE
DB PRI AR L o AR RO
IEEIC L » CITEOEENB LA THH ESH
TV B30, FhizdTled, SEOBRERERE» b RIE
o BB - TIHED 4 7 = YHBRPEEL, £



R 241 A10H

hEeBRLL~=27r 77— OB L s - THEBRA
HLTwaZ LB EOAEMBOEKED 12-% 2
bihs,

MCF AR B AER T 3510 5 F B B oo SRR B o
BEZF v+ v ¥ 7 —fERE L ETHERBE IR ESRE
THTICEE 20, R ARH REERFORE &
LTREOB G REOTREMARH IS h T 5,
Alvarado 5*3, RIEDOG|HE L CHfi~Lr <2 ¥
ANAELTHERRB Y A A 2O ETFRI L, K
FEF T~ = A 7 A L R DFEME R, Pk
fio EFEAbRIEha, REORKEEFLELT
Cogan YL ERKEFE X HE L1, SEOHEED X
IR MO RYIE T H A FEEMED V-0 T, SHIT
P REEGRE & (1 U DI E MM BE R 0w o 7
BICIX B L1 ) v BROfRH AP BB 3 3 5
REASLEN B L LETCH S,

SEIOBE L, MERBEERORIERF & LT,
FTEAECEBEARLS L CIMELEBD, 02
WHITeZEAL & L CAIRH B DM & 8, 26120
B X UMABMERET B 2 WA AN s X 5
MMk & EFEEROMR ¥ - T, TEOBEE
REIOME, MERALHEEr S LicbnsELL
hb,

HLFE AN B R 0 B R vt 4 2 R 3R e
BlL\yv, TREORUMERENSZ ocd LTI, BB
FhoBHRLHEOMFTEL, BHRR, Rz
W& Ty, MREIRESE L5000, T 58 FAE
B v B R R UIBR T 2 1T - TR RS 0T 2 i %
HTENREF L,

X ®

1) Chandler PA: Atrophy of the stroma of the
iris, endothelial dystrophy, corneal edema, and
glaucoma. Trans Am Ophthalmol Soc 53: 75
—89, 1955.

2) Hess C: Ein Beitrag zur Kenntniss der nicht
traumatischen Iridodialyse. Klin Mbl Augen-
heilk 30: 103—106, 1892,

3) Lohlein H: Zur Kenntnis der essentiellen fort-
schreitenden Irisatrophie mit Lochbildung und
Glaukom. Klin Mbl Augenheilk 118: 379—388,
1951,

4) Cogan DG, Reese AB: A syndrome of iris
nodules, ectopic Descemet’s membrane, and
unilateral glaucoma. Doc Ophthalmol 26: 424
—433, 1969.

5) Scheie HG, Yanoff M: Iris nevus (Cogan-

6)

8,

8

9

=

100

1D

12)

13)

14)

15

Ry

16)

17

18)

19)

20)

ICEEEERER (Cogan-Reese) « SE{R(h 87

Reese) syndrome. A cause of unilateral glau-
coma. Arch Ophthalmol 93 : 963—970, 1975.
Klien BA : Pseudomelanomas of the iris. Am J
Ophthalmol 24 : 133138, 1941.

Wolter JR, Makley TA Jr: Cogan-Reese syn-
drome : Formation of a glass membrane on an
iris nevus clinically simulating tumor growth. J
Pediatr Ophthalmol 9 : 102—105, 1972.
Jakobiec FA, Yanoff M, Mottow L, et al:
Solitary iris nevus associated with peripheral
anterior synechiae and iris endothelialization.
Am ] Ophthalmol 83: 884—891, 1977.

Shields MB, Campbell DG, Simmons RJ:
The essential iris atrophies. Am ] Ophthalmol
85: 749—759, 1978.

Campbell DG, Shields MB, Smith TR: The
corneal endothelium and the spectrum of essen-
tial iris atrophy. Am ] Ophthalmol 86: 317
—324, 1978.

Hetherington J Jr: The spectrum of Chan-
dler’s syndrome. Ophthalmology 85: 240—244,
1978.

Lichter PR: The spectrum of Chandler’s syn-
drome : An often overlooked cause of unilateral
glaucoma. Ophthalmology 85 : 245—251, 1978.
Eagle RC Jr, Font RL, Yanoff M, et al:
Proliferative endotheliopathy with iris abnor-
malities. The iridocorneal endothelial syn-
drome. Arch Ophthalmol 97 : 2104—2111, 1979.
AFED, #EFEXR KT &, i Iridocorneal
endothelial (ICE) syndrome iz L % fE &3P &
MEEEICovT, BRIR  39: 770—771, 1985.
BIFA, LFHE, RFEES, fb: Cogan-Reese
FEEMOMBFNAR, B 36: 2098—2101,
1985.

F#&JII%—  Cogan-Reese FEMRE D 1 4. R
28: 931—936, 1986.

Inomata H, Smelser GK, Polack FM: Fine
structure of regenerating endothelium and Des-
cemet’s membrane in normal and rejecting
corneal grafts. Am J Ophthalmol 70: 48—64,
1970.

Iwamoto T: Electron microssopic studies on
the cells in the iris stroma and on the anterior
endothelium of the normal human iris. Jpn J
Ophthalmol 6 : 50—66, 1962.

Wobmann PR, Fine BS: The clump cells of
Koganei. A light and electron microscopic
study. Am J Ophthalmol 73 : 90—101, 1972.
Eagle RC, Font RL, Yanoff M, et al: The iris
naevus (Cogan-Reese) syndrome: Light and
electron microscopic observations. Brit J



88

Ophthalmol 64 : 446—452, 1980.

21) Alvarado JA, Murphy CG, Maglio M, et al:
Pathogenesis of Chandler’s syndrome, essential
iris atrophy and the Cogan-Reese syndrome. I.
Alterations of the corneal endothelium. Invest
Ophthalmol Vis Sci 27 : 853—872, 1986.

22) Alvarado JA, Murphy CG, Juster RP, et al:
Pathogenesis of Chandler’s syndrome, essential

23

BiREE ME 15

iris atrophy and the Cogan-Reese syndrome. II.
Estimated age at disease onset. Invest Ophthal-
mol Vis Sci 27 : 873—882, 1986.

Rodrigues MM, Jester JV, Richards R, et al :
Essential iris atrophy. A clinical, immunohis-
tologic, and electron microscopic study in an
enucleated eye. Ophthalmology 95: 69—78,
1988.




