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Abstract

Numerous morphological studies on blood-retinal barriers have been so far performed mainly to
observe the localization of penetrating tracers such as lanthanum nitrate or peroxidase. From these
examinations revealing blockage of such tracers, it is well accepted that retinal pigment epithelium
or retinal capillary endothelium can block the penetration of such tracers into the sensory retina. In
contrast, it has been claimed that blockage of tracers dose not always reveal precise overview of
blood-retinal barriers but that cellular functions such as heterogenous transport systems and/or
selective uptake systems may play much more important roles as blood-retinal barriers to maintain
constant physiological environment surrounding the sensory retina. Therefore, recently much effort
has been paid to clarify such physiological or biochemical aspects of barrier function. However,
morphology and function has always inseparable relationships. Especially, ultrafine morphological
studies are indispensable to observe heterogenous function of the cell membranes or microorganella.
From these points of view, it is inevitablly essential to improve conventional penetration tracer
procedures or to develope completely new eytological approach for interpretation of functional roles
of blood-retinal barriers. In this report, our newly developed cytological procedures as below
mentioned are introduced and some interesting results obtained are discussed, with special referrence
to the functional aspects of the blood-retinal barrier. Newly developed cytochemical methods were
applied to reveal heterogenesity of the localization of cyclic nucleotide-producing, degrading exzymes
or transport ATPases in retinal pigment epithelium and retinal capillary endothelium. These enzyme
localizations were also examined in ependymal cells and cerebral capillary endothelium which played
the major roles in blood-brain barrier (BRB). Although the enzyme localization or enzyme character-
istics were comparatively examined in between retinal pigment epithelium and ependymal cells, and in
retinal and cerebral capillary endothelium, they showed quite different localizations. These results
indicate that participation of these cells in the blood-retinal or blood-brain barriers may be different
in spite of same origin in the developmental process. Various peroxidatic molecules were utilized as
cytochemical tracers to observe infusion through retinal capillary endothlium and choriocapillaris.
Interesting result was obtained that smaller tracers did not penetrate much faster than lager
molecules. The characterisity of invasion of such tracer proteins were modified according to their
electrical charges. Therefore, the surface charge of choroidal and retinal capillary endothlial cell
membranes were examined with charged-ferritin labeling using freeze-fracture labeling and frozen
ultrathin section labeling techniques. Differnt from choriocapillary endothelium revealing marked
surface negative charge, there existed relatively high anionic charge in anti-luminal surface of retinal
capillary endothelium. From these observations, the role of cell surface charge in blood-retinal barrier
were discussed. (Acta Soc Ophthalmol Jpn 92 : 1913—1960, 1988)

Key wards: Blood-retinal barrier, K*-NPPase, Ca**-ATPase, Cyclase, PDEase, HRP, MP, tracer,
cell surface charge, charged ferritin
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Te—EOHMIEA Ca f # v BEARF o008 & L
T, MG D TRkEIHLTWBAW, (RFEWRL
DIt (FH) KbITFrL 5B chrtELBRT
g

ZD5HTH Ca-ATPase it CaF+ v 2 A LD
CaftAvHRBCRITREA»KZ VL EAT W
A7~ Ca-ATPase (3 —# i M « 55/ Bk « 2
P v ) 7 ICAEE LR Ca o 4 v O REEERIE R
ELTEK 2, chbteibumebe s 45 s 4> v
ATPase i E:EEicPl 535 £ 1 =~ ATPase ¢
E#ONDRI S BEOYHITFELET S, Ehoi b=
¥ F U7 ATP 23859 % Ca 1 4 v BUA S,
PRIFEEEE S 50 free TetBEER 3 5, £ & L THlR
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F

-

Secretory ves

ca*

passive ca®-leak

icle

%, @

aﬁmmméw
protein

o

e
Ca™-ATPase
cat > Na"
M Nat-ca™ exchange
Mitochondria _y

HeEo Caf A vEBEXHELTVWALEEZDBART
L\%‘??)-BU.

ORI E~D, Ca-ATPase e Elk Y 4
frhEEEOBRHIAIRAZ LR T E s, WoEEE
BB HEcCar A vAERARIED
activator T7z < fH{EF| & LTd b ho2es 3
#HpH TEE I A T80 K EE < o KRR
Ba e E i, CheFMEL T Ando B389 C
IoTHLGEHAENIRIBZ A, LHXRILDEL
e LR LR LRI H A s 2 T TR0 fE 3
NEREEIELATVWE, EHEMRTIBREIRLD
hELoRENTEh TV A, BNk VT,
Caf#+viltSHEARCHETAANMERZOEE
THEFEE L BRT A3 §F - CHMAaN T Ca
1AvDEELFLBDTCERTHAHH EE2bA,
MO SE LM f st Ca 1 A+ vEERCHEE
LT—EORE*HRTH2@EEX LT3 L3R
CHEEMEA B b, ZoF L —-FEOBEER 7t barrier B
WETALDDOTIRILWIEA D, EIE, MEGE LK
MBI T ) CaE L FETH LV IHEL AL
HB,

(H8) iwidiEsefko, (K9) itk Lk
Ick}5 Ca-ATPase FEDORFEZXRT. 20X 51T,
EEEeE MR TIRIGEY T basolateral @ BT
BEL s bav FY) 7ICBETHY, apical iR
BEIEHRES bRy, ZZTHRKD DL Lk, KB

FEERESHBEAE LM L RAfko@BE 2 75 &
# z bh T & MER#EE#E choroid plexus (K104
%,4% 7 4 —+ paraphyse (K11) @ _kFEMR® L
apical IZE T, MEAR LEHREIE<ELLRE
ERRT. ShA oMb, 2 EK0E R AR
TIXiEHE T apical filo M- B L, BEo duct
celB" Bk F o & A F kMR TR
basolateral fil CiE#:AEE, 2 P2V F ) TieBH5
TEHEIEF e Ca 1 A vEEPirBuc B 5+ s filaic
EREEIRTWABIE L HToBEN=0, 25 < (HEERE
FErLEMRLFORBECALDTHA S EE2LID
7, basolateral (2 $s13 % R B O 14 27l 2 Bk
ZOTHAH5h, Thibb, WREERELEMEE M
H Ekiila e ciie R slillRNRErTT. flz
FOREFNorigmhAEKETHS L L TH, Ca-
ATPase &t oftE Bl L TofER- b, miifas
Ca 4 A IZB L TOBEER barrier £ L T2 < [A—
B AL TVWD LI TdE LI L,

(Adenylcyclase * Guanylcyclase)

ABEF X ATP 5 X O GTP » LEIK nucleotide T
H%5cAMP 5L ' cGMP #ELXTHBFETH S, B
1k nucleotide %, 19584F Surtherland®?iZ X - TE£ D
HEVBELNELEEh, FOEBL{OMRICL D, Mk
iz 1 5 EE 7t second messenger & &z b T\
%, &L E v % neurotransmitter 7z & 0 AHYEHE T A
JalE D ¥ 7o receptor ZHIET 5 &, ThicHE T
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® 6

Adenylcyclase cAMP-PDEase

5 AMPase

ATP cAMP 5 AMP Adenosine

el

P
@) ) [
e ™ T

GTP cGMP GMP Guanosine

Guanylcyclase cGMP-PDEase 5 GMPase
cyclase 73i&tE{k 2 T cyclic nucleotide B4 L,
Z b A second messenger & L CHIRIA /MR EICIF
B L4 BEED B S e TV B399, (R 6) 1
FTOEEEGBROEAR YR, LEMARCRT 3
cyclase DT L HRICHIIE S h, B~ il ok
L OBFRBREI ATV A, MG EEMT
FoThABREROGEREMENCER IATY
595)'

F LT E A0 R T OMEAE MRk
HETEHETH B, Fujimoto H23BHF L 7- DMSO %
# 7 5 AR5 % 4 5\ T adenylcyclase
R Licos (H12) ©hsd, RIGEHL apical D
MEECRELT VLB Db 25, —7F guanyley-
clase i&EtE & M AR EEMIE O apical M
T 54 (K13, 14), adenylcyclase & (227 b 3ERH
InfEEARMRARIC S Abh b, SRS S
BRI EI B0 5 R HERER BT, = V7
> v HIC X - T bleach T hi- bABRMEBD
NaFrvarzfiL CHiilRoBrELERT 5
second messenger i1, Ca 1 #4 v L3t cGMP Tikiz
WinEEZBRTWLAT fE 5 THRMARKAS S
it adenylcyclase X © guanylcyclase (&2 EEAL ©
HBE RN, HELFH01T adenyleyclase T
37 < B 7 guanyleyclase o FEE R MEas fic 3
LT ShicZ £, bhbhOofFROEY4H2m
LTwaboLEbhb,

Shuext LT, MiEESE RO apical floMka
BTRIhoWERIREORBEIGHBETH-
720, o F b, AT MO apical D EHEE
12k cAMP %D receptor &, cGMP % ® receptor
FELTWDHEELHRS, Ogino HOTREEEER
T LM R S b RS, HEEAR RO
B o f s SmE A e, SRS o #
HFchsd+7 b =vir@EAaFELEAR apical fil
@ #fl B2 B 4 receptor-adenylcyclase % 1= fE H L,

Mm#EEBAFIc > TofFE 5514 - LB
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cAMP % messenger L L THE*FILS €3 &
L, ¥z # v U v guanyleyclase-cGMP SRicfii X =
OEFILFRLMRLCERXAERT L T2V b
A=A ZRTVED T e OB RE LK,
bbb o L7z apical fl oM s 5 HEEE
DREFEZRZ OEEC—HBEE LT S00b LAk
W, ERRETTRIRL, ol i EL OFIBAFIC
I o T ER LMl B« oIS T & 5 5WHER:
ERLEERTHDELELLRBIESS, MAT,
B E - MO gap junction i b Z A H O EES
EUENEETHL LR -1 (K12, 14),
HAHME DM TX gap junction I cylclase 22 F7E
L9 ATPase 7t & & 3t 9l E# cBA 5+ 5
ZEDNBBMERSsTW S, RPE @ gap junction (&
B5 hbERORTES RPE HoMaER A
HEOBFESASHBD NS Lhitls,

(cAMP % 721 ¢cGMP-phosphodiesterase)

ABEF T cyclase & 133z, cAMP & % 2 ¢cGMP
BT HEETHD, (EF6) DL S5 cAMP
cAMP-phosphodiesterase (PDEase) I & b 7 & i,
cGMP ik cGMP-PDEase T Xh 5, 2% b cyclic
nucleotide D v Lk W BEL R X U5 HEEOM
BLLoTavir—n3hdtnw2bi565, BE
F TORERICK T 5B MM R o BRI
BRLTOo®RY Thsd, £BETH5 cAMP £ cGMP
#5 cyclic mononucleotide phosphodiesterase iz & -
Torf# & 1 S'nucleotide (5’AMP % 7212 5'GMP) ~ &
SEENLSBBCRY vEBOKE A e, RIGE
#)C & % 5'nucleotide & £ B2 S’nucleotidase 12 & -
TAKGRIE, ZOKRPRIGORECERI LT
VB EHRATFTHSB AV LA IR, B
RICE®HTHH ) VB L L CHBLEHCHRE T
5, —CBERIZM 2 SR 5 S HEE O 5nucleo-
tidase & L TEEDIEHF N BT 5 A0,
Z Iz E b Snucleotidase LAV 0 &8 4B R O
AR, BEREOALENLEDICRHEBOREE LS
MR e L e aMEYSATY
5, Ihich LEHL L S ETa88Icd &b L EBH
i 2 o H M © S'nucleotidase {EMEAVFTE L T
WABA I, KIGA cyclic mononucleotide phos-
phodiesterase i X % & @ 2> H B \~ X P ¥E D S'nu-
cleotidase I X % & ® 2 H[FIRE A S HTL 5,
COFIETBICL > THHECKET S L 5 R0
# % cyclic mononucleotide phosphodiesterase 15 ¥
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HNEnRRE

Na*® Fy 30

Nai= —————=
2| cGMP - dependent
proteinkinase

BE K RE

BEHRHELL S ET2EE8 R CEREREAE TR
T\,

Z Z ThihubhEAEE O 5'nucleotidase # & B\ »
LHEFLVAEREZREBLD (K15, 16) R HE
i, BRI A BT T cGMP 2 H B+ 5 & A fe SUG
PROLNBD, —F cAMP Z3E T2 & RUGITE
12858 L (K17), Panbacker''?=2 Chader 5" D4 {k
FHHEOFERI!DEF S/ —HT S, chbLOFR
I, REELEHRRELS S, BHRETE GMP-
PDEase 2\&E#MAL S h, £ i EH AN EA
cGMP v~ DK TFAREMEB Na F + v & 4 % Bf
ELGEFEYRECT (ET) EVWHIHRHPEMTS D
DTH5, &£ Z AN HEBEERE EEMRTE cCAMP &
HieLTh (M18) cAMP B LTH (H19), &
ERF W apical fl 0 EREBECRKEAED b h
HUUN -z o LR L CBEER LMD
apical iDLz cyclase R EB L L ADB L= & &
FEeTE 2 5 L B, % W BREAR LEMao
apical i XA cAMP & cGMP @ L <A % 2 v
br =B AMERSFIEL, oo TREMARA
s 58T cGMP OBtk w0 Thb, T
hFfoME T B8 cAMP & ¢cGMP 137z A
LrOBELTLTEWETEHELMHE LD 5 Yin-

MAERBIFTiz 2T ofFRE 518« LB
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j'é

cGMP - dependent“
proteinkinase

A 1K 7E

Yan BN T a D Tikie\ 72 A 5 by, fl 2 (X555
ENC R G E AT 3 B K%L cAMP 5 5
\ [k PDEase 0¥ REYAFEF<H 5 IBMX (H20) T
FEFICTHCEIEIE S 3B Z L mbh, MBELSIREE
EAokofiiza vy be—A LTWwbE bR TV
HU = OB E £ B O apical fil#ifalE o
JBfEL, Ko EFE L9 EE 7 barrier BB A
Bl boRFICL > TiibhdaliEME R LTV
Db Lifey, SHICEREGCOR, FfFEREEY
ROBEBE A o & X 5 ME K MlE Tk cyclase {G
L [EFEIZ, phosphodiesterase SIGL[E—4#Ti14
CHHIhTHERTHS,

(GTPase)

Ca-ATPase o R TR LUK, MEATELEEM
Fyo apical (il o BB IR =X ATPase i X &
Nighiote, LZAVEHECGTP R b Thhb
HABAFE L 7o GTPase [GEtEB O CRIG S € &
Z 5, (R2DofkcERRRIGHRD LD, ETH
M THE TS L, ARASERTS 5V ILEEE
% b H0 RS apical SBT3 W CEH RIEELTED
Bt (K22), Wheeler b2V @B EIc BT,
¥—r F 7 v v RIE#HD cGMP-PDEase i&#: LA iz
3. GTPase {EMESALETH S LW Lz, FFL < aliX



14—(1926) HiR&E 2% 12%




BEI63F12 A10H

e
ATP cAMP(T)

GT%GDP/ Adenylcyclase(T)

Stimulus ———
Semn BIEH AP
GTPase(t1) ¢

PDEase(T)

5&, GTP &£ GTPase & & 2H U <7+ FHEHHN
HETHY, ZhILBTE Gprotein & 5\ L trans-
ducin £EMER TV 5, hTHRMBNETCI VT,
¥—= ¥ 7> v —G - protein-cGMP « PDEase &\~ 5
—DODRMPE 2 LR T 5 A28 o MR 35\
Tk, Z @ G-protein 7% adenylcyclase 21 < & v+ 5
HEbH5, flad, FORETE=CR7 ) v E
5 F Bz fovv L T B + adrenergic-G - protein-
adenylcyclase &£ \» 5 A E 2 b A T3 (F
g )ren-1e) R 2 | B O apical B E I
adenylcyclase &t b EHTH B DT, Z D GTPase
FEAZ DL L LDOFRICHFET 500 LS5 HORMES
Thd, KEELLTHAICR L, HEAELME
DR ENELL basolateral {il Ti2 ATP #frcdh b, it
IZ apical fll o FEHEBE I EMRASHERAL < GTP
Az &v 5 EREREREBI L TH R s & 5 SRS
BohicC LIZBRE, LoAp, HELEXERT
FEFRO X 5iC apical TATPBzTHH, Lng
cyclic nucleotide %F% 3 (X GTPase iEE & & T4
CEHE R,

2, HERREM I E PR ARAT & BN AR M E A R ARAE

1960 Q127 - T, HEEARYBIE A 5 MEAm % & 4
5 il T 3 v e 3 B P R BRI o 4 25 tight
junctiomic k- TELICHASE IR E b IZMRE
fenestration 3 HFHEL L\ C E2VRE h, fhoflikic
B AEMOETOBEL IRLBENELMICE
7228, CoeEEIC RS VT, BEW tracer Ol
M E BILEE MR © = & fenestration <= M fa ¥ 5@
BLTORAGED Ghipy Losm-1sa . 249 1 =
AHhZ oM £ b 1 pinocytotic vesicle 1T &
HEELIFEWICH DI E RT3, TDicw,
ZhHEMMAEN MY ERL Com%kl, H5HE
? carrier-mediated XM AR L 5 Lo Tk
b L E 2 bhTEiremEa-ua 4 L 288
@ kMR & A tight  junction 28512 L T& R
luminal #I#ifalE & & FE antiluminal fil#0HaE & ©
DEEREARLD Z LX), HAHOWHEOEX

MEERBAPNC 2\ T DG H 15 - LB
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TP EREVBEEEIRDBEGSHET S
AIHOUD - o ERIz transendothelial transport 12 7s
feh oEFEE R &1, ChbMmERN M
1%z bav ¥ 7oA ioEMOEMRc T
IEHITHBT L EHBET S &b T B 12

LIRS OFFREZBIC L - THER L OB RS
D, 7o & %z ¥ Na-K-ATPase % alkline phos-
phatase iIEtEDBEH AKX BRI, LA ZhbLD
BEF MBI X BET 5 o0, luminal fIl {1 fE
& antiluminal fIFARREE & T OB okEE T REH A S
Nl ot 19844 Inomata H*NL & Bz %4 { OE
FiEW T 2w T E L, 92 luminal 4 41 B s &
antiluminal fIHIRENE & TO M & ik RTER O HEA
REHBHEEEVADDZLEHMEL, ZhETEbh
Th\~fe, BAEAMAE P B M5 metabolical 7o &b
B CHIRLEE 4 polarity & #foz & RIEHAL, —h
OB L b BBB o @R FE R S L
TWwaELA, 22T, ThboBRBCOWCEE
LI 2B P B M e & AR A M A MR s s 1 B B
e, EEOHMEC OV CTHERHEZITHY 2 &%, W
@O barrier & L TOBRERIETHZ L3k EE
AL DLEEFELLRS,

(Thiamine F# 3G

¥ v Bl3EATY vig=xF AL EhTF7
V2R E L THEABHCERECRLEL TV 3,
thiamine pyrophosphatase i&#:(% Z @ thiamine di-
phosphate % thiamine monophosphate ~ & 77fi# L,
cocarboxylase EZXFET 5 Z L ORBMEFAH L T
210 REEEIE—RC Golgi BHRICR bh 525, #iE
Mg T MBI  ER AL T L B UNNE,

B A FHEMAN T S TABEOREY R
% & B3 B o anti-luminal il o fIRERE D 12 5 12
iriEtE i S h 5 (R23), & AALLE—-Bic
FOTHEGFMoARFR2mELTA5 L, #IEEM
MEAEMRICSCTREGRED RS o0 (B
24), EEETTOMIGEYZ luminal, anti-luminal {8
DfEEC B —IcRoh 5 (R25), 2% h, o
FRITB L R B A B & AR A A N
AR & Tldd < Rie hfE L RT,

thiamine triphosphatase {&#£(% thiamine triphos-
phate % thiamine diphosphate & V > [ hn7k fig+
HEEFRTH 5D, WM 35\ T2, thiamine triphos-
phate i3 ¥ # 3 v Bl oE#RIchvwrESHhh,
HEOMEMERCEVCTEFORZVED AT L
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AU KRG b BN - FHEE MM A f e T
luminal & anti-luminal o flfEHE & & O HE
A b, anti-luminal i oMkl TS EH TH
5 ([26), &z ARERFEEILLERE D thiamine
pyrophosphatase &4 & (2870 b, FEIREEAME N F
M BT L < EELRD b T (N2, ZOF
FRICELTLMHACOMMERRLS,

(# oo phosphatase /&)

Inomata B9 L A, S HE Lo &
@ phosphatase, Mg-ATPase + Non specific alkaline
phosphatase * K-NPPase» %@ ¢, luminal &£ anti-
luminal flo el & CHEMEBEOHE > £ b Bt %
7 L7z % @iz S'nucleotidase G235 5. = DI,
Betz B0z 1o 3T 1 6 I B A B2 A A
@ fraction 42 X %4 {L¥FHE & TRBED frac-
tion FICiER LRV EME ST Z & THSB, =
b ofERH B % O fraction i (X anti-luminal ] ©
MRS EL GENDL EHMWEh T3, Non
specific alkaline phosphatase (%4 T D4 EiZ ks L
TEMOEN L E Sh, CORTHMLENC LT
FXhTb, Na-K-ATPase G EIETH 5 K-
NPPase i1 5 5 EDGEIS L ShTWAA, #
AL — oS M EA m AEP B AR E i
BHER TR,

5'nucleotidase (& AMP-GMP IMP % @ nucleotide
5’'monophosphate # -+ A% TH D, nucleotide
oL ) ViR ORIc= AT S INKBET S,
Z X AMP AR EEFEIC L - TR &5 & adenosine
wEHL, GMP T# % & guanosine ZEELE Eh 5 (kK
6 ). AFFRLMBF AT S 2 & OMMLFAIEL X
e b EL F 4 £ 4 I adenosine &2V AT
B EMBEENFATEHECIEELALRDSY, Zh
Listic s E0WE O MEN - LI T~ O &R
THLLEELR TV,

5'nucleotidase @ # #k{b ZF B H X, W < 19474
Gomori 75 alkaline phosphatase @2 @Ik T
adenylate IZ2: 2. 5 Z &Ik b, & HIT19TE L
Wachstein & Meisel'**iZ X » acid phosphatase &
BEEERC LGSR E SR TWD, WThK
+r, BtoFBEABRCI AEEomKkFH#cL b
HEUi) vBYEEA AV CHEL, TOBICiBE
THETHD. LrLictin, fiEH L LTHWPb
WENE T, RIGHPFRR2bEB LTS &
WAH XA A E SR, UL REFARRE

HRZGE 92& 12%

BATWIEWER TH - 1219958 2 Z ¢, ZD Wach-
stein & Meisel #:59 % $2 )G o 42 J8 1 % (€
T XRTHBHEE LRI - Thict Ehio
7%, Uusitalo-Karnovsky #5974 %, —#, Robinson
BT EITICis > T, Pb Db b izt ) v & Ce &Hf
RHE L LTHG DB L, Ce A
L LTHWAHEkE, %< ® phosphatase #HHIZBEL
T, Pb AV B IR 5 EE KT HEEREF A
HBCEEED PhIcL 5 e LRGPV
Eha, LAY, 20 Ce ERBMN A TRE KRG
BEH) A YEHA v~ A TR SRR B i AR B T e
<, FOI LAEMAFELE L T—20KE It neck
TikoTW 3,

bbb, BBz R T ARER OB LB
& A A1, Wachstein & Meisel Z5152C X, Ak L 72
BREOLOE L UERTERVEEIREZ), L
2 G EEIEEE S T b bbb TR
1288\ I B - 7z, Uusitalo-Karnovsky #5912 3
WTHHEBEEEL, KIGH58< AT artifact TH
AEigeta d 78 B iz, Robinson @ Ce EETIZRIL D
BEBRCHBEAEL RS, Thibd SABEREHECL
HEBNTE LW DIFFCRE LM CoORIED
IR S 2D, RICHEOHEFIE LT,
FrhboHEic X 5 E@8icks i) 5 bnucleotidase
DRIGEBENFE D TH A 5 b, dodrizdrid Reis D4
(LR EIC B 15, KBEROEE pH 2307 h K
W, HAHVCITEESCEIC L DT h Rics LV g
ICHER Licon-10 = h ¥ Gl REEIL, £T%
DOYERE pH #7.2~T7 ADFHFIRIC BV TW5, &2
ADS, ez TR pH AFR L hEWE DR
HhAbhB, FOLDMER L7 A7 U O
R WTHEN LckER, fRcks T 7ar ) o
FicsiER pH #RT 2 bt o, RIE
pHZ7A» ) BT ETE, CoMBIIHRPHE
FH Iz BT b BB SRR T H 5 25, nonspecific
alkaline phosphatase iGtED R A &\ 5 fafE a4 U
%. # = TRIGH nonspecific alkaline phosphatane
15t o By 2258 1) TeJEE #H T & 5 bromotetra-
misol"® % FHEM L7z, a6, i1 4+~ 4L LT, Mg
LD FORENRME M A A EHEMLEED LD
R A L7,

LIFiez @il ol rt.

5-nucleotidase (Ueno 5'°7~11%7)

7V v —KOH ##ff# (pH 9.0)  250.0mM
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HIREE 2% 12%

AMP %7213 GMP (Na i) 10.0mM
Bibt=7%s9a 3.8mM
LA — 2.5mM
7 = vy (KOH #) 4.0mM

(Fe#% pH 9.0)

ZOHEERGT, BEYEELLLZ A, (H28)
DFRIZIEE IR SUIG 2 8RR AR M oo S Fa B v R R L
THbhab Lol ote, RIEEHRACE TH )
EHMRE = 2 — 0 VBT SRR 0 120F
RS CIRBRET S, AREIGLI R il
MRLTALR, Tol-ofififf~—»—-BHELbu
bhTws, BMBRCE-THLcAMP S % (T
cGMP B EE /B 50352 & Sh, Fofiains
AT R R AR R B A B LA = & R

V., EZAS, MEMEMOTERECREShS LS
75 anti-luminal (Il #EREEE © 5 23 E 2B & 5 i
£ (R29) &, FZEESEEE T KIGE &8
EEMOENEERECS W TRE Bbh? (X
300, Z o1 fEH M B MR I ds 1 B BER TR A R
AT EMIRER,

3. BRB % & U° BBB #aUBR2 (= &5 (7 % ¥ HE R A
FBED barrier BE~OEE o

Lhl, #EmEfsk bRl & e s X ot
EHIME & B - FREEMOEAEME VS5 ohET
Z DOTEREFRI R A+ 5 barrier & LT OIHMAE AL
Lo ShTE iRkt s, borEowEE
ERBHICB G T 5 EE L bh BEROARIENR
EMOMHEL LD R IT-TEf, LsLitih, =
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HH—#ORREIT» THIHR Buicilizih
LEEFRIEEE, Btz — AT Ll Shltho7c b,
iz 2hicBach, &< B sflafnRE
BRLIZETH D,

COBEYRZBLCHI-TED b S LER
LTEXTA, 7, WIEGHRE EEMTH A,
bhbhAEREICE TR LIeBREELETCR- T
AT, MEAZEMREBOMBEIC 5\ T
basolateral & apical & I BEl# 7 RTE O ME R R L
7z, 2% 0, FEUMEESE LMok &ty
T & junctional complex Z3Z L Tk z DD H#
PEEICEAT OBV D LD EEDLADL (E
9), FEsAYIZIY, Z 4% Cbarrier & LTOfiiXic
eI fr#E 3 % tight junction AEEH T iz, L
HLieHs, BHRTEDHH, (RIOCARTHRCHREE
B % b B A junctional complex T2 7cdi - T
BRI oo T OMEE L icliE R AR S
BRcR LT RS &, F 2 SRS IEE MM 53
2 LA o BERERY barrier B ER DI T
Rz TERILWIEH S b, Tik, TOMRDOEKRTO
apical D LR F - TWDH 2 LIEERE LV, 2
DAL T, WEEALECS-TEE <[
BROMBELTRELELLAD,

o ¥, MEEAFE MRS BE ERfRickiT s
EREEo BT, MiResk Lot i
EFECHE Ll st EER b 0%, o
WH T OMESALD S, ToPT, FETE

Stimulus

* 10
a8 AR HiEe
tight junction tight junction

Jlol
l

tight junction

M e

13 Ca-ATPase TIXiz\ A D A, & OFEEFEMT, 18
Bk LM ca EER I, ME XMt
apical WEMABHETHY, FoREELTE X
£, 2% Y CaA4volEBEXO AR LR
TtoTWhb,

Z ORECIEERE SRR OFE N, M - FEE L MR
T AEMLEAEMARTE Rbhic, Zhbid, B
eI ltuwbhnbini X il LabiEdT,
ChbHEOKIELSTRILTAL LR DI L0F
TCHBEEFTRETSHS, LHILEICHEEEIT
L -7 b & tight junction TFHR T B EWH B
FORALTHoicTERWREA S, BRERRTT
HUDHILELTHENRHTHBET I XTRN
nitwicLtd, ZOAEFLBRTY, ZhAbaE

® 9

Stimulus

|

Llwwﬁl

+ cGMP
A [cGMP-PDEase ][ ACLase | [cAMP-PDEase |
cGM

C OBl =

Ca"ATPase
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ThEERR#MEE LTOBEBLRF-T -5 &3 EUH
Ve, FOIZ LGRS V5 S B barrier &
LTOmE”»bBERFFERELRSIWC ERRLT
WB, ThbD R L UM IS T
fl— origin &b ER T3, FDOLNG, Zh s
wHRebDLLTHLELGIAWRELIH A, Thix
FRATHBECHETSERCRD Y, L TAHRE,
Ml FREO origin BE—TH BB Lo T, ik
h AL D ORESLZ OO B o T
fbF2omb Ly, iz, BEREScE.T,
FH 4 < [A]— origin TH DR EE M L E
ik tazi Bl Z iR L & v e { Al— O#EE
RS TU0 A&V SRl 7y, T b, iR
B E ek BRBicBl S L, BHkfE b B
BABZBHELTWBZ LML THS, bhibh
ORICIZ E R F MR T N LR B b
V)

IIT RS 3 X ORHG G A
M B 5 MR Y 7 —
surface charge barrier D FLEIC
DT

Z i E T barrier i4 2 #on0EH LT E h

feiTh, hbbili<s [HREEGE-Y 7] &
WH SERHFBREEVWLDLES, EErzoFERE
FuFEA Licbhbhicd, o barrier ##E#x &' o
BRCE~UER Vo, B LT E- ) 7 —)
EFLTLES ZEAFNTHLEDNE D D ORE
gy, TR TRIOMBEHE V7 -2 w230
Psoa o ED X 5 1 barrier & L ToOES0HEEES
BT 20238 Liiiudis bivagy, bhbhst
CORERICELLZERCR A ECICfThbh T
20K EEMEOThSEET S, 9, 2hb
OEFHERLHBEL THb, KRICA 72508
BLTEZSTVROLE LS, £OLDHIE, —H
i FEF36FE Tl TR LA D RS 5,
1, 2t & TO tracer ARIZDWT
5 0h TR X 5 i, barrier © HEERIWFZE (LM
BB T OTEIEL I B AT b © & EFITRE /e
WReE, 2% b tracer, EAL, #HfEH o LT
FhoWEORETAME»SEOREE BT
Dot M L S TiThh o ER L,
T DS FRREIC IR S B I HFEMIC D £ B ZGA
DY, TOBROMRDOEFRIZHE LY v bEEL ~

ARSI 2% 125

ANEBITL T e, IRBHEEIIC S W TRYNICH
B 7o HE BRI tracer (1R FEHLT colloidal carbon T
B b, BR6F D BRICIUEIRE L T35, g
THREARSOTA3EHRIIZ b = + 5 A+, colloidal thor-
ium dioxide #F AEBOMEERLRELL., Zhb
O tracer (EAERILAIEF I X 5 BHMEEBMO
TH#EEXRIBRTCfTbhbOTHEH, Zhb
tracer (3 #7R5HE NG T 8 <2 iR 4 B 6 A 78 2 0 1 B2
R 5B 2 BBHLRT, hi-TEFCE
W Z R B HLER I tracer HFHIET 5 &\ 5 TEE
Bl B A Ete, L L, colloidal carbon @ F12i%
W250A THY, b kI A FOFIIZIIS0A &, —
o ERMMEDOZMICEH~S L EELRIERTDH
Hevzd, TOfcd, EHICK TR/ E L tracer
DEADBRAZON, BHLCEXLON7 = ) FVRT
THD, 7= FRFEFFREH00,000CH0, F
DR TFRITE X £100~120A D&KL v 27 Th B,
72V FYRGTORRELETEEOS G £
ELTHD, BAMEETH L= v 5 A P &RL,
BroFFrEAETAHE LELARTHEE, FoE
PFIA S h, BTSN tracer L LTHV BB L
HiciE - 7o, BEECEWEOMEICE > CEOEM
MEFERER LI RIEDEERT VWD, os 2 EF
glomerulus @ Al 1% 13 fenestration % £ B2 3f
BB A, WEM I T2 pinocytosis D &Iz X b F
T D EEhTV 307180 —f IR MM b
fenestration 23 fEAE L 189160 FR/ICIHATIX 7 = V F
v @ fenestration 75 DAL T TR GRS &
W o R E1918T pinpeytosis iIZ & - T @ 24 Bruch
R~ rERT 5 ETHEA L CHR, Ehic
Ty b THIALOELLOBRbZLAT L
VNIET0) L - A Z o7 = ) F iR LT HRITFREMN
10AED b D TH Y, fl 2 XEBEAERTEDOE
BESEEERD 2 v Thbbasrr w7
T I VORTROF—F—ThHHE+Act~sE
AP AEG, FCTRIENADKTFERTH HWHE
7 v # v colloidal lanthanum #2834 %\ B R
ferrm - Mg EA SRS v 2 IR
I #& 1% <€ ## % @ fenestration % i3 L € Bruch &
L, oAz EMamkEE~ s A
% @ tight junction TZE X |E¥» b '™,
ZZETOWRTH bR tracer B L T2
% & (F11), MRAEBEEMIME O fenestration D@ iIC
BIL Tix, £ tracer DN TERIRIBELEF L 7o



FEFfI63F12H10H
*® 11
5 FE
fluorescein (5.5)~11 A
colloidal carbon 2504
throtrast 100~ 150 A
ferritin 100~ 120 A
colloidal lanthnum 20 A
dextran 125~ 225 A
glycogen 200~ 300 A

ZOOHIFEEZT S, KERIL, WL 2hOHIE,
outer retinal barrier @ BERC LIRS BE MM « Bruch
B - AR ERMias b, MEOEBEL, %
TEA LS O EIRKEEEM M E O fenestration %
MRS, ThXbhSvboERL THRTFEN
HAHRERE L Bruch [ ECHE IS, EH1I/hE
2 O O E AT 5 A%, BRI 5
bR EAT A EAERWEEHE AT
5. ML, WEEZ v YESTFRIF PRV OD
ERPE TR, ThEZHLMhEREHL
THWEEEZFo, ChiddEEAT S tracer & LT
BEGHTHY, ToFE ETEEREED DO
PEN L Ot & OBfic X s THAZILTLE S
fabkEr s, (W, BRLV- LB 5HFIL Tk
HLBREOEREFOLOTHLH) ToBaAnrbEH
KBNEVRTFEIVPEL LG HRB 2T D EHR
LA Pe s tracer OB A HZ S i,
Straus!™~178  Karnovsky!’®, Graham &
Karnovsky'®®i% 3-3'diaminobenzidine # & T # 5-{&
L LT@2 = LimX b, peroxidase (FHEEYT H £
54 H L 72 peroxidase @ 7z # horseradish perox-

| Peroxidase RiGD—# |

M#EMRBFTz ST oBIZE #1# L5

=®

21—(1933)

idase HRP & Wi %) pLBER KR L h B A,
TEEoBRELDZE, SHRIOBFRTTTNC
LuJftETh H M L2 #E L7z, peroxidase ik
MR TEEO—EThH, LA ICEXT S
BEFEXN LTRSS 5 & ) HEa o,
CoRGIE (F12) WRT LIk BoXET b
HARFRTEE L KFEEEEINETH B, FiEONFE
BRI KETH D, BEOKRKRIFTEEKT 1 vT1t
b benzidine ROEMTH A, TORIGE M T
AT ERD L S n s, BRICRIGHTER T 50T
7c¢, Complex I, II, IIl £ MEiEh pEERE —KEZE
RS EORENED AT WS, ZOFEHEN
EHRICERL KL CTGEL, BRET AR FROBEEL
KEUEHLBL - BELELDE, £4E40KE
AR IS EAE T B peroxisome DO H @ 72 1 BEFE
b OTH B, peroxidase B S HENA R IC
MHTRETH A0, Livd 5 F240,000, BTEH
50~60A LT YN TF 2 v s BERTHY, TOHE
Wbl BlloBE o2 v 7 L OWEOEMR
M BEET Hic ik is b HIEFH K18 5 tracer TH S
LEZ B,

HRP # -7 tracer HFR R £ TL /A < &M
Tl T &, MEEH LSRG EEM LA
1% HRP OjifitE 2T h, Shiose™ &I UHIh
ETILE L O RBERSHE S L TV H18029 M4
MiIcE A&/ HRP (&, @EEMOE ST+
Z LT, WRAGHEEE MM 2 & 13 BIEE 12 fenestra-
tion # 3 L Bruch % U* RPE flifafEps 3 L,
F#89c RPE @ tight junction 35 & OfifalEic X -
TEEEDLRE, ChbDH < DERERI—HKL,
PEIVEENOBEVLDEEZORSALCESTW
5, O HRPIZX 5ERBERS L UCERBLLHRNT
X oMb tracer EBRFEE DD, TRGIEERME % 58
TaMLLILE, TOHEORFOREZIRIST
W EhDECIBENE IRk L &IRFE
ThBH, B, REFBEMLECFETS

12

AH; OKFEEER) +H,0; —> A OKFRHSEOE{E) +2H,0
BILETEE + H,0, ——> MILBE + 2H,0

(DAB)

Mt DAB /05 0; &fTR: ——> osmium black
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* 14
S FR & FiE

HRP 40000  50~60 A
catalase 240000 52 A
myeloperoxidase 160000 44 A
lactoperoxidase 82000 36 A
hemoglobin 68000 28 A
myoglobin 17800 17 A
cytochrome C 12300 15 A
heme- undecapeptide 1880 10A
(microperoxidase)

heme - nonapeptide 1630 10 A
heme- octepeptide 1550 10A

fenestration DK E LW IT SN BN E S kv
SHBHLRT A RbLMBETHI L2, TOME
CFETARREEIChETC—RLiL oAb,
2. BYWREEE & tracer £ MMz LT
‘i1z Eh~<fck 51z, HRP DR FIX50~60A T
H5BH, Licdis>T, HRP X W RTENE HicBiie b
DIZBIL T %, fenestration ®A X & &\ 5 ¥ EEAY e
PR &5 i BE 2 MUELSRERL T b D EHE
BlahTxs, WMES Y2y RFhbdFRPEL
F20ATH A0S, T tracer (LEASHIE S A HE
s HBREOEEEL S 50, IREEEMLE DR
CEALTLESBAE, FoBkic 5 MlamE
DEEXTLLGERLTLE 5DV EInEEHE
W, Zhb tracer O FE B OB, EENLEKRS

AREEE

92%& 12%

WTHEETH B, BRB 2% 2 554 I XE KR
BRATR & OB &V O STERKRMIC S bhubhic
Lo THICHEERENRY L - TL 5.,
YIRS 12 35\ T, barrier D #EFE & BBl
D OILE N IR K& B % T H 5 fluorescein 7% inner
barrier T® 4 #E-EMMA & outer barrier TH %7
Bask R Mad - 2 TR RS leakage e =¥
Z & THA I, outer barrier DEE L LT, Fl
W P RS B AE S IRAS I E AR X 0 OB M %
5 WMHES I X HEEEE S BT 55, inner bar-
rier DFEE £ LT, BERFE BB @B IR 2E
FEWZ B} 5 EMMEAZEEZE LD 7o 0 BETE S H
Foha, ChbEED insitu ToOZE (b Baicmic
ChECHR+OHETEELYZERWICERZL, HRP
IFE S h 5 tracer DEA 2N LH K RESRK I
# A4 5 fluorescein % A L THFEFE L& LHAMK
Bic X BB AR B LN T E R, ThbhoBE
R, MEAFE EEMRCHEEEM0E S VoM
fav <L TcolEEND HEEITIE, tracer * fluores-
cein @ invasion 232 Z % Z & AFEN B i, BRI
HRAZXATEL WL 20O EFHDOIEYHLIERE X
fo i CCRIBEIC 70 B S le i » ool Tl e b,
F ¥, fluorescein AT & BEZILIFFABFE O L~
ATLMTARVE WS HIfI0 S S, Lib&EKHAY
Bie VO MEICFEBEE L 0 S HICEED O S TOH
R B, MEOHMMAEE LD v ETH
ZaAte Z LI EBIETEETH B, Lichi-T, 4%
bhbhBEESLTFH LV SThVIEE 2 hidisb
fev, EROFHENCH G 5 Mlio#ME LoBRE I
W TE ABEERE I, HRPEDEHE

*® 14
Cytochrome C
heme
A A
| | b
(10) PHELVAL—GLN—LYSL-CYS—ALA—GLN—CYS—HIS—THR—VAL—GLU-+LYSGLY (23)

———pe>

A
1
i

)
[}

1
I
[

i

heme-octapeptide

heme - nonapeptide

heme-undecapeptide
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R ZE TR /s tracer B FHMBM It v 2L T
BEETH 5 A, fluorescein D FRTH A5
~NA NI TREVIBEOZCE-Th 2K
T hAB Y, BohERCoWTEENT B
THI LR ELEEEEETHS,

microperoxidase (MP) (22w T

—2O & & LTE, fluorescein 127 5~ < - F£2
DTV X D B B tracer DA AR 2B 2 LT
HAHH, ToOFRBERZTOMELY L LEgh <, HRP
L b b B M tracer DEREOEEM T AL
DEFRLBR LMY T 27D bIERICEETH
h, ThETHhBACLTbhATEL, L& LB~
HRP oI RIEZFHVT, HRP 27z Lad L b i
7ok F oM RLFEIBIE R R S hts, Fhil,
il 2 (XEM M E O fenestration @ F @i 0 B2,
tight junction © @M X b #M# 7 tracer -5
CETHETOILBCELATDZ L Tho
7o208209) W b tracer D—EFE (FRIDICET, =
I & U fo agent 12 £ T peroxidase #% i% ¥ perox-
idatic activity OB EFFoLOTHh, FokHk
Hawt HRP & £ < H L Thp2020,

Z DT, catalase 11524 £\ 5 (20F HRP & Rl
hERL Lo R FERE2 o L2229 myeloperox-
idase (3449219 |actoperoxidase (£36%'®, hemog-
login (3.28%'7 & RIZHEHI K E WFLETH S, myog-
loblin (1729219 cytochrome c (11589 & e b Al
Cidl, ZFO~a70—7HRFodiiEd Ty
% Z & A6 peroxidatic activity (Z2:7 D 8- E D
REHRDHD, FOizd, =0 cytochrome & 5 Ll
R e Fhb~afld MR nE O b He
W, RIFE8d &bz &< /5 L, peroxidatic activ-
ity OIS Bk Fh 52220720 1 =T (F14) ok
Ko X 51z cytochrom ¢ % EE 2 Of pepsin TALHEE L
73/ A4 Bl L 2 b @ A%, heme-
undecapeptide TH 3, ZHixHTE1,880C, ok
FREEWILFME R T2, Livd eytochrom ¢
LB £, o peroxidatic activity (Z#9100f5845%
44, Z® heme-undecapeptide # X & I trypsin T
MEL, 73 /BE2M%E L7 DA heme-
nonapeptide, 3 % & L7z 4 @75 heme-octapeptide
THH, FFEZLEELS0THFEEI L F10A
THBH2, Land, Zhb agent DEMKICH T B HE
% cytochrom c 7 Ei2 b~ % & cremaster test D5
ApbAFEFCLTCLEVIFEI R IR T

MR > TR #18H- E5

23—(1935)

5280 T hbil~as% vty Oieh T, heme-
undecapeptide 'L 5 5 microperoxidase & W (¥ 41T
Ls Z-) 222)'—224).
4, BRB (241 % microperoxidase @ tracer 8
ElEDb, 3L F X0l T£4310A & flourescein @
B #8912 12 12 % L \» microperoxidase % heme-
octapeptide # AL, TORFE*FB = & ik
tracer e & LTl h o ER > Hob D L b
B, R, bivbhRIici<fc el -
U7 =" EWHBEAFETAOTR VLS T
Lizfffvwicoil, ¥ HRP OEAEREYITV-Zh
% C o MEIRE A0 B IR A I E M I o R B L
TORRELBEMER L, >3\ C microperoxidase T
b ARICHERD 5 2 BIOKBRRICIGALL Y & LT
LA E ok,
TTFHRPEAERRTH B2, MLl Tiker
T bBIUS v PRL B, FEL00g H7-h 10~
16mg # KBREIR L D IEAL, B X H24RMEC
ORI THERD 2 VAR ERE LT - 7o, Eikimkak
FRFHICHE L TR o ~7: Graham-Karnovsky
LN HE | T2 i FOEHE L B K &
FFRLBELL. chEth<bhTEiXik,
HRP G R#EEEHOE X E AR T CRBEBL (K
31), Bruch W7 @8 U C I AR 1 B B 40 fa fe ps
v L ([32), MR tight junction iz & » T X 1k
b7z ([H33). LT, microperoxidase i A %54
THAHH, HhEI0g H7-H10~15mg & HRP L[ &
HE AR HRP & FERORREICE 2 ER L THA~NT
b, JEHA BT IR M B A M DR
FRIGHERCEZDBAAP, TOREPLKER
HRP L i28% 0, ZhboMEh i~ EfHT
BEEAED DR - 7 (R34), BHEGH 2 ERL
T, EHICHMICEZEL TH(R35), M h ch%
#:8 L 7o 858 4>3 721 Bruch e <= 808 2 3 i
faEEMRECKICED R bhb0aThh (B
36), HRP %32 h b o Bl @i T 5 ot~
B EF W BE e iR S E S5 R, microper-
oxidase D 2D X 5 eflirE, XHICfIELERYE
DIE LB d 2 ik ote, —7, FEEMIL
BBl chEcofEodb229 HRP .
microperoxidase I EREH 2B ORI HIIZ 4 L B 5
Nt
FThTAME o LRE B -DTHAS
2, BTFBb#EzhE, HRP 0B+
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% 15
BahaFiE pl
HRP  cationic  30.0 A 8.4~9.2
neutral 29.8 A 7.4
anionic 31.8 5\ 4.0
MP 10 A 4.85

30ATdHh B DX LT, microperoxidase {X10A TH
h, ThETO Vv —4—HRI6EZLRTWE,

EEMIYEON TROKEIICKETH L VIS
B YTIELRY, Thil, tracer £V 5 DD
EEEE 2 556, W HR S S5 KEETH D,
e &b PR EEM M B L Tk, fenestration
DN E TR BERIFAL iThiE, ZORGE

RafEohivThsd, #HIcE 57%b, HRP & mi-

croperoxidase 73 DA g 2 HEL, ok
WAL LIDOTHAH, I T, ZhbH20
tracer DR FRLUAOHE L VI b ORI L TA
7z, tracer ¥ L THRIFRUMCEELFTIL, KoL
S EZbhD, T, tracer B F 23 FF 0B -
M2 v <2 & OFEEHE « peroxidatic activity « £
Fofifasts: - HiR(LEREO &M EB LT d
DHHTF B AL, ZhbofIcB L Tk Simionescu
DIEWICFEMAE B o W®E B D, iscelectric
point =2 F b ¥ F A EAREE LA L RIB A o & & HiE
LITHD, 2T (3£15) Im Lk isoelectric point
# BT\ i-#2< &, microperoxidase (34.85T, i
bR L HRP Type I, IX O£ MiZT 4B X O
8.4~9.2THAH &b, D%, tracer i FD
fafBERHE & LTIk, microperoxidase (X anionic &k
THh, bhbhdEH L HRP (X cationic B 72
L neutral FtETH 5,

Z OFRIT tracer LT O BREAR D C £245 [k
I EAMMEE B M T sHFTHDL LT HRD
i, tracer IR 1 % T M0 ML MBS 12 luminal P
el oM O R ERES K ICREE - TL 57
55, £ZT, bhbhRRcfiis X OIRikBEEM
I P BRI 3 V) B B 0 in situ TOWF7E & R
%

5. BB+ & UBRAR BEEHEILE PR MRAR (- B B IR
FIEO in situ TOHE

Singer & Nicolson = X % fluid mosaic model**"iZ

Hi£EE 92% 12%

outer

i
Vv vy

totmr&hicr e, MlEEXELL Thos
pholipid 2B 7e BB L 2 v 2 B L LER I T
V%, BEE L ion ¥ X UF polar head #4Hlic i, M
Jiz iz BE R © chain % {811 L 7 bilayer D IKAETHF
T 5, #v Az Bk olipid bilayer @ 7z i
polypeptide chain ##tiiA 8, —fTE T - TP
T, FfodmfiicsEl LB TcHEET S, toRAL
BZEM L icificii e« o RmABH L Tw5
B, ChiFoEEC T+ —KHEBELTWAGE
16)., £OBOEODHBELBETH L, net ORFEE
L CififERmE et mMEB L TwWb L ELBRT
\~ % A (polyanionic), #ERET ORER S HHAlICHEE
LT AR S VA, Bk E o BITeER %
Reshricrsbdhs, LichisT, b LEEMK
[ TR o FE AV E T H g, microperoxidase ®
BRSO RS H, Mz
WM E R FooFalEkcs | & bhed kil
BFHEIRD,

CoiciluEo EREZBRET S (Pl b
Mk v <A ToREEBRET 5 DICIEETOR
BANTRCHD) HEMRILFHIELELTE, =
m A Vg ferric colloid, &7 =% 4 v » + ruth-
enium red EH Bk HF 4+ (L7 = ¥ 7 ¥ cation-
ized ferritin A3 Hbh b,

(2 ma FEBE)

$aeg PETFoORMCIEENDO FeO2 £ FEHH L
Twa, ZhbhidfifakmoafEBLLoficg (o
BEMAERHE L, EEHE (50~100Kcal/mol) iz
BT asHELEASTHB E ERHB 7, Zof
ik pH 2.0LL Lo RER I b, Fhll Eo pH $#E
TREAHELVCHETH B, TR, TOHEGER
i fETIHVBRIZ L hrotehi, Seno HHE0-238
CtoTarmf FCH 2 FABEERAY NS &L

inner
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® 17

3T

.
Frozen cryo- ultrathin section *
.

=4\

Freeze fracture

b0 pHETIEET S LB IR,
Foawvf FTtHbFe-Cac A IEME MR LI E
¥, pH1.6~7.60MTEETH S, T, BRI
pH 1.4T{EThis 2 SEEORBEY, 4.0TR
Lo SEORBEL AL EF o AEY, XHICEHD
SEFEAL ECR IR T E v OFEEICK
&5, L, REELT=2s4 FEBEOTLK
XXOETTHCTHLAELRHTLID,

(vF =2 Ay FEE)

AL Luft®90c & b #iBaRE o LidBiak &
HhoBithEokHick bbuwbhTElk, 47
=9 ALy FiX6flion++vThh, HFhofy
ELBENCEETHLELLRTVWS, LT =7 A
vy FABETBCAWAA R I v ABERIGTH LR
FEEA LMD, BRI ETEH 2 F 7 A FERIR
4, 7oL, AT=9 s by FIRFERRICEMEA~
BAT B MWD T, Bz iiMlaFoRgEs ke
L T AmE WD XS AT IiEHT
HHH, bhbhifikd LT3, HBAOHE
OGRS R T B DITITE L TR,

(fiBAL7 =) +v)

% 7 =V F ¥ native ferritin (% % & & pl=4.6
T, PHERCRENTETHL. 7=V FVTTFO
Wt h v A F oA A carbodiimide T AL L A
#, N,N-dimethyl-1,3-propanediamine % 1,6-
diaminohexane % R-NH, B HFE L KIGE €T
4fRD18ET 3 vILEHCERIED E, 7=V FV
I ERAE (pI=8.5) Ik T& 5%, ChVERHO»
FA+ L7 = ) FvC, LB pH ORWETLHERAT

HiRREE 92% 12%

BEThDh, zrA FHELIRERY ZOBCREI T~
HThHDW T od k7 =V FvoFR #@F
7 = ) v % & bIZ succinylation L, pl & X £3.44:
3.8~ E T TRELE 14D,

GiEMEA R LB s & 2 oRBR)

2o FEEPHEL7 =) 7 v X okl
Pzt b LicSifricRfES 25 L w5 HEEL
Ti3, ZHETHEBEHIC en bloc TEE S5,
H 5\ iksection XER L CBETAHELHAVGH
TEI, Rz CHEERDDIIE, HBb B X
A7 =) FvHEFOLBHEOSBERT CHRIBATE
HEEORE X o T CRFE#100~120A)
ThHHZETHD, TORIEBETE O receptor 13k
WAEETH D EVOFIA L RE L HOFHRT, Bl
EAEYBRLEVWSLVREIESRIEBETH- T
4 section BHFHV A CTHW A IR EEThE, Gt
17) OEfO> = —=TRT L 5 HNOTAL E TIC
WERBERPETER LW AR, FRIZ,
B LR L EM L E rABc R S
HEETYH, HECRETHIRE LS X £40~50pm
b T 529250 Jge BEICARCERL
T3 L 5 eiBfric s} 5 &Mz o8% L en bloc
THROEBRILAELRBTRE S, ThlAO®BE
1wie i sect ion DB A OERE L WEF T E
CThifE#EIhB EWHZ Eicbish ko, £
=€, A2 MR luminal DS L EORE
R oo FERA VWD Z ERFELL T,
Simionescu L U ® % { OfgeEs-201, MEK
k35 b receptor DFMBEEAYREL TV
75, o B 7o @i lumina ] o #HIFLE O receptor
OBZC B MEHICEEMCEREATSZLTH
h, collagen T3> % abluminal o #8122
T, BIALE & LT collagenase ZEOEER TL h HiF
MXBRELTCRERIT Y HikE & > TW AP, DI
hbDHETL, FOREMIYHHBRERETS
ZLIITHETH BN, FICEHEAELV S —DDF
FLWERWb W ToLBLABMI NS 09,
brBEEREIMEHMiIhsERL BT LD
5,

i T—o0flEmLizy, bhbhb E elREE
MmE OBRERERMoOBE O diT, FFEAET20
um BEOH K ZER LT, #=aef FTHRAELTA
fo. R EREDRSIL DI, YHOBRADO—FT
@ Z R4 N ML P Hz MR luminal iz #s & (37D
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Freeze fracture labeling

(Pinto da Silva et al., J. Histochem. Cytochem.,
29, 917, 1981)
. Infusion in 10-30% glycerol.
- Rapid freezing by liquid propane.
- Crushing with a lig. nitrogen-precooled copper hammer.
. Thawing at 37°C.
- Washing in 1mM glycil glycine.
. Reaction with 20ug cationized ferritin/ml in PBS for
30min, 4C.
. Washing with PBS.
. Postfixation with 1% osmium tetroxide.
. Washing.
- Uranyl staining.
11. Routine procedures for EM.
12. Examination under a JEM 100CX EM.

DO B W RN -

=
(=T -l B

ERDIY, HLOFETCRRIEHE T {BDdbA
Tevolcd, H25\WIECECIEBER AR 5 i
h(E38), »ig h Ay —Tefefatb R LI, THhET,
%51 Bruch BEC 3 1) 2 TR AE S % 72 tracer @12
HERHBOTIRIR N EWEIE DL, ZOfFKC
BLWThIhbe—p—FAOTHENZT-lREN
ZHERTWA, Lal, WEbolt k3 h@EkoR]
BAEETHAZICLHLT, AT TCoRETCREN
TORELVEVH DT en bloc TORER I
bOHALN D202 dus (3IEE ICHBLREY T
LT, £OBEMEREVICOVWTHLE TV AHED
Rohzs, wEvofek 5 icdRie + okl ik
THELREEZBLORTTETH D, BAO—BS
DREXRY EF TR LTS EZ AT, £OEY
P S S EERIA R B,

freeze-fracture labeling %

Thtl, ToRE:VIMBECELTREDR
BHRAETVWTWHELIWTH B I D, Tz on
e E R L TaRo s, T HE T freeze-fracture
labeling Z*09~28C A %5, Z0HkIE, BN
FETD2L O RBEORTYERTH0ELT L
5, 2EDRBELLWEM OERE A AEICEE L T,
BECREBEACHRISEETOANTE A ~EH L
e ECEBT A AETHS (EID., TohE GE18)
B L URAERT &2, Bl sNch s HfED
SHOICHMEERL X 5 & Lchs, Besdsrso
TERELTH, 7 =V FvirMBEY S I3E8
Liswl, ShicMiEEEE LM AETCh S
W, TOBEANBARET LT+ v 2LIEFIA 0,
ThichlE, AfBcku-TtHREY»SS T, S8
WMELTEMLTLEY, ~—H —%BHEIRTIA,

MERBEFTc o\ T OB H1H- L5

27—(1939)

£ 19

Frozen thin-section labeling
(Tokuyasu, J. Cell Biol., 1973)
Fixation: 2% nlutaraldekhyde in 0.1M phosphate buffer (PB)

pH7.4, 1hr, 4C
Washing : 0.1M PB, 30min, 4°C.

1. Infusion in 2.0M sucrose in 0.1M PB overnight at
room temperature.
2. Rapid freezing by liquid nitrogen.
3. Cryomicrotomy according to the method of Tokuyasu.
(J. cell Biol., 57, 561, 1973)
4. Recovering to Formvar coated grids.
6. Washing to remove sucrose with PBS containing 10mM glycine.
6. Reaction with 20xg cationized- ferritin (E.Y. laboratory Inc.
San Mateo) /ml in PBS at room temperature for 30min.
7. Washing with PBS.
8. Refixation with 1% glutaraldehyde for 10min at room temperature.
9. Washing with PBS.
10. Uranyl staining.
11. Embedding in methylcellulose.
12. Examination under JEM 100CX electron microscope (EM).

ZOFET, 5 ELEM s EETE (¥
30 DX BB LIC VCAREASICS T2 ER L
ARETHDH. kXL, ZOHEIEK SheEHET
LRIV ETS IRERLEL bbbk ic®, |k
CHARMEABETAL VG L5 MR E X
W, EEMBEEAFE EFME apical H(R40), (F4D
BEERH F A AL7 = ) 7 EEBM R Z 0 R
AVWTRbDOTHBEN, RELBIEBAO—FORE
BufEThHDHZ Ldbns,

HAEEEY AR

b H—oDWRENE, BEUH T bLTRILSE
HHETHD, bbAHA, 7744225 b TELR
HE5hBumoEEITH L RPMBckbivo
T, FTHERRAERL, ChyEEEBNT L
BHOBEYIFAERTH 70 b —a®HHL, %+
D4 7HORERZTHFC, HELLZFE O LE
HBOBEDHEDFBTH DY, &5 L1BbhHE
BOBRBYROE S LRI F500ATHh, BEED
BLWHETE IS HWE T bESILEIGSAL IS
BT 5ERIT), flaifERSEREcI Ttk
7= ) FYEOTHMELEE LILES, PRV E
OBRFEUSMBICe B, KE2b LD Lz 0B
BEBET 5 7291 Tokuyas? iz L - THIE I h
b OTHBH(EFEL), Tofrrd e, WEkAEA
CIERFE LA ey, ZOHKSEET R B
HAusn e (H42) 0 L 5 cHEBC TS v 2 5 4
S AE S ICRETE S,

(MEAE ARSI ARHE 7 =) Fvoid
HREL)

EFDIS BRI RNE, chb—o0BRHE
D35BT, BVl TosMEBENRI B L5 8
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T, HEBHAEGE -T2 LEBbA 2,
AT B AR T b R E TEEE T
WELCWAEEASB LA AEHTH X ki h
B fosd, AMcMiREEZBRE LTI
freeze-fracture labeling i HEA@E L T 5, L1
BoT, ZOWMEXHFHLTBERZRSILS Z £
EfE > — BT oI IBETCH DL EE L
bhb,

% 2T, WAEEEY Sy A CRBE S % LR
EBEWTHHE7 =) F Vv ORBEHMEOBELYT-
fo. (43, 44)DHRIC apical Hicds T b EEHICE
WThaFA L7 = U F il cER ST
B, T=Aat7=VFvoGERELLOBICE
H 5 (=45, 46), freeze-fracture labeling # & A
BRoBTR (40, 4D B8 6hd, ZoF:L, BEE
FE LR MR LR L VS BT L TR A
MO L 2B I - T E&RT L
DTHHL, EEEHEELHE ACHELT5IRE
ERTRERTHA,

(AR I B T 5 HE 7 = U 5 v OREEH)

WEnE okt srFA bz VFv T =0v
b7 2 ) FvORFECOWTEHELZ T, 7,
(347, 48) wh 4 vib7 = V + viEEW L TT.
FEEEMER A sTRERSD LI, AT
vk 7 = ) F v IREEAEOMRBECER IS
Lo ARE OB SR L ET LTV 5,
Ch&7=dvi{t7 = V5 CEHETS & (X49,50),
BRI E AR R bR VY, Mo ERE
filicixErchrrEEMARoh%, ol
RE G A I B P B B R R A R Bt v Bl < TR 3 A 1
Micd 50y, RERENMERE D L ABEREARED
HEMEHFETH LD, Rt HERMELRL
R EiEileb,

(RIEEEMOFT KT H2HE7 = )V F v OEH
i)

MEEEE ARG et s L TR RIEL TS
ZEpbhbolett, MIEAREEMRELEELAT
outer BRB #H L T\ 5% & £ TV % Bruch [E%
R B M MR O R B2 & 5 TH A 5 4, (5D
ORI Bruchf[ B3R v a5+ vz =V 7wk
CHESLTWA, BruchlEizE s LT=25 -7 v
PHERERTWAEY, ZhixBb 27 -7 v
DEHICHELTVAZ Lict b0t Ebns, (H
52) ORI T7T =L 7 =V FVRIBEALEEEY

HIR&EE 2% 12%

A LTWwinhs,

WR A =5 A T A P BB s T, i3
TepFdvibz = VFvoiEENEDLRD, Ok
£ P VR &% B8R A UL o fenestration @ iz s T
i ) BHFICRS bR T3, BruchBicH+ 5K
BRIz T, BERLPHE T 00N 74
b7 = ) F U RESTERTH - 1 (F53), Thick
LT, 7=4v{t7 =0 Fvixs s bAaloMiame b
BER S 2R EIC(ES), 2oz &b, PRIEE
BN BN e & 2R, F
s X OB RE AN RREE & & Bat o fif BB A 03 % < Bl
FIL T3 aleeME 2,

6. #MBIRE & UIRFEIREMMDEMAIRTE & tracer
DEBECOVT

(HENEE AR I & FH BT 78 & tracer i)

AR B MM AL > O FEE P i [7] 9> - T 1 microperox-
idase, HRP & & it XD b ied » o, ZORER
RED B S tracer NEBLHLLEXEDH LR BB T
HHHb, FEEMDEMAREEC I CTEgh Rk
REMS tracer FaM it i XBAGR T B ATEEME R e b @
EEz RS, EPEANICY, MECEMDEN Lk
ity dod 5 B fenestration (X782 <, ZOEME
2 Th, MEKAEL T TE B all or none 12 %
EhazlFFEric v, rhtded BlRkR0T
HHEMEE 2T, BB O tracer DD %
BEECBIST B & b id, T L AR tracer 2T E
Ry, EFEIE VS X5 IR
ST 50ht LA,

FABE MM I3+ % HRP o F&&M B L i,
ZhET#obnBHENRLEhTVS, ChHoR
(Z—tkic HRP (2 EEEMLE 0 TREA 2 S FBES~
DOFERERD Tz, ThTix, FENAG»LERE
MAH DS BB LEDRIC > TV 2DTHA D
7, Raviola G99 238R4E L= A KR T, MEI
#5 L HRP (MEEEMALEFHEAMRE TS
Exkdohsds, BT#cis L HRP 28EE
MM EREN D CEEANA~ERT S & 5 HED B
HERLTWA(F0), HEL, EEALOAFA~D
%1813 % # o pinocytotic vesicle Iz & - T#EIEh 3
Evh, ZORRR—OOEELBERERL TS,

WRAGIEEMIMAT & R0 b, HARIC fenestration
A LW EMME o 50T, tracer DK
REICBIfR 7 < & CHIMREE A PELE T2 EF 2 hh b T
LRFEYTHAH, HLaL, MEMEEERMEEELS
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FEAI634E12 5 10H MR I >\ T O FF%R
£ 2
HRP@® BT &
vesicular
transport
BEEEnE
® 21
RPE
Bruch &

choriocapillaris

H1E - LB 33—(1945)

<, KEREMGBEREL 2RV EET DLV OIR
feAENES, BRI EEN~F L 5 — 58T
@ vesicular transport & o] 2@ HCBI R4 2 WHEM:
FRWEdB0ndh Lhady, fEEREEMRkoR
BEUENTOMNFOMERICL > THIBEAELT S E
DG ST 509, —ficiifaERm AR H R
KBk bicd, EMEOHWEOHNMYAEThT
W ERBEEE U LB s TR hE
DEEMETIHEIBEIATL LY L0
o R AR R AME A5 B WL IE T T R
RECHESOTIEi v & HE X T 579,
Raviola H#°% H 72 HRP X Type 1 ¥ TH -
Totedd, SHLELCREEMALLENSHL, M
HSE=E R LU P BSOS BBE o2,  BEHETT B o0 S A 4%
Do, BEMERN S SV o RBTBELY AL
TuwfeZ &b, HHOBECE L Tilh v b i
MEEAELTVWAZ FEEEVEVWEDERDbLRS
(3519), 1M M EAMKEIZE N % 7 2 pinocytosis iZ
Lo THERT AR L, MEECHEREI—2D)
6] i % ¥ - 7 barrier fEB B E L T B icE g
\i,

IR o FE = i 1M1 B A BB BB, & tracer Faid)

R 4% 826 &0 110 4 1 R 50 24 9 12 fenestration & &
7o, ZHETWAWAYENERIGEATE S
LEZBRT R, BEEMNCZoERAE KT A
Fi3, WHEOGTELE fenestration DEETH 5 &%

22
> . 2 bhT&iC ik, LrLthTix, &
AMATFE Pl FEDA ¥\ HRP 26 BT 50K, £hID
hemoglobin 28~ 32 A 7.0 /|~ &\ » microperoxidase 2 @EBLIZS W ER£L
. F HRETAHEETHSH, = 2ig, b LIRKMEEEMLES
e 364 80  mmRBORESMETS LTS OFERHY
catalase 52 A 5.7 TEBDTRAEVIES S B,
& 23
| 304 60% 605 304 604
RPE
_______________ 604
Bruch’s
membrane 154330 43|
Choriocapillaris "
=’ HRP Typell TypeVll  Type IX MP
(neutral)  (anionic) (cationic) | (anionic)
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IR DRTES G, Bk HE 15 E M 10 P R I
fenestration DA & & TH7R il < BEEICHE L
TWwaE Ebibhste, £5Thid (D XK,
f& 44 o> 11 7 % & > microperoxidase 738 FEPN M B2,
51z fenestration O FICITEH D IZ < 2 E b, HiE
MREL B LRESWETES, M, ERES
0B B LD HRP @ 7 4 A IE M~ % o
PFTed, £E L LT, COENFEBEOE T 5
TWabhDEEZ LMD,

Z T LERE LT, microperoxidase & FlfE7c
FHl ~ A 0 FaB M A HRAE IR E A I C 2 o SHR
LHEEN Pino bick o Tl dh T30, Hubih
Te~sEAZ(FE2D IR, $#: D hemoglobin Ok
TFEM28~32A) 1xEFHEOR@EHFEBL, b1
# F 4 v Tk % lactoperoxidase ORI 728936 A) 4 [d
BTHhs, LIANT =4vTh5 catalase CHLFR&E
#I52A8) Zaie b ORFHEAMEAL THEAB LRV, =
b b, WEOHMBERAES, NRIEEE M M0 % R
CHRL{EGELTWBZ bbb, bbAAZORER
EEELTTIE tracer DR TELRALD &V HRIE
NBBHicd, kKizbhbhiiE U HRP T4 BRI
MR B Type & b 5\ T9278) R 4608 =C 4 (146 5
B DORBRAFT - 72227228 Z itk B L4 To HRP
FFEAT A8, PRIGEEMMNE, Bruch EA@MBL T
MR o 3 b BB i B T B BRI A Rk D B kAL
HRP (Type VIII) THbEBV &5 BELHERLH
Bk e o1 (323), Bruch b EHCHELTVS
EDNIH, TORLBEHNENEOEREZEL T
HPHEENERTHAHZLBMEVWTHAH S, KF
H B EORBRWEIERIZ 551 Ti22Y, Bruch BEoHE
EAEETALBEL VD504 HbRE,

7. #HBRRRFTE barrier (oW T & ®

Blbo X 5w, mEMNEMaEZhEEoMED
Wilec, gEoPEOBERM HBE= v r—1
LTWABAENLAD L Z L3I THE, hETO
B—Dr - —FHAE0HROERTRECHET
HERVWHEERETEDL, 2EhEbbhb 2
BREERVWEDOEEBICOVWTORHB LA HER
Mote, Lnd tracer AL T 2 XX D5 TFEO A
M E &, TOHFERETTFREE S HED
HECL->Tav b r A Ehb00 X 5 S A
C—RILLTL ¥ o7, SEbhbhsir L MR
fif 7 barrier LB L ZH < H5H V8 T oA OE 2
FtTsbocihvntBbhs, EBRCZ o

HIR&EE 92% 12%

barrier X ED L H @ EH LTV 500 OMT A2 H
ZOIRERFNREDLETHALELTH, WECERE
HIEE A —E 1T 5 12 I, barrier e TDHE%
ExbTLEIREEWI I EEE LI, flx
VEM R 2 BB 3 5 B AT R « BATEIR B D ©
FERAMEEHEL, Fhick-Teke LTo®mans
AV bR —ATHRLEWIREEBEELTWE0ME L
fifev, BB AA all or none @ barrier &38Rk H,
HHLBRERBEOBIECL F0EBMITHEILE SR
HHL, HEBREMEBRLELLLTLEbIZEhE
back up +5 & 5 BB LEFETLIOTHLY,. +h
DRI B MAE 2 5 X BIcHITICh@E LBlo Bk T
@ barrier DR EI A R THEEAE LEMRTH D,
PEEMMERECHFETS 7 ) 7THRTEE VA E
By, k0BT, ZhbMlCs 5B
i, roilichEo®milict-Tavibe—1 X
hTwabohd LAk,

Z® barrier BEEICBI LTI, EHREBCs-TH
Ko L EZOWRMBVE LMD DOH B Lo T L
fodh, TAMHEN LR TEOREE®RSG W2 HEo0
mEWHEIZBL TR bbbV IRETHS,
Ll 2ie—203E MBS 5 A FEL T
5, BAMABCRT2EAOERAKE, ToRAOS
FEBIUVRBEOREBICL-TELEERBEELLR
Twd, EWEET ARG EMOERFCS TR
IHETOWIENLE, 2Ft b7 = ) FEE5H
BELFET D, oL BIcHELTWS
7z (polyanion), IETFEDEM MM LT,
AMEOEAN 24 albumin B @B LIZ{ W& X
T3, o polyanion W3 5 34 el F13,
YTNBER VAT I Y A VEORE A 2 S8
HTp hsosn, EHlllEiicdae s P
I o THBOBTAKEED - LAHNLDLAT S,
LAY, EBRNEROBMIC I T, BEORNE
LuRHlic st Ehn bEtE & o SR L 5 @@
DREVEFLTWEZONEEI RS, b FEBECET
% biopsy fkic I Th, WEPIC i 75 &, F
LuWEARAFRTIEMZE, ZHhb polyanion BE 4
ZBLABATHLEENATVEY, ZhZEFbhbh
T X AR I 55 1 % 1478 @ barrier & L T
DOEREEHERLTWA L 5K Y 55, RigEe
MR OE I 5 2 h b MRS E barrier (2, 1E%
KEWTREHDOERMY e av b r—ATBHE
HTRERRWEA S, —BEhNEEEINE &, [RiE
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s BREE T 5 A U (R FBRE AN M 2 S IR ~ 25
READRHEALZLREONE Ll EE»ib
SR A TIEEI BRI AR e M A X 7
THEEYbhLbhEERmCE L {ERLTW-20T

B EES b, S8, EBRINTRELZERL T,

O barrier ®BEIC o\ T X bIC S HICHK

HLTWwLEFEEP—20BBILI-WEBSTWS,
= # 4

=1 HERY barrier B3 & 4 B 2209 barrier B ©
WAoo HHE

%2 BRBIZ#7% inner BRB & outer BRB fl
i)

%3 BRB, BAB, BBB ®#% barrier i 3517 % %EH
He M barrier & EETY barrier BRI,

&4 Na-K-ATPase enzyme complex {2315 i
BAR. Q) vEBLRIGE, @i Y v ERLRIG %
T, RIS ksW»wTi, Na 4+ v 3 Es#asN~,
K 4+ v 2 @rERA~EEHcEXEhs, 20
5%, K-NPPase i&H:x@o i v v LI % (3
+5, CORIGOHE, ) v BGHIEER T~ £l
Eha,

w5 MEAMCa 14+ v RBEBBOEAR, &
%, Na-Ca ZFBARIGICE T, Na A A v OB &2
Na-K-ATPase & 0T % & vvbii TV 5,

%6 cGMP# X U'cGMPfU S # A M, k5
AMPase ¥ X U 5'GMPase (1 5'nucleotidase & [&]
RTHS,

®R7 MR I UBRECETS, SMAREAEMK
fi£ I o> PDEase itk 0 Bk L 4L H IR B EIE © Na
F v v F OB OREE R,

£8 MMk sH B EGTPase, Cyclase,
PDEase ® Bt # =3, = OB & KIG X Adenyl
cyclase #RIE(L L T, MEEA cAMP v~<a % ER
ET#4 L, PDEase #iEHEIL L T, cAMP 5\ 2
VRAETFFEATREEYND D,

%9 WEAE L EHBCET S BEREEORED
#H

®10 bRz X OUn A AP B EE o B R oK
=

*11 % tracer D5 F&E

*12 KFE - EHIC 1T 5 Peroxidase LD —# 1k
=59

#£13 %% Peroxidase tracer ® & & T8

%14 Microperoxidase # (X U ® & ¥ % {£ 4 T per-
oxidase {F# @ i #, Cytochrome C % pepsin %
trypsin TH{LLT7 ¢ /BRSO3 5,

%15 HRP # X OF Microperoxidase ®F %h 7+ &
LES, HRP o &M BRI D Type FET
%5, MPRZAECHBELTW3,

®16 MiaEEREmOEAR. MafciRs z $hsh

MFERBFIC oV T OB 8 1#6 » BB 35—(1947)

L THEETS 2 v A2 HOREO ML L o
2k > TEMRICHEL TV,

F17 HiFSEEY A B L Freeze fracture BE3k iR
DEAR, S IBREDELEZFE- T3 &, B
HmOGRAT BRi b B D S,

%18 Freeze fracture fEikek o F R0 K

}19 AT A EE SO FHE 0

x20 EEEMMOE-STAIWTEATZS S
HRP & IiERFE 2 - HRPDH X, L UL h
Fiucmt A MO G R A R T AR,
PIREEEE S BB LT WA DS, HEEATRER
BTG L FET 5, vesicular transport X
FHEA»HLDOHRBEDHLRD,

#21 REECHOFT ST AR BEREL, EA~
P E o tracer OBH X, AREMIZE < BICTTE
LTWb7cd, ARBEO tracer (AL W, &
SR BE AN I AF D 4T 7 { Bruch B, @A
FEEMEELE AHEIR TR, BEHKT
£ fif & barrier L T\ 5,

%22 4 peroxidase tracer DA %5 FEE & ETE A

%23 HRP OffRA RS type o5, RGHE
#B M « Bruch BB EH, PTRAHEL TW
% Type VIII 0@ b B, ZOREILMP O
A & Te BT 5,

E 98

Bl =rxy bIEFA~EE 2N HRP i Bruch
B (BR) %5, #BEAE EAHREERER L O
s ©F 0BT HIE S B, OS [ Rkt
&, %5,000

B2 #* o tight junction & (%&ED) DILKEH, HRP
FEAIEE R T BEDHHMB, X46,000

B3 =rx. bEEGaEEEERORRTE, #E
P9 ~I% apical villi & % B, ZKEHIZiX basdal in-
folding % & SRR 2R3, OS @ ket &s,
BR: Bruch §#, x 3,500

M4 3o +@EEGHLEOEHHER, HEMEN)
k> T Eh, oM pericyte (PC) BFHET
3, X2,500

5 = aAxy b f@BIZET A K-NPPase @ X HAM
TEHE, SHE L AT, BB D L REAESR
LM (PE) OEMIREIZA L Licyw, X400

e =rey b MBEECKEEMECET 3K
NPPase O EFANIIE ., RICEY T, MR
(ZHE&REHD) woAi R &h, apical MilalE (KH)
EES Biieys, X4,500

7 =nre. EEAEEEEREEARECS
% K-NPPase D BHHEM O K ER, KIGE®
i1, MEOREMESF ) CRD LIS, ORI,
Na-K-ATPase iz #51+ % K-NPPase @ V v 8 fir i
Fimic—#T %, x24,000

@8 ==z hi@Eizisid s Ca-ATPase ©FEHAR
E. RS EE AR A (IS) 3 X o8R8 - Bo
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fa (PE) ic@bbh b, X400

9 xEAxE., bHEEICEITS Ca-ATPase ©ERR
G, RIGEYL, SRR (CHEEA) IO R
Rbh, apical Ml (RZED IizFd@® bhioy,, X
LIz ML s r 2y K 7 (AR R
bh B, X5,000

FE10 =A% b BE &M 5 Ca-ATPase
OEHARIEME, UG apical MERECRE TS, &
HICEHTEIC b RIGAED Hivs, X5,000

Mll »=A3774—¥ EEMRIEST 5 Ca-
ATPase DEHRENE, JEH 158 IEH apical #
R RETS, SbicEERI rav P 7 (R
F) % X U'HE @ basal body ic b B BHR B, X
5,000

F12 7o + MWEEEEEMARICE T % adenylate
cyclase O EFAFTE, FUCED LIE G F ik
apical villi Mifalic 2 B 5 2%, HARRAES (0S)
CRENCEBNEDLTH D, &bz {EkA
gap junction (&M b EET S, X15,000

H13 7 » F MBI T 5 guanylate cyclase @ Y5
MRETE. &R (0S) & X o
% EEAl (PE) o ZfFfE+ 5, BEE-AmE
(RED) CREIGRRE BRIy, X480

E14 7 o b M@ EEE LR ST 5 guanylate
cyclase DEHAMFLE, sl iEED, SR E AR
i (0S), MR i apical villi M X 5
21 gap junction LR B 5, x 13,000

15 7 v b MBIz s %5 cGMP-PDEase @ ¥ Bty
e, EWcEE A HMRA SRS (0S) 1o
M EE A (PE) oL ffE+ 5, #EEM
M CRED SR bhicy s, X480

16 7 » hEEGRERAE (0OS) ki % cGMP-
PDEase O BHEHRHAE, MG X HHEE, FBERE R
ET 5, 55-RUGHEMRP A (1S) MM 4 52
His, x14,000

BE17 Z o r B IZ 315 cGMP-PDEase @ ¥ Bif#y
BfE. cGMP #&EEic L8 L3R h, il
S (OS) DFEIGE T DBV, FHic ok B
(OP) iwRUGHHBT 5, X480

(18 7 » b fEME B % b5 k1 5 cGMP-
PDEase O BESANRAE, 58\ TE A%, RIS T
fiE (0S), #@hEtask ksl apical villi fERaN I R
b b, cyclase LixR7cH, gap junction 12 (FE)
SR Ly, X19,000

19 7+ MFEEFEEEMBICESTScGMP-
PDEase ®BHM B, & M6 FE L EMk
apical villi BB B 54 % A%, 4 80 A 0 P 6
OS)imikiz & A ERB R, ¥ 7 gap junction iT
(RED RISRAEFEL feu, X17,000

(20 7 » MK EE EEMAEII ST %5 cGMP-
PDEase =%+ 2 BH#E#l o IBMX © Zh £ 0 &5
H, Sl smimfiE (0S), Mt bkl

HIR&EE 92% 12%

apical villi il OFEM ZZEFHEER TV 5, X
18,000

B21 7 o BB GTPase iG¥E 0 X H
fE, EEES A ETEST (0S) 5 X 4R
sk b fle (PE) iofEfE+ 5, %480

E22 7 » bBIEICHT 5 GPTase iHHE 0BG
fE, RS2, RAIREAE FIREL(0S), M
MR apical villi B R Hh 5, 15,000

(23 7 » b %L P B A B i 35 1 A Thiamine
pyrophosphatase i&itE O REAN R, FIGES LR
MM oo B/EL, A (L) Mk
iBdd ALV, X9,000 CERE— B Lo firEic
X3)

24 7 » ¢ #2315 Thiamine pyrophos-
phatase iftE D KFEHWFE. KGR #ELRE (OP)
i HEMME RS RS (R, HMkst
(0S) i ERMilE (PE) xR bhiou, X
650

B25 7 o - #ELE N KM 53 % Thiamine
pyrophosphatase /&t O EHERYEE, RICIHEM
M B & R b, BN (L) - ROERENm
Rt bR s, X25,000

26 7 . +BOEHNEMICEST S Thiamine  tri-
phosphatase i&# DB RHTE,  SOICE ) (2 R e
Al DR RIEL, FREM (L) MEBc iz
BA e\, X16,000 GERE—HE oM@ Eic X
%)

27 7 » » MR DE A KM 35 5 Thiamine
triphosphatase &t D EHAY R, RICEY I LE
el b, EREE (L) M b4 #E 6
Hifsus, 13,000

28 F » b#llEIZ31F 5 S'nucleotidase &1 @ Y
MIRTE, RIGEABIKE (OP) »H@itas (0S)
i CcERTHY, BHMRCEREL VS &8
B, HHELTGMP 24 butz, X480

(29 5 o b RMER M 33 5 S'nucleotidase
SO BIMRE, RO (L) Mialkicss <,
BB i, X 22,000

E30 7 » b @B E A B MR s B 5 nu-
cleotidase GO BHMRTE, IS RERER (L)
HaRE i 4 ROE R R T & B SRy, 6,000

F31 =y b BECHSTEBIIRAEAS L
HRP @ R TED SR FIIE, JRis I E A 0 5 A 8 L
o tracer (IARAEHE (CHD 286 < oo T\ %, sl
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