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Reevaluation of Midline Malignant Reticulosis with Systemic
Manifestation after Irradiation

G.E. Kim. M.D., C.O. Suh. M.D. B.S. Kim. M.D. W.P. Hong, M.D.*

Dept. of Radiology, Yonsei University, Yonsei Cancer Center

During a 10 year periods, 42 patients with well-documented Midline Malignant Reticulosis
were treated with local irradiation and followed for extended periods of time.

13 cases with systemic manifestation after irradiation illustrate the protean features of this
disease. Although it commonly presents in upper airway tracts such as nasal cavity and/or
septum, soft palate and palatine tonsil, the lesion may be localized as well as diffuse. 2 cases
among them showed systemic relapse on lung, pancreas and scrotum probably from either a
multifocal or metastatic deposits. Another 3 cases were associated ‘with systemic diseases such
as stomach carcinoma, typhoid enteritis and CNI of fat tissue. Remained cases were diagnosed
by clinical or radiological examination. Possibility of close relation to lymphoma with Midline
Malignant Reticulosis are also suggested in 1 case.

In Midline Malignant Reticulosis, the best results of treatment are obtained in localized lesion
of the upper airway treated early with irradiation: A poorer outcome is associated with

multifocal systemic involvement, which necessitates a systemic therapy.
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Table 1. Primary Site of Involvement

Primary Location No. of Cases(%)

C 7R KRER) Aol ddl,

Nasal cavity and/or septum 19(45.2)
Soft Palate 6(14.3)
Palatine Tonsil 6(14.3)
External Nose 3¢7.1)
Nasopharynx 3(7.1)
Hard Palate 2( 4.8)
Lower Gum 1( 2.4)
Base of Tongue 10 2.4)
Larynx, Arytenoid 1€ 2.4)
Total 42
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Fig. 1. Overall and disease free survival rate
(N=42)
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Fig. 2. Comparison of survivals by radiation res-
ponse.
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Table 2. Incidences of Systemic Manifestation Acco-
rding to Intitial Radiation Response

No. of Disseminated

cases CASES
Complete Responders 2 46(25%)
Partial or No-Responders 18 7(38%)
Total 42 13(31%)
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Table 4. Comiparison of Survival Rate and Incidence
of Systemic Manifestat‘ions Between Radia-
tion Alone and Steroid Combined Group

No. of No. of systemic 5 year

cases manifestation survival

Irradiation alone 30 9 33.8%
Steroid + Irradiation 12 4 35.6%
(2=0.904)
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Midline Malignant ReticulosistMMR, Kassel-1969)
£ 8% Lethal Midline Granuloma(LMG, Stewart-
1933) & -] Polymorphic Reticulosis(PMP, Eichel-
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Table 5. Clinicopathologic Criteria that distinguish Midline Granuloma from Wegener's Granulomatosis*

Midline granuloma

Wegener's granulomatosis
g

Destructive upper airway lesions
with characteristic extension through
palate

Lungs not involved

Kidneys not involved

Inflammatory upper airway disease predominantly of sinuses and
nasal mucosa. Rarely, if ever, erodes through palate and face

Characteristic pulmonary infiltrates. Histopathology shows
necrotizing granulomatous vasculitis

Characteristic early focal glomerulitis, progressing to fulminant

glonierulonephritis

Disseminated vasculitis very
rarely, if ever, occurs

Characteristic disseminated small vessel vasculitis.

2. Extranodal lymphoma

3. Polymorphic reticulosis/Lymphomatoid gra-
nulomatosis

F ASAAE Hilel S 9l PMR 3 lymphoma-
toid granulomatosis 2 F—EKB o2 F35ka vl
53] Fauci(1976)5 % Table 504 M& ufo} zboj
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g 4 9= “clinicopathologic criteria”& AlA sl E
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5= Wegener 8| HFEIENA 2589¢ HES ke
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FBEESAIAE BRENS oA $1 HERRE
o=k KEL RRE 4 U+ localized typeo] 9§ +
ﬂ&ﬂ%ﬂ old BREYAHNE 3£ A
subclinical glomerulonephritis & F{#ste 73 $71 4
A gk, X KES remissione] A grom FTol

= FWER BHEE Ao o) HAY 534 44
o] midline granuloma = EHEEYC. 2 dissemination
glol EFEAE RBAx KEo24 2HESE B
Sl BEIATE o)A o] “multifocal involvement”d)]
& Aol AZ WEEMQ FEREMLFERE 1 Al
generalized 5| & A& okl slgli, S 2EE
He9 2ol midline granuloma ¢ % BE7 2%

92l dissemination & Yeb | “true midline granu-

loma’z 4ANAE GHekn 74A AL, 2

# v} McDonald(1976)5-& PMR 3 WG 7} jREHL
2 ER] o¥x ¢, o3 HEY KA E B
o dsAE Aoz HESZ Ygxnh, EFEAD
R =E & Rl ohd . “potential systemic disease” &
A2 eka she] Fauci ol & RS SFgoe
% PMRo| &, BHEEETY Li#EdN4 uste A
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At AA gn, B _LEERBE] W, BEe

e dr e

e

Table . Summary of Reported MMR Cases with Dissemination

Authors Sex/Age Clﬁfgllv?;:n‘;f gggé?f.?é’s) Outcome Disseminated Site

Kassel M/43 nasal cavity & septum 1,000+1,000 PR Lung
hard palate 12 Mo, Dead Pericolic fat
nasopharynx Meninges

Hamilton M/26 palate, pharyx gingiva, 4, 000 PR Ileum & Cecum
PNS, tongue 6 Mo, Dead Esophagus Pituitary

Hultberg F/42 nose &face, PNS

PR Cervical & Mediastinal

palate, epiglottis 5 Mo, Dead LN, Kidney, Liver,
hypopharynx Adrenal, Uterus
Spear M/43 palate, nasal cavity 300+300 SD Lung, Trachea, Skin,
PNS, mouth, orbit 4 Mo, Dead Hliac node
mid-face
Walton M/49 palate, nasal cavity yes CR . Skin, Liver, Kidney
PNS, mouth, orbit ReXRT for recur Testis, Stomach
mid-face 16 Mo, Dead Intestine
Edward  M/29 soft palate, PNS nasal 4, 500980 PR Lung, Skin
cavity 12 Mo, Dead
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E EFANA BAE BAE AL, BOE 9 SMHE
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2 g KA vebhd SEMEEY WEZE &
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2 g G/ BEHREE F EEREAA reticu-
lum cell sarcoma 2 ZEi= 9&& WHdv gom®
Ludman(1964) 94 2 2z #fel LMG ¢l #I7} T
% A5+ lymphosarcoma 2 AAxtsle] LMG &
“presarcomatous lesion”g x| & R &t HMEE 79
g u} gleb®. McDonald(1976) = PMR 3 BiE#HE
e Bk s A 6 g Jebldedl, R/
Filist B2 gl g PMR &=} 16 ¢ SBEE
o2 ruw 2609 MgAAsL 28w WEEA
o 7S RS velldw skgl s, X steroid gk
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Rolm o7 RELAS WEES &7l polymorphism
9 el 7 %E pathologic criteria 2 3 &ul, K
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BFAEGIS Basded WE =t HIAREA
gHiRe] posterior triangle 9 HEG(d), axillary
lymph node(2)9l #A-54& A4, EE o
23 WEEY RERS 2 % reactive hyper
plasia 59 u] Sol4 fERY sMeAdel A A HE
JExke] A S Badte od A g &5 Yok
B2 #isst lymphoma 2 FH KEMY A4
MMR = 2B A5 BEHRER, steroid &
23 {LBEL(BACOP)o|, HHX KEAHS WER
Rell ofwl @S n3 & AXe 245 grt. 28y
MMR o} M EH AR SRS MES 2
oh B, = OMEEAY S8 S re REE FE
dehe B medcld [tk o Kohsl B
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d A AE 94 dA7AAL F2d A3 F 4L
gieth, B g MIF wREMmEAA 6/24(25%),
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Bug E@el @& A4 gk Dickson(1960),
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S AgEtE Aol FEMyolzr gD, BiE
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E B 4 o R Y4449 E Bt £
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St A7 gol, A BHBE ol dd =ohE HE
o] MY Axeke A4S Wt Y.

28 fRol TR ol 8l 3 BB ] steroid
9 HBEEA o BEMel et 489 FEE Yale
& #Ee 7%, steroid o} WAHRS GFABERY 4
FE(35.6%)01 BAHRBEB RS AFHE(33.8%) 4
HE ok REFT A2 WAL, BERER]
o] o] ¢} z+-& steroid &} PFA T/ MMR & #iol 41
HEER] REF 5t a6 S E e EE
A, = g4 LMG ¢ [EHo] autoimmune o
7bsAel @yl widl Leden(1964)5¢ 5-FU Y
methotrexate & HAMEHMRES, = 2HEE
9] #HE gAs7] 1§ 2 & #P:(cytoxan+steroid)
Bol A nE YAV, T HE AL o
7R el == gm gl '

EHTol AHT HARIGER A7 SREME(T
%)& BE £uld & AR dex REQAR, K

R BEDLS A, E RRERECT T2EME 2

= =

E% Ao AFE systemic dissemination &
vebl L, ol dt 2B FFol multifocal o] A,
X associated other disease o] zldl] o]RAo] &+ &
2o Awpaqle]l b Ae mel € W MgmEs
R RFREE ol 2HEHE AR odw 2aE
Pol Wag At Mol 2L TS ofd AL
E EMEY. BE vad e @E 59 A
AYE B2 o7 2HFE AANE A2E +
g ALA ¢ 4 8 E 2HEEe AYHe o,
sl &R FEd 4 ¢ AA, E RHEY
BH AAld] E4o] ¥ AQA, 2AE ¢ 4 A+
wre) RgEko v {LEgte] BEAthd olwl
£ o9 combition 22 Agi Aol FKEUA, E
Bt praste Aol oA E: HEOE A4d
t Aol o HEMAR, ZE Fo] ok Famol ).
ol %ol HEHRKESCZ BMAREL deu] o B
A ZEEES K olw FkE AL A e
FAE o] obd 4 v KRWLE MMR, o
KA FERANA ol BRG] 7hA s ge
REE el fmstz Yx ol et FIEMRS 9
& FE9 RE WES Atz Q& $5A79 &
By B9 9lvh.

= ]

Midline Malignant Reticulosis = HE/E> Q43
BAtRel e A 23, HEHREBEERA JEE B K
e Holy Bl AN LEHEAL STRHAE RAE
olelsl ¥l potential systemic disease £ 713
S BRAHRFES o RERES] BBl ok &

Aol
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