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HBBAICHD &, BUBCEMAMEH malignant type 2 fl& EMERL RO LT A
% angioblastic type 2512 &LH, MHELT EUBOSDERA—-TH-7%. LoL,
Mitotic index (/10 HPF, LIF MD) ($EMBFH 7.7 (CHL, BUBEEFEH0.7 &
FEE (p<0.01) Hinb .

PAP % . ABC %(C k21 ~—H—D#KFE(L keratin, S-100 protein, desmin, fibro-
nectin, actin, GFAP, vimentin O#F & 9 IEMHED L 7 F (Con-A, DBA, LCA, PHA,
PNA, SBA, SJA, UEA-L, WGA) O#AMICOWTIT- 70, MEEL bBEEEMIE &
& peanut agglutinin (PNA) & soybean agglutinin (SBA) OHHEHT, T7-IE
SHEEA/OE DA RMEZH ulex earopaeus agglutinin I (UEA-D OXTHETH -
f=. PNA . SBA # &M MBAEFIMTHBMERICEEZEE kh o 7=bt, MI10 k%L MI10
DEDZEHCHTTHBYEGNREZLE TS L, AIETI8 S B %ICxHL, BEEFTELE
h0%THo7:. UEBA-1 [BHOMEMEOHERE, RMEBRTFH56.5%CHL ELHT
[FFEHT.9%EEFE (p<0.05) [CEKTFLTL /=, neuraminidase FjLE(CT, EMWREE
BID 23 % DH TEEMIED PNA EE&ROEMNRASNT-.



FATE ¢ BRIREC EMRE Y & 5 BIBE O £~ — » — R LAl &7 2 SRR

HED#ERLY, MI 0L LT PNA.SBA - UEBA-1 0L/ F-#EEEH KL, ik
neuraminidase BifLIE(CTHMAAD PNA &N EMT 2 BEEE, BERKRAIIC BHEEE
EELBERDHD EHETELT.

Though the vast majority of meningiomas behave like benign intracranial neo-
plasms, rare cases are known to pursue malignant clinical courses which, un-
fortunately are indistinguishable from the ordinary benign ones histologically and
otherwise at the present time. This study was carried out to differentiate some
of these clinically malignant meningiomas from benign ones combined histological
and immunohistochemical methods including ones employing various types of
available tissue-markers.

The thirteen cases of clinically malignant meningiomas examined (malignant
group) consisted of 7 cases of local recurrence, 2 cases each of local recurrence+
extracranial invasion, a local recurrence-+postoperative distant metastasis, and
preoperative extracranial invasion. The thirteen cases of benign meningiomas
examined (benign group) were confirmed by careful follow-up over 5 years after
surgery to have neither recurrence nor metastasis.

Histological classification indicated that the malignant group included 2 cases
each of histologically malignant type and angioblastic type. The other 9 cases,
however, were indistinguishable in éubtyping from the benign group. - The average
mitotic index per 10 HPF (MI), however disclosed a significant difference ( $<0.01)
between the malignant (MI 17.7) and benign (MI 0.7) groups.

Immunohistochemical studies for tissue-markers in both meningioma groups
were done using either the peroxidase-antiperoxidase method or the avidin-biotin
peroxidase complex method to detect the presence of keratin, S-100 protein, desmin,
fibronectin, actin, glial fibrillary acidic protein, and vimentin as well as the binding
of 9 lectins (Con-A, DBA, LCA, PHA, PNA, SBA, SJA, UEA-I, WGA). Meningioma
cells in both groups were found to be positive only for peanut agglutinin (PNA)
and soybean agglutinin (SBA). The endothelial linings of small interstitial blood
vessels included in the meningioma tissues of both groups were positive only for
ulex europaeus agglutinin I (UEA-I). Although the Z%/case of PNA-and SBA-
binding to meningiomas cells was not significantly different between the two
groups, it turned out to be 48% vs. 0% for PNA and 25% vs. 0% for SBA
when evaluated, respectively, against the cases with a MI of less than 10 vs.
those with one of more than 10. The average frequency of UEA-I-positive inter-
stitial vessels (dissection profiles) was found to be significantly (p<{0.05) lower
in the malignant group (7.9%) than in the benign group (56.5%). Neuraminidase
pretreatment increased the rate of PNA-binding to meningioma cells only in 23 %
of the malignant group cases.

It is assumed on the basis of these findings that meningiomas, tend to pursue

malignant clinical courses provided their MI is more than 10, the binding rates
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of PNA, SBA and UEA-I are low, and neuraminidase pretreatment increases the
binding rate of PNA in the cells.

Key Words (O Meningioma (@ Immunohistological study (3 Mitotic index

F L & [ ol ol
B LAY FRCRED L OREFTH 5 | FERINC BB Y & o 7o BEEIE 13 Bl
2, FhiCEEOKRAY 530035 %. L Bo RFTERT 6, HEIMREY o7 HR
L, Tk eEWERESY & 2 HhRE &7+ 26, RIS AR R 2 Bl & AR
DEMICIBENRIZMOR T, £2T, NREZE L2 60675 (T, EER
230 % BhIENE &R OIEEOE Mo, (Tablel). =Rk L CE% O R EEEEL,
B L EEREYUAEC X 5 4G~ — » — iR itk 5 SEMILL B « B O\ 2 LT

DFERIT X » THEBF L. Sl BHIEAGI: (LR, REERE (Table 2).
Table 1. Summary of malignant group meningiomas
Grade of
Case | Age | Sex Location Operability Histology Clinical Course
(Simpson)
1 47 M parasagittal I meningotheliomatous
2 12 M convexy I malignant
3 26 F tentorial I angioblastic
4 77 M parasagittal I transitional Local recurrence
5 57 F sphenoidal v transitional
6 68 I convexy I meningotheliomatous
7 36 M sphenoidal I malignant
8 | 71 | M | convexy I transitional Local recurrence
9 49 M convexy I transitional } Extracranial invasion
10 33 M parasagittal I angioblastic } Local recurrence
11 64 M sphenoidal v meningotheliomatous Distant metastasis
12 60 F parasagittal I fibroblastic Preoperative
13 | 14 F sphenoidal v meningotheliomatous } extracranial invasion
Table 2. Summary of benign group meningiomas
Grade of
Case | Age | Sex Location Operability Histology Follow-up
(Simpson)

1 36 M convexy 1T transitional 13ys 4ms
2 49 F post. fossa I meningotheliomatous 1lys 6ms
3 A7 F convexy I fibroblastic 13ys 3ms
4 36 F parasagittal i meningotheliomatous 10ys 8ms
5 33 M orbital I fibroblastic 6ys
6 39 F parasagittal v psammomatous 5ys10ms
7 59 F parasagittal I meningotheliomatous 15ys
8 69 F spine I psammomatous 6ys 6ms
9 50 M tuberculumn sellae I transitional 5ys
10 51 M parasagittal I meningotheliomatous 9ys 2ms
11 45 F convexy I transitional 6ys 3ms
12 42 F parasagittal I fibroblastic 7ys Tms
13 59 F sphenoidal I meningotheliomatous 5ys bms
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b, WMHEEORERAKEEL OIS
7 E[EFRRL 37 % 13 B> FIR B oD IE H R
IO ERLCHG.

Vil *

M REBRI I O\ i HE $eaic & % Mk
FHyE, Mitotic index (10 HPF iz 811 5%
mitosis DiEEL, LT MI) OFE & BERIUE
I X % £ ~— 7 — D BERE fT- 7.
T7c b, P keratin v+ [f i (DAKO,
Denmark), #$7 S-100 protein ¥ -+ + [ ¥
(DAKO), #i desmin w+F¥1mE (DAKO),
$1 fibronectin v+ FfiyE (DAKO), #iactin
v F Ifl jEF (Miles-Yeda, Israel) % FH T
peroxidase-antiperoxidase (L F, PAP) &
TYufa L, Fi-dre b glial fibrillary acidic
protein (LI'F, GFAP) = v = Ifi & (Sanbio
Bv., Netherland), #¥i vimentin = v 2 [fijE
(Labsystems, Finland) o & €/ 7 v —3 L
Hifk & 9 &8 o biotin {k v 7 5 v (Vector
Lab., USA)—concanavalin agglutinin (LI,
Con-A), dolichos biflorus agglutinin (LT,
DBA), lens culinaris agglutinin (L1 F, LCA),
phaseolus vulgaris agglutinin (LI'F, PHA),
peanut agglutinin (I F, PNA), soybean
agglutinin (L4 F, SBA), sophora japonica
agglutinin (LLF, SJA), ulex europaeus ag-
glutinin I (LAF, UEA-I) ¥ X O wheet gern
agglutinin (LAF, WGA)—% F\~T avidin-
biotin peroxidase complex (AT, ABC) i
THRAA L, 7 e PHERILATRC 9 fK o biotin
fbvzsvia L ABCILTHRE L., i
FHIILUTO®Y TH 5.

PAP%: 10% A~V VEE T 74 v
P S5pE) vy« 7ra—1Tli
S5 74 v LHEE, 0.3% HO, nxzx/—n
THAMES VA F > &~ eiEERHIE, &kWT
Mk P M RIE(L © 729 0.05% protease
(Sigma type IV) iz 37°C « 10 B L 1.
772 L, fibronectin ¥t 0P H1%, T hiTinx
T 0.4% pepsin (Sigma) jp 0.01 N « HCI,

37°C « 2D L D v ie, X HiTHifk
2 VR BOIRFRNBE OB IED TS, 10%
IEH 7 # 1fi #% hn PBS (phosphate buffered
saline, pH 7.4) % 1543 « Z={0C KIS X8
7o, RWTH % IEHR 7 21nE M PBS € % 4—
wHifE% 400 {52, —wk¥itk o Py +F IgG
7 21l (DAKO) # 50 f5 i, % 7= PAP &
(DAKO) # 100 fFie 75 L, 3045fE « FIR K
LXgt. Fo#% diaminobenzidine tetrahy-
drochloride (LI'F, DAB) %% [DAB (sigma)
30mg, 721k H+ bV v A FOEHZE) 10 mg,
0.3% H;0, 0.5ml, 0.05M » V = #Z#¥ pH
7.6, 100 ml] w2 #y 5~15 /i &4, hema-
toxylin TRYEEIIK « AL A Ffasific
i, —®&kikE LCTIEEYFMmELY FHL
7z,

ABC 3%: 4£T Vector # & ABC kit % (i
MUt s Ao 27 7 4 v
#%, 0.3% H,0, jnx & s — & protease LB
%1{T 7z, vimentin ez LTIk, Al
trypsin fLB [0.1% trypsin (Sigma) 37°C »
30 R0 ANzt LDOTE P Lz, WANT
GFAP » vimentin 3z 5L ik IE% 7 < il
B (v = 180 ul, 0.05M v =& pH
7.6, 10ml) = 20 43fH, 5% IEH v~k
PBS iz X b 400 f5 &R —kbifks 30 7rfH,
ZHRPAIL €A F v fie v R IgG v = i
(fnfs 45 pl, bV A& 2% 10 ml) 4 30 44,
Xbic ABC# (7o v DH 0pl, €45
vk vt Fra—+H 0pl, YA
tEfEw pH 7.6, 10 ml) % 60 43 th Lh=E
i TS, DROBIEL PAP L LF
Bic T - 7. Yoy, —kdifh s LCIE
v AMBEERL .

Vo v LTk, 10%IE 7 4 M
I PBS i 20 SR CRIG S ¥k, 5%IE
W7 2 g PBS € 400 fHiC AR 7 €4 F
vk v 7 F vk 2], X bic ABCEK
(REENRIL 5 % IE% 7 2 Mg PBS pH 7.6,
10ml ffH) % 30 4 ThZh ZERTRIES
¥, DIAIZATE & R L. ¥/ PNA.
SBA « UEA-I @ 3FEEHOLEEIDOWLTIE, &
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512 0.3% H0: fn # 2 7 — 1 EEEE,
aminidase Y3 [ neuraminidase (Sigma type
V) 0.02 units, 10 mM #g{bh > A2t Y
A f%fEHg pH 5.5, 0.1 ml, SR F 1 K] 2 ffe
L7, HEEL7, vz Fvofxigs LT

neur-

3, &V FVICRERCHK AT oY VT

7 r oy 2R AE T T

ik ChOWBERIUAEC X 54 EBR
DOHIEL, FRFBEIEC A L TG BEMEnT
X BEEL H T —HBEETY AT A (FY VS
Agk, CIA-102) % i\, BE¥:AlKass 4l
Jae kb U C o pmiEk A 4 BV, THE
o Z%aEt (=), 1ZRExiEEE (1),
1 %L E10% Kha Bt (+), F/210% MU L%
MBRME (M) & Lic. FoMEHuBms (+)~
) w8k, (—)~(+) ZEHEE R L.
72721, UEA-T getadh 2200 [EE MR A 472
Fcie <, 10 HPF i k13 % 4/ Ml W i 50
T ABEMEMEE LR TCEL L., EF
7 RN QBB Tl (+) L&
P (=) T TR L. ¥ b v Gk
FEAER L B E O LRI A BfiEb T 5 Z e X
D, BEEEO R « EHHEDOIREL D 5 54
KDOER A R T,

&

I. ERAREMEIA

(1) £ B BEPED TR L 947 25K
Q2E~TT5%), RMEFRIA7.3% (33 ~695%),
F 7o 7w FEERL A BRI L 7 BB B 1563, 25K
(2EE~T9) Thoie.

(2) ™ Al MR B8 Hl xS
B, BB B4 GIR LM 9 61, 7 & BEERL
BT S B4tk 8 B CTH - 7.

(3) & I SEEOREAIIE, BHER
EEERIRER 4 B, FIEIRA G, AR 4 6l
FLOUPNT v ML B RUAEFHIEFERIRE 5
B, FIZEER 3 6, BB 1 F, BASETH 1
B, EFEE LA, REA LG R XU HEE
(353 + 4 JOBEER) 1 B1TH -7 (Tables 1, 2),
¥ 7w IR BEHBALE 9 41 18 {2 BRIk

g

N s B

2

e (G128 H1% 1986)
AP X b, 10 ) 18 fE2% FEMEEE L 0,

Fro 1611 ESANGEL D CTH -7z,

(4) MEE#EHE Simpson o Fifi FFAfiJ5
EY TaB L, EMRIL grade ] 4§, grade
II 6 i, grade III O @], grade IV 3 @i} X O
grade V O 5] (Table 1) =, BEM:EHX grade
I 2, grade II 104, gradeIIl O, grade
IV 1#%s L o8 grade V 0 T » 7= (Table 2).

II. BHEPHBRE

(1) fafE  BEEEO R b —H IR
S X B &, EHERfY meningotheliomatous
type 4 ff], fibroblastic type 1), transi-
tional type 4 ff], angioblastic type 2 il ¥

I ¢ malignant type 2@ CTH 7. FioH
5 ERBIEM GEM1~11D) <, BRELF

F « BB EM T ARG FEO BML ADH
Nl ot BHFRHT meningotheliomatous
type 54, fibroblastic type 3 i,
tional type 3 f¥ & OF psammomatous type
2 GICH »7- (Tables 1, 2),

(2) Mitotic index MI (¥ HEHFHC U
T 17.7 (1~85) THhHoIxtlL, RBEHE
T 0.7 (0~3) LR CHE (p<0.0D)
D3EN HZbhte (Table 3), LaL, EMRE

transi-

Table 3. Mitotic index in meningiomas
(total/10 HPE)

Case Malignant Benign
1 22 0
2 63 0
3 3 2
4 6 3
5 1 0
6 5 0
7 85 0
8 11 1
9 5 1
10 3 1
11 18 1
12 5 0
13 4 0
Av. 17.7 0.7
(P<0.01)
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DiHpTh ML 3EUTFD L DA 23 % (3/134))
EENBDT, MI 2 CREEDLIES (2641)
A MI 10 k% Q14D & MI1OLL E (56D
DR 3T Tl B OB A BT 5 &, Ei
FED ooy Ch MBI CHEBIMRE « BB OGFE
h EEEAS L D BT B EH GES
2, 7, 8~13 o 8K 7, HiFZTIE19% (4/21
B A HOKL, $HE T 0% (4/561)
sz ki, mERETER (p<0.05)
DENBD BRI,

III. BEffEcL3aEHABY—I—BRE
PR MEAE R AR S NIcDILY 7 F Vv DRT, il
O 7 EEOPIMBIC & BRIl e TEETH -
t. VI FVO T, PNA & SBA 0z
NEEEMRE Ao B b0 LiEAL (Fig. 1
a, b, ¢), ¥7 UEA-1 2EIBEIENED H 5
LD KA LA (Fig. 2a, b), fllix T
Bt ch - fe.

(1) PNA BMEGISRE, BEMRFCIL31%
(4/136]) THoteDEL, BUERETIE 46 %

(6/1361) # &5 o, F7c SBA BBHAEGISRIL,
EMRETI 25 % G/126) TH-TeDIeHL,
BHRECI15% Q/13¢D &, Wy s vit
R o B CIEABERCEEZLRD B
Nich ote (Table 4a). & 7o Jetaiffnid Mifa
B, BafkPy B L O F OO 3 MEEN FEAa D
EET BN, O REI Rx—-vE
B e BRI —EORBIE A D igh o 7.

Table 4a. Binding of PNA & SBA in

meningiomas
Lectinj Type ‘(-I-I—)|(+)](i)‘(—)
Malignant (13) 2 2 2 7
PN
A Benign (13) 2 4 1 6
Malignant (12) 3 9
SBA Benign (13) 1 1 2 9

Numerals: number of cases
(H): positive tumor cells over 10%

(+): " 1~10%
(+£): " 0~1%
(—=): " 0%

Fig. la: PNA binding in meningiotheliomatous type meningioma (benign

.

group) showing diffuse cytoplasmic staining of neoplastic cells. ( x400,

ABC method)
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(H125 w15

Fig. 1b: PNA binding in transitional type meningioma (malignant group)
showing membranous staining of neoplastic cells. (x400, ABC method)

; - . .

Fig. lc: SBA binding in transitional type meningioma (malignant group)
showing diffuse cytoplasmic staining of neoplastic cells. (x400, ABC
method)

1986)
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Fig. 2a: UEA-I binding in meningotheliomatous type meningioma (benign
group) showing diffuse and dense staining throughout endothelial cells
of interstitial small vessels. (x100, ABC method)

. N A E e 4
Fig. 2b: UEA-I binding in meningotheliomatous type meningioma (malignant
group) showing markedly decresed staining of interstitial small vessels.
(%100, ABC method)




26 N BE 2 4 RE

Table 4b. Relationship between PNA .
SBA & Mitotic Index (MI) in men-

ingiomas
Lectin MI (COMEIIEINCH]
PNA less than 10 (21) | 4 6 3 8
10 and more (5) 5
SBA less than 10 (20) 1 4 2 |13
10 and more (5) 5

Numerals: number of cases
(H): positive tumor cells over 10%

(+): " 1~10%
(£): " 0~1%
(=): " 0%

LinL, B« EERFAEA L MI 10 R E MI
10 LA o b e 4 1 ZEGIRFE CD ML 2
FVIEHREY LT 5 &, RiZ Tk PNA 48%
(10/214) & SBA 25% (5/206) TH % DIC
%L, $%E T PNA - SBA 3kiz 0% (0/561)
THo, MIRNFWITZEHY 2 F v oiEEHEN
IR\ ME A 23 - 7o (Table 4b).

(2) B EBHEERCRTIME)DE (&
ML A ~AIERIR) DA E % 10 HPF -CHEY
Lick o h, EMHET Y47, 2 WiEe S,
EMFECTES43.9m & e D, WRHC HE

Fig. 3: Positive PNA binding in normal arachnoid
cells. (x400, ABC method)

(E12% 15 1986)

Table 5. % Vascularity positive for
UEA-I in meningiomas (10 HPF)

Case Malignant Benign
1 0 90.3
2 0 0
3 16.9 8.7
4 8.3 91.4
5 9.0 93.4
6 10.1 92.3
7 0 68.4
8 5.0 55.3
9 6.7 (=)
10 (=) 36.0
11 0 56.3
12 26.7 0
13 11.6 86. 4
Av. 7.9% 56.5%
(P<0.05)

FEIEDONIE 5T, LL, ThbHmERN
o UEA-T BEHE3RIL, BYEERECILTH56.5%
(0~93.4%) THoTc DKL, BEHRECILF
B7.9% (0~26.7%) &tizh, BEHECHEFE
($p<<0.05) I{EF L T\7 (Table5).

(3) FEHz=BERCS 5 VvsFvH
& Ty, 7 TEMa PNA 3 ¥ 7 ke
2349 % (18/37 i) W 5B @ bz
(Fig. 3), fho v+t &kt
THh -,

(4) TFEEEE L EF 2 < Mk
2%} % neuraminidase YLEIZ L %
Vo viEGED M, BE L
3fEEOY 7 F VIcBL T, HEE
DEMRE 23 % (B/13 4 1= BT D
Z PNA Zua D INDs & b hicds,
BRI IE B M s X VIR 7 € EMfaC
AL, Fhefiov s Fvieo
DT ThOEBRHECTLARECH -
7z (Fig. 4a, b).

IV. BEEOHENEMEFME
Pl E DB T T B Tl
FRHE o> TR e B MRS X T B s
DT, MEINZEEECIEL THREK
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Fig. 4a: PNA binding before neuraminidase pretreatment in meningothelio-
matous type meningioma (malignant group),showing no staining throughout
neoplastic cells. ( x400, ABC method)

Fig. 4b: PNA binding after neuraminidase pretreatment in the same case
as that of Figure 4a, showing diffuse cytoplasmic staining of neoplastic
cells. (x400, ABC method)
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Bz WRE1ET5), T BT K8
(ETE RV A 2L, AR B LU
o> % < D BFZeH 5, angioblastic type &
malignant type (i ORI X » K&\ EME
L L COREN 52 bh & Z L2 A

THBEDT, NFD X 5 ChEs I OBEELR

ELT, BEEEEREOARERIFEL .

TREEL S BTN 0.3, MI 0.4, PNA i
P£0.1, SBA it 0.13% X 8 UEA-T Bk
IMmAEFER0. 1.

7 ¥ # %k %= angioblastic type 20,
malignant type 40, = o iy » #l 10. MI=10
HPF o mitosis o & %. PNA « SBA %
HE=0%(=>10, 1%K# (£)20, 1%UL
10 25k (+) 40, 10 %Ak (H) 80. UEA-I
BE k4 =10 HPF 235iF % [ EREH.

2 e AL MM D, MfEAE ML %
BEMLUIIEEE LTS &, SEEOER:
S U THEN K E < I B AL T,
ZHIZZ L PNA « SBA Hufa g k08 UEA-T
Wtk A8 38 % [RIBR I PR B & % & i B fiEns /s
XD, LT Thbd —IE Bfnd s
&, AT ORI IE —EH I O Bl A AT

Table 6. Numerical results from the
proposed formulation for me-

ningiomas
Case Malignant Benign
1 5.90 0.20
2 18.60 0.33
3 1.95 1.32
4 0.42 0.28
5 0.58 0.26
6 0.83 0.27
7 23.00 0.20
8 2.96 0.32
9 0.39 -
10 (=) 0.52
11 5.10 0.45
12 0.43 0.33
13 1.11 0.12
mean:+SD 5.11+7.62 0.3840.31
(P<0.05)

formula: to be referred in the text

(128 $15 1986)

ZER B, D BEEND, HIHEY 5T
1, BEZEA N L TEOhERD, EE
PG EREAAE B L5 L, UTFD
TELANREREL.

e 0.3 x HLEA +0. 4 x MI

AR 5 1xPNA+0.1x SBA +0.1x UBAL
ORAE 0 TRAEADRIA L, %
DG L EHEREC X b i35 &, EHR
5.114£7.62 0% L, KHERE0.38+0.31 LK
(p<0.05) DX EE N7z (Table 6),

Z 2

BEIEIED % IXAEMFINCBRETH 505, %
NCEEOERERY L5 Lixk {abnT
W FE, O K F R EBRFEANC L EMED D
DL HBEBNDD, —RANCIT R T E R
L R EEE S L L b —Fe3,0 L
Do THIEIEIC B\ TEFHR O ERE A Tl
RELTHEETH 5. HEEEOHE BB
PEERTELT, BEOWMIBE*ENTSL
OL LHERAERTHL 0P BNH B, L
2L 4 BI5R U 7 B IE o BRI F\ T,
KEHIABHCEEBH SR TE Y, T
B L EREEM OB E b T\ % an-
gioblastic type 2 & kM 7c malignant
type 2 flofbid, 3755 69.2% (9/1364)
VBT O B EEEO MM L F—Thh, L
7edd o TIEE ORIBE & BRI CiiER %
DOff D BHAFE L L TUE AEHT H ot —
73, Zilch® = New 5% (¥, D% DIFEE
IZRT 2D &L FRCED D LEHEIED 4
WEREREORL RWEEEE L, bbb
BEOIREC 72 55 L E2 5 AL b ik
WL RBRRIC 3515 BlilEED MI 2% 5 &,
B BB T ML FBERL LR,
F i WO £5EFE MI oziz T ML 10 b -
E 10 KD T L T HET 5L, MI 10
P BB EEEmA L b B\ ERANE B %
<EEh, ML BEED BRI EMEE 2R
RWiEEEEbhic., LaL, MI 10KiE0R
2 38 % (8/2141) i EEFAN SFh, Fi
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160 CEMRE—ERS) 12 THh %, EHRE
DIgHTH BRUERHEFID ML X D {E$ D 3§ &
bh, MUTEME®RTRWIEETIRSH 52,
MBI D D LT\ 2 T o 1.

JAE, PR O M ZEIC b BER AT X
LM~ — 7 —DREERNIEHI R T 5.
B g B L <t S-100 protein,” vimen-
tin,®+® fibronectin!® 1V 70 Z DR T T
WA, V7 F AR OV Tk Schwech-
heimer Hiz X » PNAI® % con-A® zo\u»
THEREEO—HE L THRRIR T 5IT8
i, L ZhbD~— —BRIILTH
N RE D MR « MR & 2 o3 5 Bahk
DEHBBR I OC, BEED R
PEE & DB#ETHRFA IR O TRV, £ 2
TR B ED R EMEE DI L e D
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