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Aus dem Anatomischen Institut der Medizinischen Fakultit 2 Okayama
(Verstand : Prof. Dr. K. Yagita).

Histologische Untersuchungen der Nebenniere.

(Uber den Einfluss der Thyreoidektomie
auf das Gewebe der Nebenniere.)

Von

Shohei Fukai.

Eingegangen am 28. Dezember 1932.

Bei Meerschweinchen fithrte der Verfasser die totale Exstirpation der Schilddriise
aus und liess die Tiere 5, 10, 15, 30 oder 61 Tage lang weiter leben, um dann sie zu
toten und ihre Nebennieren histologisch zu untersuchen. Dabei bediente er sich
verschiedener Untersuchungsmethoden, unter denen verschiedene Lipoidfdrbungen,
Da Fano’sche Methode fiir Darstellung des Golgischen Apparates und Polarisations-
untersuchung besonders hervorzuheben sind. Als Kontrolle zog er immer in Betracht
Nebennierenpraparate der normalen Meerschweinchen, die genau in derselben Weise
wie bei Versuchsmaterialien behandelt wurden.

Die Ergebnisse sind wie folgt :

Beim Meerschweinchen hat die Thyreoidektomie keine krankhafte Erscheinung,
wohl aber eine Geewichtzunahme der Nebennieren zur Folge. Dabei nehmen die Lipoide
dieser Organe vor allem Cholesterinester an Menge zu, und die Zellen der Zona
glomerulosa erfahren Vergrosserung und Vermehrung, wihrend die Zellen der Zona
fasciculata und reticularis Bilder der regressiven Verinderung zeigen, und die Zellen
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der Marksubstanz sich nicht besonders verindern. Der Golgische Apparat in der
Nebennierenrinde entwickeln sich nach Thyreoidektomie aufangs, aber spiter (vom
30. Tage des Versuches an) verfihrt er allméhlich eine Reduktion und ftritt in den

Hintergrund.  (Kurze Inkaltsangabe.)

H R
B1IR RKARCAR BOET FHERGIHR 30 H 7B+ v HENH
BIR ABMNRCRBSE Bif
B3R RBH BOH FBRSIER 61 B 706« v BERAE
BE ERBERBHR BiR
B2 PHRERIHRS A BB o HMABH | $48 4 &
R WOR £ &
BIH FMKBRAIMR 10 BB BHEINE | 862 £ B
R X K
BB WIRKRAIME 15 A7 8B+ BEAE Bt 2 B
BiR

F1E BRREXE
ﬁ%ﬂ%%§1§%=@t,E§/%%M=ﬂlWﬁﬁ@%igﬁfﬁﬁﬂﬁ=%*iﬂﬂ
=§uy%,$%ﬁ%m&;ﬂwﬁ§1ﬁﬁ§%ﬁm=m9i”,Kﬁzaﬂ,ﬂﬁlﬁﬁm
—Hex. BvRVEMERML ) {885 S5, PR =FF e U+ v b =,

SUE IR 2 HHEBMR =% 7, BE= DEppinger, W. Falte u. C. Rudinger (1908)
1%%?9.@&%=ﬁvﬂ,Wﬁ%ﬁ%ﬂm=ﬁV,ﬁm“ﬁlﬁﬁ%ﬁgﬁiﬁﬁ=mw
Eﬁ%ﬂF,mEWW%T”%ﬁ%=@WﬁE=§P@%%E*7%”-ﬁ9?$ﬂ%FWﬁ.
BB 2 0 — 0 SRR HHEIEIER 74 s, BRI [ 2w — 5 JBAREE + >, HE
%EW%?V.@fWﬁﬁ?MmtﬂAM@MMIQWW&V:$%ﬁ%%E£ZVﬂ,WW
7 WG € 5 v Adrenalin 7 SR 2. LRI =k v 7, AABER I8/ 5
@"E%F*V,ﬂﬁﬁ'%%ﬁﬁx»iﬁiAMmeﬁﬁiﬁmtx}ﬁmv.mvp{
REE BB 8= B, BB EHA BB +,

BB HRAE) BRIG5> 2, B 20 BUEARF 00 2BEX. W Bl
Ble, 8§82y e%oBmAS IEEZHA LA, DSwale Vincet,  Biedle, 4 Hueck,
? Lacassague, © #DERE% 7 RESE « 2B+ v, 8% B8 % Cholin BB A v b =3
VI EFBEE B = M2 » FB e 1% 7 v (D Dietlich u. Siegmond, ® i),
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SRS S EIRSREE b y, HEAE LAEIEIR S v 2 » EDERS ER Ky —R=E¥5 v
anxl 203,

% = RUR IS ) B 2 BHL =B 2 » 0Bk 7 ik & > =,

O E. Gley N"ERBBIHBRE 2 BfF € > KRB =27, BB/ WAKviEE, B2~ v.
v 5 Mizxodem 7 fER 7 2+ ¥ 2[R v BIF} » Adrenalin SR € X PESEL Y.

10 Pick u. Pineres ~HIRIGSHIHITE 6 J9ZE 108 7 £58 € ~IUFE 2§D =7 2B/ Z> 2
IBK € v 738+, Biedle =R/ HURIRGIMAEHE KE BRX7E 2.

D Cauland »[ v > b 5" > kG =1 FIRIRENR 2 BF, BIBSCAR D 2 BRIE 20,

12) Albano, 1 Lucien u. Parisot, 1 Hoskins /X HURIR R cBIFUIRIR, Bl 7 17e, 2
B BE = EE=, BRI B4 =32, BE= Chalesterin &>, mM¥EH/
Chalesterin /\§i&  HA& B >, RE /) BE BE=HEAr27F 22V,

19 Wogelin = v <, A2 FURIRAILES, BRE 7§+ » A =127, BIBHBRE 2 Sklerose
=f v, RINE/ Lipoide FH R 2 BE =, HBE/ =7 », #EF vF=RTr~%
BEIR:, BENE=R7 »B$£’ Adenom 7, EEB=R5», Lyﬁlphozyten & € Plasma
s 2, 37 EHFRAY b,

16) Marinesco u. Parhon » K =5 BIRIEHIHIF, Scharlachrot = 2 » Lipoide » &
Hr@Ba.

MRE=\ 7, RECRR=R7 », BURRSINENE 2 v 5 v > 7 BEF KR b,

1®) Blaier Bell »HURIRAIH ZRB FRE 7 RIREE 7 R 4% 9.

19 Tatum ~FR=7 FIRIRAINISR S8E 7 IBARMEE CRERIEIERWE /88 7 HEE
v ™ Hammet N > v v 7+ R=HURIRTIH 7 17~ 7, RIGEEFRR CRIL7 B2 MR

°, M) Wegelin HUIRIGRRBRE 7 1§ # o 62 3B 7 158 =R 7 MIBH X IEK >, BRE P EE
EmE7eRvBiks 7527,

) Siebenthal NAUKIREELE =5 v 1654 AR =R7, B BEEZYr +» 78~
2 Wegelin » @)/ 1=, FRIRUMER: 7 £E5R (2H) =R>, WBKE=5%/ Lipoide
7V SEAERIBEY v, (70— o RIEEEHT I 270~ 5 Y.

% Carlson =4 v/%, 4% KRB =17 HFURIRRWM % =B # %, £/ 29 27E3
{E=RBKA +.

24) G, N. Stewart and Y. M. Ragoff » 25 fi) 2 iia.—.m;{ﬂﬁgijtﬂiﬁt =, BRMNEL
Efg =, BB, HERAR ¢ Adrenalin @HRENEP =182 +ERe V.

% Herring HIRIR 2R0H (BRIt =) 7 T, ME30HETB AMARF > 56/
FR=1N7, B Adrenalin 3HE AAWBL MBA~Z 7+ 2hi 4 7 Y= > 7 LBEE
BA#Le v s, BWMTE ERZ T2 Y S PRV,
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W R. G. Hoskins ~ghR (46D =47, RURIRBIMA, MWK 7 8 2> =, W47 KR =
Ry, FURRRIHE16 0H =, BIF={a%E82(L>R > v >+,

26 Rogowith ~EIRIRRIE 2 T e > HFR =78 7 Adrenalin 358 M%7 8L ) 2,
XRRIGAHS 2 B A HAEF ¢ DY MIEFH =IRER 2 riER7 B ¥V 2 r R~V

Witk FRIR 7 Bl € B =7 BIRIEA 7 B 4 X EiR 2, 2 TR e FRIR 2 it € >
[ v7]=i7, SIE, 58I = Adrenalin 3B =FE8 7 K4y X ' it >, 29 Hofmeister ®
RURIR 7 5t € < B SR~ - v + B~ Y.

A5 FURIREAE ANE R FURIBEEE B =Ry VB TR =M » xR 7@LW/e > =
50 Goldzier »[,¥ & F— |/ =125 ¥/ Adrenalin § & 7 18 il = RBZMIT 2 Bl IER
7 K58 7 O 2, 30 Pattevel »[ov ¢ F~ UK =7 X+ 7 H 2 » BIBE BN 2 IBA
WMHEIE A2 Y.

% Herring = vov, HUREHERREA v 3IB SR80 =Ky ~#Hin= +.

Z =R+ ¥ Friedmann »[ ¥ ¢ F— KK =7, BIBKBEEETIR 4.

% Aschoft =1k vv, HUKIRIERL / RRIGBE ER2 v =X Lipoide A= b.

® WH = FRIRWEGE =1k v, 1% Lipoid (Cholesterin) #4 >, FURIERIN = v
7, XV BEAr 7 LBH=FHev.

WE. K. Wolf =i vy, B/ #I% Lipoide R IFMAATIEIE =t v 7 {55 = +.

D Cramer » ICBRRIBE R BOHIIE 78, B BRI =Ry » 7+ BIL7 BAr », BB
W REHE I BT ey,

% Munk, F. Kraus = RURIFMEAE, R BRI EEE = v 5 2% Lipoide &8 /
BT7H2 v#iry.

% Pighini u. De Paoli »FIRIRMIERE =h v 5, B/ Cholesterin 5& b A »
BRTTEME  RAEH=BEA t B~ .

RZHRIRAM RIS =B XA BB =5+ 7 », RABED M7 X, B Golgi Ik
=Mz 7 7, A Pensa (FER €4), *OHolmgren(§§), M. Pilat (§, 1%, 1%, K.
HE, B8, DHP(RE) 2 BW7» =, PRI B -0 7 235 Golgi REE ¥ fiifay
=BEA v ¥ ) QAR S = e LB vy,

228 BERMHRYEREX
REBHU 7~ ERLY 6—TEHABRBE60 | /EE /BRI REY, BEIFe, Edf=He
A7 BR> A BHIBR 7 6E8 v, FH-~B7EH | 705m / BHI M~ Br =K iR v, WH
B=7~v. JRRBRIERY, B RAKRBBR Y™ 2 v ~ R
BY s EL-EE s, PRKESBEY T, & | Fasriiffesr s04, FF-rEERCEEG
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@2 VPRR T BEeFARER v 7 HlRE v,
HRRCER -~z =REs7HIRVY.

FRHRBY~ 1 HE2ABMERRER=v7, B
BBty e, —RF=Her/nRKREYTE
BomMsrA&YIBEMAL=F ). FHEOHH
BASKEIBA )25, K=2Nr. 8,1
7, FHREAYY—DER e XPRB =B Y, —&
I/ BIBY, RB=EHerT /l=,
BM=BEIRere,237R2Y. RBR=8Y
BHIATF TR >y, BRER, HE=ReF
RKEE2AHITedEy —RFAR=BY 7 EHZ?
Fl=KyHEFLey 2, ARKHE=HX A% 7 #HH
BAFARYIBeT, Z2I3HW B/ H
FaBR=R/M7EARE=FA Y.

BLEA~L02T7 1<) vilk= 24 BREEE e
rB, k#tv, 3pBEskOKEvFy, K/ —Br~
Sudan IIT g »~ Nilblau = 5#vfy o, HEBFIGRT
77 +[R8 = EEMUEE = 7 Cholesterinester 7 53
mok7Ee, KO/ 2B~ Ciccio R =%e
Lipoide im engeren Sinne y iR+ Y.

Cinceio LR & (JIIF K =5 1).

5% @7 o s BMEHK 80ce
Formalin (JE) 20 cc
e 50¢

I EBRH= #BEKDA IRy, RFRDH 7 3%
Ersva MMBEHDb=B27 =+ 3HA K10
SED R, WRER (702—902) 7 B7 HEM =1
BE Txve-n1, MEBEIR-=1HEAY,
R = FHERS (702 32) 7 @7 kit (10 3FED &,
Ciaceio [ Sadan ITT 35, &) ¥

8025 HkE 95 ce
Fryep v 5ce

= BudanIll MR ARBE =M~ 2r 2
7R = 1B ¥, %~ Nilblun = 7 3ufh =, 509 &

g 3

B 1 BEREerBRKEy, ™7V €V v¥yF 557y,
=FHBYTF BB CY. BRB5F 68 TH =
7 2RF »~, LK = § % Windau &, Digitonin
RI& =Y Cholesterin )R 7 € V.

G A FRERIE 7 88 2 B o~ Orth [ = 24 B
Esgenr® B= Miler £if=5 2—3 HfS nuch-
chromieren &, 4 uE ) "5 74 v G}/ 91{EY,
Haematoxylin-Eosin #uff 7 Jif v g5t 2 V.

Gt & A BT WEEIR 2 553 o~ Da Fano i, )
Y

BERT 2 3L b 1.0
Frzza=<) v 15.0 (rh#)
FRETIK 100.0

=7 ¢ pMERy, EREERKk=Fke, 15%
W = A U, il = 7 BHT = 18—24 BEENE
A BHEH=KRBK=F e,

TeFer /s vy 15
TR  03—05
mErzrr<y vy 160
B 100.0

3 Y > BT =5 8—24 BERL v, KER. 50%
Fk= ) BEER =B, T3 74 v @7 Fri
4pBE)FFEVFY, TRAnya, =FERy, Golg,
KRB/ BR=feY. N 22K Nr. 42/
RBBYW  BR=BY 7~ H/RBERK, 1KY
Tz v s vy KB (2% Osmiumsiure KB 5 4
194 Chromsture 7K {5 #% 26 53, 1% XKEEER 1043, |
@keoz=ay®mA) =7 THREERY, ®24FR
KEESR, Puraffn )5 » > &, 1% s Saffranin X¥
B=7 120 B et o, AKEER 196 BBETR =T
Yoy, FKS, Bergmot {787 TAAY &y =7
B R =8/ RIN5 vHR, Saffrenio 3
@BE = Heematoxylin =5 fith s {2 =REL
v.
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my| B BE )\ e hm  mean pas | TERE | L
B | e | mus : | HR | B | &
1 | 4875 | 525 71 (1931) 41 93 7 | 011 | 012
2 620 562.5 10/1 14/1 4 0.16 0.22
3 | 600 | 4875 29/1 10/11 12 013 | 0.4
4 525 375 2/I1 10/11 8 0.21 0.27
5 525 525 6/11 10/11 4 0.20 0.22
6 525 525 10/11 10/11 0 0.20 0.25 Kontrolle
7 | 450 13/11 it 1
8 450 525 19/11 11/111 20 0.17 0.15
9 487.5 506 23/11 11111 16 0.12 0.13
10 | 4875 1 ﬁlfﬂﬁ% 7(;%7‘ >
11 | 488 | 600 27/11 11/ 12 022 | 0.24
12 468 525 3/111 11/111 8 0.20 0.21
13 525 525 7/111 11/11 4 0.20 0.23
14 525 525 11/111 11/111 0 0.24 0.22 Kontrolle
15 525 285 15/1V 25/V 40 0.21 0.23
16 562 600 - 25/1V 25/Vv 30 0.23 0.26
17 750 7875 5/V 25/V 20 0.30 0.34
18 562.5 600 10/v 25/V 15 0.25 0.30
19 525 562.5 15/v 25/V 5 0.19 0.18
20 525 525 22/v 25/vV 3 0.20 0.18
21 487.5 487.5 25/V 25|V 0 0.18 0.20 Kontrolle
22 525 525 5/VI 4/VIII 61 0.28 0.30
23 600 637.5 5/VIL 4/VIII 30 0.18 0.20
24 609 637.5 20/VIL 4/VIII 15 0.20 0.22
25 562 600 25/VII 4/VIII 10 0.31 0.36
26 469 469 30/VII 4/VIIX 5 0.12 0.13
27 4125 4125 4/VIII 4/VI1IL 0 0.07 0.09 Kontrolle
42 505.5 675 1/Iv(1932) 31/V (1932)| 60 0.24 0.27
51 505.5 605 22/1V 31 38 0.24 0.30
52 562.5 562.5 20/v 3V 11 0.27 0.31
53 562.5 562.5 31 v 31/v 0 0.25 0-30 Kontrolle
5t | 543 | 543 24/V1 24/V1 0 021 | 022 | Kontrolle .
49 487.5 543 22/1v 24/VI 63 0.31 0.40
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$3F B B R R

& 1%  IEBHIE Nr. 6, Nr. 14, Nr, 21, Nr. 27, Nr. 53 7 BIBFiR,

BmlmE Haematoxylin-Bosin iiiffy |7 Fr R

B e R =R, BER CHE By =R v 2t 708 KEE=HBE
FIRER CIRE =52 v, B HBRFVE =2 v +BAK, X HLRT XORE
B vy, RR=-FE:, NRABIEME -8 A+ B2 7B v, 2 Y 2%
N EERTER MR = B v 7 BRI RE M A € V. RE 2 KBS 7 B« v RKRE A, R
B=g s ZATVER, B2 9%y, MRSE2BE:, BR=85>, MIKME= Efm
ER et 7 R

HORE + AR, EnFRIRE SR BRERZ 2, H 2 REN > . @IREN BB YR
RAj =8, RPB=E»» LAY, K CERE s viky, 8B E=-3¥y 71
PR, BB = &HKEHN7EEHY. BrREN SH HAE=8Bv ", £
=igmA v, —#=3hf 2 > Chromatin =Z > 27, R=1NFHUE KMEFH >,
;e 7 Haematoxylin-Eosin =j@#v 2. HIREMIE =/ 7 -, Protoplasma th s Lipoide #
ERS=R VM TR &2, GRR7Ber e/ 405X HEEEY 28
g ) R 2 vy, TR 8, EHo o KEZK >, Protoplasma v Chrom =
MYEBB-FRer BR7DFKEeS v, X/ A=Fr¥», BE X HEEE=:7,
Chromatin =Z > 2 1 BHE2H " HENME7E Y. B=FEHED =1 EHE 7 2| (Sekre-
tvakuolen + 5 > : Pleiffer) 2 &5 ¢ » {7 R . FEEMIEMN = BB, k2, 3&EL>T
FEerifRmHimEr v. My 7 @RB=R7 » 257 HER=EA X (Fig. 7. u.
Fig. 8).

%218 Sudan III Haematoxylin #fa 17 Fr g, )

Lipoide Ny ity =&, M=K > v 78l ey, {0 GHEN=REWHRE
7 Ml =7 NZ FRE, MBI Mg =) 2 B =Rx X R =HRE 2 MR
=WR7 NEW =, Wed M R=00KE 7 RERKk el =R » il =R7 K=
£W=:7, REMEHE=HE > 7 LB KT » Lipoidtropfen 7 B >, RER7 Ber
2%y, R PR =862 e 2= %, LML »rvy. AW=KE
il 2 2, SEk - BiG 2 £A BB 7 MERE =KAo £/ 7 288N = Sudan III =fFfe
»rIGTEEYE 7 Ry a v 7 v (Fig. 12).

# 3 1 Nilblausulfat b8 © 2 BigAMNGS 17 TR,

FHERIE 2 M ~> Nilblausulfat =2p35giem =K, W={E80 B+ 7 > » BalhEE 7

A anxRAPi7 F ¥ K. Z =R RINE, Lipoide iy iishes =%, moaRTe
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v, WE, RAE ) S = L s, WIKNE=E7 7 =@t WP >, LEEYHE BERE
brra b £, HEEYRIE YV BRABEIT A= 2 v RIRE A B v, BT =
BEEg = » Nilblausulfat = %3 2 » JEIHRYE 7 2 # %

5 43 Ciaccio Kfa 1/ TR

Lipoide » Ciaceio lRifats =1 v 7, WEEWG/ MG, B &> 0 7B~ I,
AR =7, A7 S8 B G > 7By, BFIREHE =57~ Sudan IIT
=yt AEEH =B A v e, T HER-K+B=-57, BIRF=X727 =4
v & =S V. $BIRENN = 2 RE 7 B L =B X X

% 53  Golgi K&&

BEBHE =R » Golgi REB W= BH > v RAEA=FF =B r=/ 5+
See MAREIN BLF v 7 v By, BB MFES TRy >y, 2 1RI=FE,
HARBIR. RAFAK? >, 12 vAakere/ E7 07 —EeX. B=HBIK?
By, B 1N=FE L/ BR=-SRsFHrr»z/’ 7+ 78r. Rv Fe—R=UE BT
Eherz) "KIE =22, BRFKEER, e r BT >V T EEer =) ~EIR
B=57, 2ByERIFRY 72 B-fEcr =/ ~HBE -+ 7 R (Fig. 1.

BEECANND = 2 7 & Golgi REET ~—Mt=BF BRI = » 7HABR2 ¥+ Y REA =B €+ =
2 &y RlEEMEA S TRV YRR, SRR, K 1ll=EEer®s, X278
Heerz2 79, MPAR) Rrr=2) " RyE=-BIEEAVFREAN7Kfier®7 7 9.
Re v =XBRK HAKF R, 78R er =2/ X B e r #HikP >V 7EBE
h=BfEerzr 22780, B: Colgi KEB/  BE E 7K+l =R57a+ZH+
V. FMREHIIER 2 Colgi KEEE X -BHI: BTIR7 8, Bi7sBBEer= 7 1
B =94 - EW) ) HERIR 2 B+ v (Fig. 2.

B2EH  BFREYHESESBE IEB Y EE (A 19, Nr. 26)
BIR 7 BT A
# 113  Haematoxylin-Eosin 8 |7 T

BRAL = R BHBINE =4 B Kl 7 v, REE, = RRE B =Ekerzr 7.

Chrom [THE = ~@{t+ .
% 2  Sudan III Haematoxylin s I 7 Ff 5,

R 2 AR = He < #R#gk - — B = Lipoide =& ¥, B = WIKfF = ¢ » » Lipoidtropfen / 388t
BRKIBr7 135X, #HEE=H7 =4 Lipoidtropfen vl * & =Kk HEF:, X
M P BEHREE B e BB R =~ IS I » = 2 A =3#l» Lipoidtropfen 7548 v» 78

AN
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W3 W Nilblausulfat 2ufa & v HEKE L7 TR

R = #BIKE = » Lipoide 7 3 # X. MR» =HRF =# 7 » Nilblau =+ » Lip-
oide / FGIREEL B R >, T4 =WGHEA s 7Hk7 e =22 v, BE BEHME=R
MeERYF vy, —R=IURE/ HBF =5+ B =7 ~BIHEYWE  BhEE > » 7=
Ko TR =&Y 7, WG/ BERHIRE 2B~ .

45  Ciaccio KHia L7 TR,

KBH#sn 2 Lipoide 8 =K ikE=Rr» 7’ t + 5 AHBFEX cHRE-R7 =K -1

B2 Ry, 2= B2 2 IR K. '
%51 Golgi K&EE

S/ MR Golgi KAEE B+« ZWH r v BB METIRZ? 22, 8/ —B7BH%e
rvE), HalEer®’, INZ2 9P 2HfifEer =7 %7 . KIKNEHE H=BRE
=K+’ 7 Golgi REH M« BE:, Bk F VK7 BHer =/ £ vHEe, AFA
W, - REERIRE A AHAr B R? 2K 1l =BE K BB er=/ &
7., FE, = EH SR YV E7 78X, BEHEA Golgi KEZ =¥
BrR+t .

B3  PRRSHEE 08 7 EBY v I (N 25) RIB Y BiR
11\ Haematoxylin-Eosin Hefa k7 fir

BEME UK, SURE” RED 7 HBE =+ =107 R/ 87 Zs. BRE
AEme V. BRRERE gE=k+ e/ Re@EENR R -FR7SHFer = Ho~
Zh=ffern 77 L+erar79. By Chrom R -E& 7 F <.

92 18 Sudan ITT Haematoxylin ¥vfa |-/ FF B,

WKEHENE 2 Lipoidtropfen NHARIRANNE S B 7 i+ > =7 = MeBEev. B
R L - MR 2 M =R 7 5 HiR” =2 P REF . —fft= Lipoide / Hilli & AE
7 i =7 ER= 27, LR MB=-m~r ] -7 —BHE++ v .

W 3 3 Nilblausulfat {6 B v 4 BREAREE L I8,

KBRS H 7§82 v =/ VA ~+ ERI fTe X,

W 408 Ciaccio Kivfs L7 FF 5L,

BEHMBA = —fft=%> 2 Lipoidtropfen 7 @fgAketr 7 B n. b RIRE MM
Lipoidtropfen B &AL S > 7 K+ iRk - $0K 7 + 3, WWARE/ ME=BlEL» 7
Hor. f8 =k & Lipoide 7 38 + x.

%58  Golgi iEH
HERE 2 IR 7 Golgi REETE ~ &8 7 R, KRR/ Golgi REH BERLEHr Y
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Bl B NERE Y 2B B e Y. MZEEXFY, WA T 2B SR E 238,
7 eIk By, %7 1813 VB, R E=FEN Z3 V] oMEe =
JEez 7 B, BEHE/ Golgi REE EH/ REB=1 YREF + =, PEME=HR7
EmgaE s EEE > Y 7 Protoplasma h=FELr=7 7Y (Fig. 3).

%40 PRESIEES 1A 7B YW (Nr 18, Nr 2)
BRI 2 B 5L
% 11  Haematoxylin-Eosin 3t 7 i &

HRIE =57 R 2 8 € 2 7 Rov RIRE 2 e HURIRBIH 2 10 A 7 8B e > =/ 3
V2L IRA v e X8 o BB BB = e ri=7 ~flils Protoplasma NE&
BEG > Ak 2 IR 7 23, KM 2 BERRET + + v, e 75 Pyknose 7+ » 7 Bo. BLEHMK
A ZREA B AKer 7 B72A2 v Fx BB —R=ERBIBEI0A 7 B> =/ b
KEF .

%218 Sudan IIT Haematoxylin s b7 Br g

ke, Lipoide "I IERIHIEZ 10 7RGt 2 =7 = 2 I8 E + v.8) # Lipoidtropfen
ARy Y Rl RE= KB4 E=-Fih e V. RINE =R 7 =FRIRWHE 108 7
Bihe>=e/ =l 28 BUIBWAELE v » 738 7, B« =lBB K v Eilkf 7 f5lhs
7Ry BREL cHEHRE, k= nERE-F2»=7 » Sudan III =F e » fEIRE
hztev. ‘

B3m\ Nilblausulfat Huvfa % ¢ o BREE L/ IF 8

R = A~ » JRTAEE L EBTE T € =, BEIME 7B s, WINE =R 7 BRI IS
B g4 mERmiker @7y, B=BRE=E+ =R EWH-8FHMyE » B 7
Rr. IR = $8E = - BTN 7 2 5 7.

54118 Ciaccio {K#ufd |- Fr R,

—f=BREMK/ Lipoide ~HRIERIHIZ 100 7Bt s =/ =L W+ X =W G >,
AP AGRIE = 127 > Lipoidtropfen ~# > 2 H/ K9 73 s K+ 28 b+ V75 ¥ JARSth 7 %l
w4, BEE = Lipoide 7 38 » X.

B/5HE Golgi K&E

HEE/ Golgi KEHE HUIRIRAIZ 108 7 B e > = 7 =l v ZH-=-8E >, HAMX
MEFIRZ BT = ffer =) £y, =22 Ve T TEEA L= 7. BRE
Golgi REF M 10N 7 8 s =2 VERF + =, HBF-E+HR=R7 ~, B8
BB AR EFR? R, B KRBT 8HE: A B > 5 Protoplasma
=BHE e » 7 R (Fig. 4). BUBMKEA Golgi EEB W% 100 7¥fie s </ 3 v =i
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MhFY, B REA =, WESLF r EFRXFRRF RS, =R+ »8R>
BoH A HER? BAr e ) BB FZ 7 AKX
AR BE, B rFvrer 2Z7R .

BO®W  HIKRSIHESE0 7 &R e ¢ @ (Nr. 16, Nr. 23)
AR 2 i R |
1 Haematoxylin-Eosin #:6 I 2 B J,

RN = KRR, ME ERH-EH . RPHBFT ME - E 28, =K
JHRINE = » =7 M FHERERE $5 7 ReEHe KIR7 + ¥ 7 REA =EA
er? B, By FHE 7 EBRHR X (Fig. 9).

HAIRIE =R 7 »» Protoplasma /2 '}, FEIE AL, BLHRIRMNHIZ 15 B 7 & e >
=)= Hi«EZBH . By HB/ ERA—ERHEE 7 vv. A Protoplasma Hff £ =
M7 v, B, pg= Piknose i~ Karyorrhex 7 ¥+ » 8%/ k=T Er =27 7v. &/
s RITEE RN BRAEs v BRBE-Bt B 1 =2BRt X7, RAE/ GFaf=E
Y7272 B, (Fig. 10

% 2 Suden III Haematoxylin Zufs | 7 fif &,

B = > r » Lipoidsubstanz NTARHHEZ IS A2 B2 3V =—[BBE R Y.
KB =R 7 = Lipoide 3% > » @R : filai8 P 7 78 r i o, #IEEFRIRPOE =& 2
vy Tre, B BRFAES=BY vEr I Ra. A MFIK? 7+ € Lipoid BRL/ #
MG =R e r e/ =2 78 . HREHIEN = = Lipoide /g b + v 7 REBRFE =1L
Ber7@r% B 77 B - ME-FerlilB-R7EH V. A+MEALZMER €
BB gk=-mRE” =2 = Lipoid k7 Bl e r 7 B .

% 3 98 Nilblausulfat #u’s % © 9 MAME L/ T

FRERIEF = Rkl 2 BBIGER ) B TE e 2 2, BRI By v. KRB BB =15 iEEE
B B S 7 KB+ Y, BrBhriller s 7y, BxRRE = B> »ER
PreEshhbess 2 AR M, Br« (BR=RE 3) =, HMBE =X 7 BEF ~ » KIHIRDE
FELY. BINFL =88 =227 KBWE> &+ X.

B 45  Caccio Refs 1/ T L

FRERIR 2 R HURIRAIHI % 15 B 72 8B > = 2 v KEF . SR v F = RIREH =BRE =76
s Lipoide » BRI G4« MMW A, B K+ 27V 7Bilierz’ 2Hhn 3%, LK
= . 8 = Lipoide 7 38 » X

B 563 Golgi K¥EHE
HEE 2 Golgi KIE—fE = BAUR? 2, X7 B #HBARE L@=BEAv IS,
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=R B 7T - 87 10 =dEfFEer=e), K23 VEEVT Protoplasma H1 = fF1E A
w7 . ERE, Golgi CEERT —W=TRIEANA 5 A7 Eles e/ 3 V=R
JHREARY P, MR b, BB er e Gz Bx (Fig. 5). B
Bl RS Wk150 7 =/ PRES .

%6 % FHRIRSIHACL B REE v BE (N 22) BB B R
% 118  Haematoxylin-Fosin s k7 BT 7L

FREEHR - 8L HURIRSIHZ 30 B 7 iR e 2= 2 P RKETS 2.

PR =R Al BESME 230 B 7§k > =l M@ F vy, @R
BR BB = £l7 R, B/ Chrom K= EFHr > (Fig. 11).

5218 Sudan IIT Haematoxylin #fts k. Af R,

HBE =17 » Lipoid > 7L/ BR e k¥ 788, =g ~ER e » #llg =R
FAKF AT F I FRE 7 B, FKE -7 BHEWE ErEP=88E:, X§H
vry, BRI =fEere/ 17 137X, RS =BHere 227 R, 22N
W=7 », B ER B R 7 vy, o Lipoide 7 o 2o@Eer 2 2R, 1
M=-Fsacrrrer£r, MIH=-HREMEER=%er=’ 7. PHE-R7 emE =8
+ iy » Lipoide » &~ IBAZERE + + v v (Fig. 130

% 3@  Nilblausulfat $efa k ¢ }EBEEE L TR

HBE-R7 21 BEENEEEYE ) FF e 2 7B L. WNER 2 88 =#E v
®/ =R HEETEDE BRE 47 EW= 07 KL, B SRERERIR
PR KRE /K b B=R7 = —R=-FBEHEBHEDE i<« EV=08c.

w4 HE Ciaccio lcifva | 7 Ir

BRRSIHE 0 A7 Bille v =2 =fL:, BIBKRE 28 -H Y Lipoide VIBR 7R Y.
A ORISR 2 Lipoid §5 ks 2 7 B =MBUF K, K/ K+rr =/ ~RlE7? 22 IR
V. #ysHE EBR - RHEHRr V. $§8 =, Lipoide » FA£ 7 R.X.

5  Golgi BER

HBRIE, Golyl IKHEE i« X -BT>, Mler il ) v 7B vl BiAK7 Be
TR =27 13 vBEer =/ 79, K V/MMERL K » BEIR, KT+ +
¥ 7 Protoplasma =H(fF£» a + 7 v. FikE f{IfEAN Golgi kgﬁ%ﬁ?"ﬁ’ﬂﬂﬁ%ﬂtﬂfﬁ
S0H 7 il e > e/ =l s — M= B =K ¥ 2 Bz, TS ddellt = WURIE = H23F & 0
B=R7 E-NER? 2, RBATE LB =HELr =, HBF=E+T=R75 »
KENE 7MYy, PHr =2 2800 78X FEIE 7 RES FURIRHIHE 15 1k
NOB7EBer e P EPF L ERT R ¢ x (Fig. 6.

285



2003 ® # B F

E4E B
Db’ EREE2 villExr =, BT/ Lipoide 8F & EFBW-R 7=, BEk=hv
AEf=Ry7ZR7 v+ "B =38BBE/ Br =27, R/ BR=-R7 =hEEI R
A2 v, HHURIRSIHIE 2 8085 2 Lipoide &&= ERE=3L/ FBAB=HH > 798, K
Wharvze) =fr =, BEREEB e R/ BB VRBK MoiitEA 2+ 75,
Sudan III Haematoxylin HufflF 13,7 a5
RIBRE 2 Sudan IIT =3k 2 o Lipoide ~AUKERAIME S HF4E € sEB =78 =
WEER 7Ry, HK=AGRE” Ml =R7 M8 2% Lipoide » M7 7 4 v, L
HRE =12 7 = EMMME = H4E © 2 MR E 10l E R BN = Mg+ »° 5 Lipoide 7 3
WzRsv. FHEIS AR AMERL: =/ =07 ~"BE=0URER cHREMRK T >
7 %, #EEME = € lLBAYED = Lipoide 7 BiHi 7 & », fH 4 REAMIA = » Lipoid
HWhEI2RYFY, KFrBag - F2ERYyF v 58 v 22 B0, BoFE?Z T8
JREVRBEr 2y Ex7 R FIHECLBAER o BER -7 =B REA Lipoide
cEMAEH=> 7, B=FFE M2~ Lipoide 7 Li7 ki + 5 v, mZek = Lipoide
2 IS~ e 27 a2 R, 8y SR EREACHRB IS vre s £ HEBE
=p7 % Lipoide n"[LERIKF 2 TR 7 Ber =7 £ 3. GAPRE =7 ~E-MERE/
Mg, 2+ 53X, AEE2K=H v lHEk=MlEA = Lipoide » f{hI 7 Rr. MZHE/ ME
P BRI & v S =5 € §EEHRNE = & Lipoide BRI € v.
Nilblausulfat Hefh K © 5 FEEARNEE L2 Br,” #iE
RRRIHES B 7888 > = 2 =187 », KIRE~’ BRI Lipoide i~k :, Fise
=RKFrr@Eiks 2 s Hltiey. ReF=@RER cHB= 278X, HHBI0BRY
15 A 78Rt > =2 =R7 ~HRE » BESE Lipoide »#ik¥ /7 Bims/m:, 30H7&Kd
eogRR FHE Y Y, BABE ), BERBER/ B 2er =2 £, FILE6IH =
B~ s BRIk Lipoide ~B=RiRE/ ¢ 7 5 X @INEN = HEF/ M= BB e r 7§
.
Ciaccio lifv(a L7 8,
HLRIRBIHHE2 5 A 7 ﬁiﬂlx v B R WHERIE X © AURIE = Lipoide » 18 & 7 2K » A @RE
= x[#if+ ¥ 5 Lipoide » Hi¥ # 2 2. B A 7 LR+ 3t = Lipoide 7 ME 2« EWH + ¥
v, B=90KE~ t + 7 X, #BEN=MKE=R7 €A+« = Lipoide » k#57 Rr. FlihfE
61 AR > 2 » = =7 »> Lipoide /IR M7 EH ' » v, BIBKRERRE Mk
B Lipoide 7 LI7 i+ 7 v, HHTRE =157 ~APE, RS =BHlcr ) 22
FRB o,

286



A% HBBOTR 2009

Himatoxylin-Eosin #efa i B, 7 R

RRIRRIMS b5 BREER e > =/ =R7 », MBI HBmu7 5+, LR
B =5k 2 B =R > WIKHRER <A 2 2 7 Bor. SKIKEHBR - FURIRS) h#%85 K
Lipoide » ®&=1h7 K>, HUHEI0OAMER > = =R7 ~"BREME » 4 =28
vrE ) BB M52, BT ¥R = Pyknose g% > Karyorrhexis =[& v, s &2 5k
> Protoplasma "#iL: s @7 ST AL =Fr. i 7B/ BRE> RAH > vre/) 7
»7 B FRIZHIN 30 ARf4:fE e > =/ =5 ~ Ll BB =8B =-Her 5/ 2
T XERE R =R~y . Z=R ARG B, O FRBIRE = 555+ 0 58 HHEE
{# = Pyknose %/ 5B ik’ Bk 7 /RA =/ 7 v + MEeKHE ) 5 x. HIKIRRIH4L 61 H s
Bere/ =07, FIGHOAMEE v =/ | AEERE=BRARE 7 Bor =, L/ B
Rvi?ﬁ&ﬁ%ﬁ LI a2 {1

Golgi IR HE » #fE

BIE BB = UREHIIEA Golgl AR ~FURIENIIZ S B 2 v i« B =-8% :, A
WH ERe K BFA B rMBRRA. fis 7 EE%? 225 WERA =FrE=HE>,
HARE T HAK BFR o RBER S - v i 1@ =B o9 AP S -5 71, A0V -2}
TR/ A F 5853 v« BifEer =7 7 9. BRe Fagithi® 156 B ZEBAAE, FHR
[E#EH > Golgi FEKBRIF B » 7 5+ IRBL > HA%H + + 2. 30 B IRBe BRIy F V.
SLAZERer27 =7 », KB~ MENZEE A ER Y+ v 5 Protoplasma & =
BAE:, RA> 7 RS HBIR? Berx ) n2 2 RA. AN =R 7 58 = 3URE 7
W=7 27 5 SEBIRBHN = 12 7 EREE A TME Y F er I B Kok
BE/ Golgi REEE M =7 H« B0 + > Y BUDIR, sk ARRIR 2 TR B e v 7 R,
R =1 R RIS =1V K> » B2 5 v v F e, BIMEG S0 B FRGR N
B/ BR7Rer=r%:. ,

ZIHEAm =B = TEHBE Colgi KRB B = 0 =5 H 2 2+ RIS A 2 RS RRR
IHER 10 B 7 RSB A v i BHB<ZU » > v WL/ BT BN = B8 = 3 2, BB
HOB b 38 = WKW F . Z=fE SHEBE Iﬁlﬁﬁ"ﬁﬂﬂjfﬁlﬁl A7 RiBerig=R745
FEH-=BEenr28,,

EOE 2 i
FRIRIRA (% BB = Lipoide / 198 » 0 + 2 o2 9 Gley, 1 Tatum % = 2 5, 1 Albano
7 HEBREIBYE = Cholesterin » ME 7%, M, Cholesterin NEH A Bl o o, D
B WS HESMA S Cholesterin TREA PR~V D) =48 VS BISRE % C i
&4 7 Lipoide 87458 EIRR v 3535 B8Bs  MIETAN=7 3 9 VEl~Y. Bere
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Lipoide {{# =Ffl = » B} ) Eft=k+ 57 T~ =B v 2 V.

46) Schauffaud u. 42 Grigaut »» Cholesterin u. Cholesterinester 8% 3 v 3if ¢ 5 » »
FAES, LOHRBY 2R =7 10 E e il 2 vy —5E 7 #8% = A Lipoide

(Cholesterin) EH &/ LR A » MUNBFHE  BEAE e 1 H5R =27, BF 1 BIB 74
i~ v oiiigp Cholesterin »#88 X b5~ Y.

1% Elliot u. Tuckett = Lipoide "l [Z7v—a | PYE £ =HBTEa v 3WeIFrr =z
+ Y.

49 Wetmann J v 50 Krylow »» Lipoide /7 §E8hz 7 £k > #lt Krylow ~FRRE =17, 3Ig
RS 2 Cholesterin (R =8 s MEMUAL 7 B2 r =7 =257, BB EXIR ER
BB B2 =B x v =, JEIEVEH = Cholesterin K v i/ {5488/ i = 7
KRB . MxHETR 2 f 7 o isotrope Lipoide # % > 7 anisotrope Lipoide » + 1.
It Metamorphose =28 & Cholesterin & v X 7 #EEH 2 vIBA v v 5B
7, B, B~ B WEBR e XBk=-Rr SIS kL SIBRB 7 EE=-27#
v SRS A 7 Hio v, BT EIRSEE - Cholesterin {UF a8 =% 742 + =GP =RMEA »
&/ 7Y +. O Landau »» Lipoide » @it 7 ¥kt V. 807 8~ Cholesterin & vfh/
Lipoide / YR =X 7, Mz 7 WE:, EE=FXr =/’ + Y. #{E 2 v, Lipoide
¥ = Cholesterin {F} 7 intermediales Organ » Bffxa~% =<7 3+ v },

5 Rothschild = fRfilE B ZMmaid 2> Cholesterin ” BB 72 7 R7SHB=-BK>,
BB &~ intermediales Organ des Stoffwechsels = 3 7 #f #1 Cholesterin & v ff 7 Lipoide
KB =Fl:EBEr B IFAYEI TV I,

H b 9 Wacker u. Hueck, ™ Sternberg, 52 Antischow, 50 )j}ft, 57 K, D HET% =
B =R

&7 BB R, TR =R7 ~BEBEE » Lipoide tk% > Sternberg / IEIEFH TSI =
&4 zov AR =3 BRI A B = METRIE 2 flR s = R84 7 R A N Y 0 T E
v, BRI =R 7 2 B 0. BEE AR = =3 v BB b A
BIERE =Ry »JEHEWE » BB 7 B 2+ 2 + v O Raiserling J v ™ Orgler /7 45 #
7R 2 F > v 7 19 Weltmann B RHHEIRTIE R 2 (LR = hiElEhs 7 = BRev. &

Sk % 2 Lipoidtropfen » #7 W &HJEITIE? 45 € X > 7 5 7 — &> Cholesterin 7 87 € » =
=W 7 2HEFTF ¥ r»a+ =EHE + V. Lipoidtropfen » TR » #2EF »> Cholesterinester /
SHE =M 2 a b 6 Agchoff, $10 Adamie, 50 }I|H}, 9 Schalatow =3V 7 € 7 v >
BY = > 5, kF =48 v .+ physiologische u. pathologische Verfettung , [ Cholesterinester
= 7 Lipoide 3% = JgN58E + e =1k F = +.

62 A, Mayer iif = 63 G.. Schefer = v, Cholesterin 7 3 Lipoide =%} = » }p ¥ =—5%
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€Y b (EHIR + BUER 7 PR 7).

60.8chefir v 5 JI|F =i v RN = A8 Cholesterin (b3 7 BR~ppElahs, 2
Lipoide 7 (k& #57# Y, Z ¥ anisotrope Lipoide =8 % +. &K/ Bi =7 <R
M HERIR = anisotrope Lipoide #24RM% € » 4%, &) F itk 30 AH 2 v K5 = BEIHE/
Lipoide w8k >, 600 =37, #+7 SR # > HEHHE Lipoide / B 72 V.

49 Elliot u, Tuckett ” # 7 » #'#f1# anisotrope Lipoide } isotrope Lipoide X e i
B + 2 M= Antagonismus ¥, —K7 BN MG WY 7284 2 v 78, JIF w
Weltmann 2 FEe» ¥iNs ReBRK ey 2B 7 V. #HBE =B > 7 » * Krylow, % Stern-
berg »— 7 proliferierende Fahigkeit (,, konche Germinativa“ Mulon) 7 A2 + 7
*ige V.

EKolmer u. Kolde (zit. nach Sternberg), 6 th{fs, © Ek FEERIE » FIRE + 2 7 1
=55 Mitose 738 #, R * Krylow }  * Sternberg = #E&RIGHN » & =185z » 7 38
# & % 50 JIjF} »y Cholesterin fF] 7 S Mitose 7 B8, ¢ X. 0 Landau =fEE > » Mitose
B~ Hyperplasie 738 # X t fi € V. W+ RRER cBRE/ M8 27 7 BE =8 v ~FHAE
HEEFHex +. O Dewitky =i v ~£2 ) NER cBY’ 9IS =7 HE =« » BRE
7 & = Degenerationszone 7 3iH +, HI¥S, B4, B/ BRI v My = Degeneration 7
HA b,

R/ BR=17 = FRIBHIMESIBRE, %= 0RE ML = BIRE 2 8178 = Lipoide »
WA ¥ AR =ARERE 2 BN = RRE 2 SRR o HeRE 2 I8 (Mitose »Z B ¥ v
) B=INARA L 7 HURE MR 2 #iK o M=%8 Lipoide 7§ Ar =51 238 2
V.

 Krylow » BE#AN 2 FEH 7 8 = BMPFHE Lipoide / 5B, TR =Bie ERNERZ
TR RS L Vi, IIBRERERE TR G2, #Y TIERUh R 5 >

WM=R=SCBA =73V M EX. [P v Besh= Lipoide 7« v HRE =1 >
Lipoide JWMBL W=t A ERE ) SRR Y 7 BN =) Degeneration 7R wERF
- PO RGRIE AER = = S4B TRME ) B 7 R e iR = W = HEBER ¢ RN 2 S

VR WEIRr Yy YT 5 0. I3 GOlgIEQE Hx 7, B
=FISFHRT > b e e s (9 Negri), st - il =g+, RENMIBEBHMR? B =, W

Tl e DWW 0= v SEHE -k 2 » =B¥A P+ 2=/ (% Marenghi, 7 Bergen,
"D Golgi, ™ Kolster, ™ Cajal) iz =g 5 5 BE W B BRI E Y, BB =
KIMBEHRI B Ar b Flanz) 7y, (™ Fuchs, ™ Biondi, 7 Hirschler, ™ Zawa-

rzin, ™ Daineka, 79 i
, X Tschassowmkow, 8 Kolatschow, 8D Nassonov, 8 Saguchi).

EFTABE =7 = 30 =5+ 7 EBEOFR 7 o, R E NS B =1,
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KoNBReBR=BLIK2r= =7, FWEHR T BEF R EA 2 FHEELY
(% HuH, 0 gkA, 0 K& B, ¥ bk W5, 0 mEE, 0 FH).

&7 BRNE = vy, BHRABRE Golgi KEE NHURIRAIHEO B2 Y XB =W+ >
VIOR =7 "EixBH e B2 ey, ENFHHE-R7 IBEE HRRE/ K72 e
=, M0 AIFE6LH 7K@ A v EE KD =R ¥ 7 WG >+ v 7R RAEBUR € »
IJRZBRe VY.

Dk’ SEA7ER/ PR VEeEZ 7 v =, BRI =Ky, X SIBEE B A »iHEE
A IH R I =BIE B A —RERE A HHEE, PINESINRE PR =52 28
EEHEREN v =, = BeRE/ BE/ PRI KR, VEERA. 2= BB
# 2 Golgi REEHE = »HURIRHIMBER 7 B 2 X.

EOE # B

() BE=7BURIR 7 BiH 2 » = 1% EH > IR —BRGER 7 Bl € X

(ID) HER=Rr » BRI SEEE BN7 K.

(L) 78 =R 7 » KR ~ 815 Lipoide » 1B 7 48 2. e Cholesterinester s/
Lipoide FfF{T v 7ER. )

(IV) HRERZ Hith € > R =R 7 BB REHERE 7 R EAEHE y, RNER ik
B Ml BOEM BT R2E, BEHR= 8. '

(V) WRBBEE =1 » Golgi FRE - FURIRAIMGE, & # 10 H AL WidkaRk o, A
EH b=, HIHE30 AL LERA v o@likRE >, HEAg .

BEAL=B HBRF A AER r @BREE7 B Y 2 LB LRI LN = ARHEER = Kk @87 &

A.
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