Loy

P 4 1) I S DR

FH A

FI30FHI A S 5 IME

THDHYZIZ
D 5 hS,
DG L TWbZ ERbhosTET.

1. [EUBIC

T IZHANDBAD#4000 5 ABREELTED,
WHICBWTHELBIMBEISA SN S, FIILE IO
WORKDOBERKE T TH Y, AR 1077 AATEIMLE % 5
K& 2P RHREHRICL > TEL BoTWwd LR
INs.

R AR oBR B, W, KA LR, E
MRIFMENP S, S FSELRERTREILS I EDbhsTw
5. HTHAEOBFHEN (HAATIE~10g/H) 13XL
BRENHLEIATHY, 1HICIgUTOMES LAEIL
HBVWHEKROY )< 3IA4 74 7 VAR > TEILE
ERSBWIEND, BIEOEEEITIEEE D S v,

AHOMPFE 2T TR S FEERER TR 2 5
FExAHMNICHHET 2720, RI10EH T Y oI,
HE D2 FEAFE A AR D H IOTEPEALIC X % KRS R %
Ll - BB DRI F ORIEICH B &£ 2 Sk T
(PR ImE) . AT, REMRSROEETENLx
72O FTHEEZDRAH = XA THRIEDH W2 B3
T 5.

2. EBHNASEREOBERERICEL 2EME

HIROMBBIPN L o THREEMEDSEL L0 L0

FED R D —D & L TEIEMIER O R
g O5) PERIMUE & V) SETHEOS N TE 2. MED EA
MEZ b LA, WEAREG I 7 S22 RS D 2. EIEIZZ O X912
2 BWH, E O RV E A ORI EEY TORTEZER

CNHIZHE T M L L THACRRSR D RAED 6 < 5 ZEAHER OB T

SO0 SE R S B S B A S E 78 BE AR AR R EEFZE L = v b
(T226-8503 IR TRk X S HE T 4259, S2-15)
Pathogenic mechanisms of neurogenic hypertension

Masaharu Noda (Homeostatic Mechanism Research Unit, Institute
of Innovative Research, Tokyo Institute of Technology, S2-15, 4259
Nagatsuta-cho, Midori-ku, Yokohama, Kanagawa 226-8503, Japan)
DOI: 10.14952/SEIKAGAKU.2020.920487

©2020 ~aEAEFIE AN HARAA LA &

Aefbsr 92 BW 407,

AL DAFAE DR S 1,
JIZEIE OB, AC, K
FAERRT 3%

BRIZOWTIE, BWl, mEdhoFr vy aft
(Na*) D LR 5720 EEAEIC X - TIES
LARDHRAL, MEEIEART2720TH2 LHTSNT
%t ﬁ$ CEFINAMEASREETME I AEND
A, R A (MR A R % 13 U &3 2 ffilast
M@ﬁﬁ)é@t%ﬁ?étw,m&¢®Nf%§ﬁHﬁ
BYEICE L B EIFE 2T, F77, BRBERE A IE R
THIT MR 2 Na TR IZHRIE S D 2 &5, BN
i E % ST 285 & LTk, AR ITE X

Hbhs, —hHT, SMEZERETONaPHIEIZ E 5 Tl
AHHTHY EFR), SMEZEROBEHLE E i
5.

EEEEICL > TME RAXNA LN L GRS %
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D, BEEEAHICL>TEMEEZRT I LT AW (f&
WBI)LY . —F, WIMLEZFAEL Twb e KRS
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Ty ML CTEERLIAD S8 ICh o TREEA
QUEH) 252 THEBMEERE L7120 LI A
WATIZZ D, R2EBICHho TH AR 5 L SILE %5
WET A ENbho”. ZOMFEEFIZMEH 7Ty ¥
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H1 A2 WEHEI L 72 & & O No BIE TR 2 & HAER< Y 2 OMEZ{LO K
(A) Efi 2 REICEM S8 2 EBMOMER. SESHMICMA T, KAKE2%EHRICZRLCTHHAETT 5.

MU 7 & ISR O Na IR I3/ 10 mM EH-3 5.
(C) JBH DIRFE & A OBREFBICURED < 7 212 BT B IFE 0 HAHER

P —DREIC X o THLEZHIAET 5.

B)IMEOIMME=5 1) > 7. BHIRN~NDILE X ~

(Q41RT). A2 \RER L 25 ER <~y 231 HZ@B LT, FAEEONa KB~ 2%, @HREDO Y ALY
LEVIEZRT. (D) 248 OFHIME. EEOKEBIUC LY, FER <Y 2 TEEIMEAR 7mmHg F5H-§
BH, Na, K~ ATEME AR 52w, (B) A7 T v 7 — 5 REOMERET. k41 & ) —EBZ

R EFAD, MEEFICHATLTREIS Ev) Ml e —K

2) BMEMEFTEEM

BIZMFERIMA T, M GEEN) (TREBR L 72835%
%@ﬁlﬁyli?4v?&%ﬂ%@bfh-@ﬁ%@%

WCHBEBEEZRIZTTEV) T NI TER 222
mmﬁﬁm%%KEu.&A%@éi?i&@ﬁ%@l
A7 BN E %5 &9 DOHaD it (developmental origins of
health and disease) 2SR X LTV 5510,

WEMPZF TR L, BWRICBWTHMEDORHRNOBEE
BRERDS, TDOHBROM - RO S F EF 2 REIxT3 5 )X
ISP B EZ G 2 52 Mo TWwWAS. T ATy MIC

4~17THME A E2 5.2 %L, ZONaCl= 26 U C,
HOMEN O NaCHET D TE AT & 2 2 EMEE O IG AL
EE ER OSBRI A SRS, 5y hOREN
WM D7z TIEISEE L 2 Vw'ED T Y V7 vy
Y1 (Angll) Z{EAL, €% 1EZET T, 3~4HHIZH
7coTh ) —EAngll 2 EAT 5 L, AnglliZxf L THiE
ENLRIEHBIDLND Y. 2O Angll 78O 5 LE S HE
DM, FROTIV AT LY EEREY, LSF
V1) RTNF-a'Y HEADBREFICL o THAEL S, /2, 11
JEWCHEZS 2 2VWEDOAGIHLVIETIVEATT VI
X BHIALE O EL, 2% EIEARAMIZ L 5 5 MEFEIC
FLTHALNEY, ZORHEEICIE, L=v-T Y

FF vy U7V RATFT Y% (RAAS), NMDA Z 31K,
BDNFIZ X % = 2—u YEH, BXOBGMEHNTOHS
HEDHEEENT WD,

3. FRPONTRELRICLZMEELER

B O Na B D LRI TIEIN S, EofRikix
IR PRI mZ o b LS hTwizd, £
NNREZTEDLHIIATOLNL TV L DONIZD W TR
HoFETHo7z, Frid, HKLYNEONa IR 2 A 5
HIRETH L ~145mM 2B 2 5 L BIOZ 50 % Na' i
2T v VAV, NaZFEL, I TIZITha N
Na' gL s —ThHbH I LWL TE" Naid,
I A C B A4 I L - BE Y (BBB) A& R < i JE P 2
B (CVO,) I2ET 55 T4+ E (subfornical organ : SFO)
MR 4 % B (organum vasculosum lamina terminalis :
OVLT) Of¢#k7 7)) THilllE [7 A bat A b & B
(=94 ] IZHRIHLTWEY, CVO,OH T SFO &
OVLT IZ#EWICHBEMEAGFAEL TVwEH I &R D, &
#%E (AP) & P& TN (sensory) CVO, & M:EN 5.
Na, IZ SFO % OVLT |2 wf%ﬁ¢®NaﬁF@Lﬁ%W
WML, ZORHIIAHCIREIZIE U2k 85 o B I TE)
DAL NS. #&b% SFOIZBIF B Na, D 7 F
AR OFBEHGMH] 1 182022938 QVLTIZHB1T 5 Na, D ¥
T F VIR G DFBRGEE IR & L Tus % 353840,
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?;( . B 10 %4 100 B e gl - - _
l% s g?g 1(5) Nax Ri8 w %
g BHREN BAOBEAZA % 0 K 0 eenmmomEmEA
EENEL 202 46 810 ® 10 — 202 46 810
B (53) B (5)
D E G H
ATy BEEs
owr T ek BIE OVLT/ MitTx
Y /‘d By — O BEB(O) L NaxRi#(0)
OVLT (—PWN -®- T4 E(0.1) -A- NaxR18(0.1) o BEFLL
° :_—L(_D>) - BRI (1.0) A NaxRi(1.0) - ASIC1aIZE§§IJ
10
_ _10 b
NatipE 145mM 160 mM 2 8 £o
Laomv  ToTmW 6
g " . £ £ 6
AR i T ; 4 ; 4
Nax %4 TITIOONY FONTOCONOD 2 o
5 £ o fogll”
H .2 T H -2 —_—
F oH 6.8 g VLT injection g _, | sEENEmoREmEA
; 21012345 202 458 810
pH 7.4 (EEMERE) AN B ()
g2 T TN

K2 OVLTNT?D Na, ¥ 7 F )V OIEIEREAE & AR 2 ARG B

(A) IEANNDOEENa ERIEA DA, (B) IS NANDEIENa  EIRIEAC & B IMFEZAL. (C) B2 Bk
o7 —5 LM (D) pHDZALIZIIES 5 032 X 5 pHELONF. MBSO Na i % 160mM 12 A&
®5E, WM<y 20 OVLT TR ORI AR Z 5%, Na/KIE~ 7 ZDOVLT T Z 574\, (E)
OVLT (—PVN) =2 —0ryOELIGE. MEAONa EEZ 160mM~EH S L, BERTY 2= a2 -1
DIHEEITCHET 525, Na, KT AD =2 -0 v OFEFIED S v, (F) stz BEd 5 & (pH 7.4—pH
6.8), OVLT (—PVN) =—=2—0 YOFEINITHET 5. (G) OVLTIZ ASIC1 OFFERAIEEILA] (MixTx) %#7EAT 5
EHBEARGFIICIEA A5, (H) EENa AR EZNENITHEALZE EOMEDNZEIL. OVLT I ASIClaD4FE
WMIHERZEALTBEL L, Na BE FAIORE L2E ERERZ 572w, *P<0.05, **¥P<0.01, ***P<0.001. X
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Hk41 & b —HR .

1) Na,RETIZXIHERPONTBELFICHES IMEE

HRERI BV

TR ONa IR R A S5 EBRTIE, AN
GAHBICMA T, KR CTHEBREAEKEKEEL )
EDVRRAENTE 2, WA Y XL No,/ RIEX Y X (Na-
KO) 2R LT, KIAALZT2%DREIKZE 1EMIZH-
TH525%% (KA, B), I & BEBEEH O Na I IXZ
BoTHI0mMERT 2. 2ok, FERM<Y 2 TR
SEME DA EIC EH T 55 (~7mmHg), Na,-KO< 77
ATRMED ERIFZFT o2 A 60w (M1C, D).
HEMRSH 7oy =12k 5T, HEA<Y 20N
2, XD REZMERETAALNDL Z EXb2s (KIE;
~41 vs ~28mmHg). HiEENa B A MBS LT
D, Na-KOX 7 A TRILELADPFESI NV (K24,
B)*. ZHMIENa-KOX 7 XA TR O Na D L5
RN TERVWIOTHL LRSI N. Tk X, E
MR AR E2 AT, FEM Y 20 HIEEOH
KHPBOS5NS (M20)*. OVLT 2 BRI L S 72
PR AT INSDOIME EFASHEE L2 s,
OVLT 2B 1T % Na IZ & 2 A Na ™ i B 1 5 o AN A8 i
FROMBERTHLEZEZ LN Y.

2) Na, 27 FINEOVLTATH 2A L C=a—0O>IC
zacshs

FNTIEZ) TR L7z Na "B EE L H o I
FDOXICLT, —a—0YIEEERTVWEDEAD
M2 Na,BtEo 7V 7HE T, MEANa RED R5A
WCHUGB LT, BEDRLY A & Z OB AR T M 23Tk
THIENRDLDPoTWDEY, BERMNIRERRORKEDT
HHAME, H & & BB H LRI X > THiRR
Nl &g (K2D). OVLTH O = 2 — 1V IZIZ R
ZWF ¥ Y AIVASIClaz I L T % =2 —1 &~
PIAET 2. ASIClaD G EALA 2 OVLT IC{EAT % &
MEAEHT 2 (K2G) A%, ASICladEFIGFET TIX
RN B A MENICEALTOIMER EA L AW
(K2H)*.  Z O b5 135 ARG B o BHLE #) % P 5-
LTBLLERILZVWI LD, REMEENLZDDOT
HHW. ZDEIINaDYFFVIFH I E 5T o2 —
O R Z BN TV DD (RS R), FRIZGWI 5
FLEE D ASICI DAL Z BT T 0B 2 b h o7 (K
3, 7).

3) Na, 7 FILIFOVLT»5 PVNIZ*ES N3
Na' B RO Y 7 F Vi, KRR HEmfETH 5

Ak 55 92 %55 455 (2020)



490

@VI=] ne
Mm%
Na+1f
A
@ [Na+14
2B =
o LE&@ RS
girmm  H i BNEEE
(PR EOYA L) @ o) Na+14
Na* 5\ 748
i (EZHm)
® mizma
PVNA~

R3 KD Na HLEE |52
OVLT D455k 7 77 ) 7 M2 %
%@97%»@,707%@#%MU&@L%

_ BEOBHIER )
" i - WA Na*t B4

JL
v
®@mMELS

JO L7z MU 5 % 35 9 Bl A BRI
A3 B Na, 2SI H & B3
PO, OVLT® ASIClallh = 2 — 1 > oAk, X

T O Na IEEOAETL RV 5 0 R ZKMT 5.

WA EANRE A X T dH 5 PYN, RVLM DAL & L CIHRfEZ S5 5. RVLM OGP IZ RAY O3 &R D 1%

ﬁm% FEL, MBEOIGHZM T2, MEIZERTS. MCT : £/ H VKV BBEEAE. k41 XD

E 5% (paraventricular nucleus : PVN) X BF fl 4 4 i 7 100
¥ (rostral ventrolateral medulla : RVLM) DG b % i L
T, KWMOLEMEDOTHEHEALIZ O RS> TWnd EHEE S
NTwab. A74 A%y FHETHIRYINa B % 160 mM
SRR EHAR Y A TIXOVLT (PVN) = 2—U
VIGEOWEAL A SN B DKL, Na,/RIE~ ™7 AT
AL A LN (K2E). OVLT (=PVN) =2 —1 »
R IOGRZ MR 4 4+ > F v Y 32V ChR2 2 B & &
FAHVEAL S 2 &, BRI mED LRS54,
O A IR BAMRIEB OEAIC L VLT LY. A
Bl ZDOVLT (=PVN) == —u ¥ XKL o pH D
RTICRE L TEMEILT 2 (M2F)*. ASICla% FLE 3
%L, Na'BEDO EFITHKSA L7Z0VLT (»PVN) = 2 —
Oy oEHALE &S ICRERMBEEOMTE EA b HKT
% (M3, 76)*. Na-KOX ™7 A CTIEEHAMIZ X 5 PVN
RRVLMIZ BT L Fos DFEB EABALN RN E2 5,
Na, ¥ 7 F WVIZOVLT (—PVN) =2 —0 V25 PVN%Z &
T, TROLEMEREFRKTHLRVLMN LR BN
Tw5 (13, 4)*.

4. PR

1) BB & TR RREM

RG2S B UL O FE 3K RER A D B 2 LT &
CHLNTVWAE?Y, X220y F&2ISHME IO ) —f&
THE T 2720 THIBREMBEEE O EARA SN S Y,
THFICBVTLES T — &I X > THIBREMROWE
PEALATRD B,
%ﬁ»bwém@Wﬁwﬁﬁwmvf%y%4nyy
ZELELSORFOERHICEEE2ZbNRTWEY?. L
TFrRA VA Y OBEMEEPRENICIRGTLHE, B
PRI X o T L2 P FOBMEZET S5 2
ENRTELY. LTF R4 VA ¥ OIREMRE A

— PR,

OVERM 5 IR#% (arcuate nucleus : ARC) 2L TwW5 &
EZLNTWEY  ARCH O LT F v 2B/ kE KK E
|7~ AT, V7T VRO BRSO
AL L ME EFIZA SR EWS . LFF o2 ofEfik
POMC=a2—U YDA T ) INVF V%l L’Cﬁvbn“c
vy Z) 48-50) .

CORBKEBITTH =2 -0 RTF FY (NPY)/AgRP
Z a2 -1 X2 K 5 NPY R b AR o il #5112 B G-
LTwh. ARCONPY =2 —1 ¥ Z{EMHAbd % &, Al
ARG M 2 FERE ISR 2 e AT E B, F 7,
PVN\NPY % {EAT % & I ARAF 112 3 AN 1 % 3
422 2Lbll, ARCEHNLIZA ¥R VIZ & DR
MR OWEYEIL 2 Wi 2 .

L 7F 1, ARCUAMZ IR FE O NMEEE (ventro-
medial hypothalamic nucleus - VMH)* 2B (dorsome-

dial hypothalamus : DMH)*, % 72SFO® % L T, &K
e ZIEMAEL Twd eV HELHDH. ZDOWN, VMH

X DMH (L ME-BHEI M O NENC H 0, @ clkmpo L 7
FUDPHFELTWAH EIFEZIC W, 72720, IMNICHIE
PAELTWLEEITIZMNOIMEEBYELSITHEL TV 5
Zins, VLIFUOHEEDHD ) A LR, —F
T, b FORIICHE) SILEICIE, LT F UIEES-LTw
RwEWIERHLH L.

2) PR & RIE

BEGH EBRE 22 AT S BN R RIEA O SR § 2 &A%
LENTVAY. R#EIE MY 7)Y FoETT AL
F—Z2HHTHMETH L LMK, NoWSMEELT
EELZBEEZLTBY, TTAKRYTAL A4 IR
%, IL-1,IL-6, IL-8, IL-12, IFN-§, TNF-a, TGF-, LIF, MCP-1,
MIP-1, L7/ F V5 —Ho5F 25K TS, Zhoo
S oAE, IRIIRLERC BV CHILKIE 2 75 LBk
RRIER LT EFEEEC, B RREII LD ELT
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DY AT LD EEERG 2, TORERICEFLALSE
5 SRRk BVTIEIMIY 2 B 7 7 — UANETAL T
505 FEICHTIZI 7 a2 7oL R S 5
Z NAISFO, PVN, RVLM 5 D8P JSE & G B o JT ik
2RL, REMRROEE N 2GS X CIED FAIZ
ORPoTVBLEZLNTWS (Tilsi).

5. HEEEREREIPORAEREF

N G R JE TR RE A TRE D & 9 7 P2 P 9 L2 B AR 19 7 LG SR %
B L BAIC S BIMEATAET 5. AR T,
ML O T F2 18 BE DT % A3 2 SHBIR/ME  (carotid
body : CB) 2R 2 BENED SN LD, BERE DK
T/ EROBD R LIS, SRS S T (ROS)
RROGEEF G T (RNS) 2AERL, [b¥Z/ear b
DR R RIERAEL B EHE SN TV B,
[ W12, Il ' @ TNF-a, 1L-18, 1L-6, C-reactive protein %5
DRIEETF A T H A 2O EFRST INHEK (nucleus
tractus solitarius : NTS) [ZBIF BT v v 7 v a YBEDT
(JAM-1) OFEBLEAD A LN D (K4)°.

HERHIIE IINTSICH S L TH Y7, NTSO BE M
=2 —1 YIZPVN, RVLM, SFO %23k LT 5 77 (X 4
Z). IS ORI W T O INE O BPERITHED A
SRBZENDL, LA ML A, RKIE, REMESR O
LB BMEFRFED A = A HEEZOHND
( 4) 65,74, 75>.

6. FBFEHIZAML X

K2 N L 2D EMERED RN & 2 5 2 2 I3IEFI
FENPLRENTVRSET, ZOREITO W TIZHHRE
fk (medial amygdala : MeA) DEZEARS bR TWVE R,
IR CwRwn, 2O X ML AR E LT,
R RSB RO TFa— VT I v &, BETEH-F
FfR-EIE R E (HPA) ROINVF =LY 7L KR
71 2% 2355 Twb, HPAFR D CRH-ACTH-2 )V F
SV DH A — RFTIE, IIVFabalt yeikivE >

RICHEBRD FE

RIS A P HA ]
(IL-1B, IL-6, TNF-a)

TEEROFELL /
- mﬁ X é@]ﬂ!ftd\ﬁs
R REEETIRAE

X4 IR X 2 ) S8 o ik PO B oo 4t 52 X
FERME TR EN MM OBRESEDOET DY 7 F Vi
NTSIZE SN, RIS KRR AP oL 2D &2 2
T, FELLRATSE.
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(CRF) #%, TFTHAKHIZEED S DACTHO ;W ZIEL, ACTH
BEIBEREIEHLCavF = e TV RAFa Y Dgy
WERT.

V=TI Ty TV AT E Y% (RAAS)
AR LA EEBICERLTEY, AMLVATTI
M DL =& Angll D L NV A ER§ 2 5082 SEBIAE Y
ICRAASZ 7 H Y 735 LAGHNREL, NEHVMET S
CEDHE ST WSS,

1) 7ZILkXFOr

ZNVaanFaf K (avFIr—iL) EIFINaLF
I FEHEEGTE2D0ZHEEKPMOENT NS 1 ¥4 71
FVaAanNFaf FZEKR (MR) 54707 vaan
Fa4 FZHE (GR) THDH. T VF V= IVIdiFETo
TYIF TV )= v OEREEEALT 5 2 L TIlLE
FRHIZEDLBE™, TV AF O IR TR Y
THEBEINDHRNVE YT, WHMKZITET S & &I,
FEICB VT NaDOHWRINEZRAET LEVE L ELTHS
N5, MRIZAVFV—=ILETIVRATO YD HIZEB
AEZERL, WOV L OO EAN RO NS,
NTSIZIEMR & & IZaNF V=V EREERIAVF V¥
WS BEER L-HSD2 S5 L T b 7289, NTS Tl
MRIZT7 IV FAFO VIZE o TIHBALENTWS Y, NTS
51X SFOXR PVN, RVLMIZ#E#% 233 ), NTS THOMR D
WHEALIZIE 5 OB 2 4 & & b ICIME LA Z .

2) FrIATFIICI

Angll D Z 5K TH 5 ATIRIE, FHkE (Am), R4
IRF% (BNST), #HUK T EETE (anterior hypothalamic area :
AHA), PVNSED A M LV AR T 2038 %
S A LTV B S OIS E g E T
H 5 SFOROVLTIZH M2 H 5 (B528MH). v Mgk
WTSFORFRIMICATIRZHET S &, WA ML AIK
JBL7ZACTHE I VF I AT YOI TFT 5.

RRBFHERDTEMAC

K5 74703 M 2EMEREICHESLTWw5E
HEE S N DAL & i

BBB % X  SFO® Angll % &1k (ATIR) Fifh= =2 —u i3,
MO Angll % Z7 L TWw5b, H#l%ICH ATIREEE= 2 — 1
UHEEL, ZUTHRD LGV F T ALSEREINLN
TEE Angll I & o THEMAL S NS, KEHRARICIE, ChbHo
Za2— 1Y TAngEZWEDS AR L T, PHN @ HUR Ttk
#% (posterior hypothalamic nucleus), LSN : #M il 1 Fg 4% (lateral
septal nucleus), LPBN : #& & Jiii £ 8% (lateral parabrachial nucle-
us). MDBGEAL ORI DO W TIIA LS.
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72, ATIRZRIBL7<7 A TIEIPEEZ N L A ZE Lz
i - MR JUBAMET LTw 5,

RERDPA VAL EHMEREICHG LTSS
i, U U sEkERSRAGIRIEY Y ATIFA LRI
SDMEEAPEDLENLZTWIZ L, TUATHIILO R
WX THET LI ERNLMOEPICR 72, A ML A
WX B EMEDFAE L MENO THINLOIR I, Angllil
FoTHELIMAESN LY, T2 LNV Angll 2 £
MEET 2 &, APMLAICXBMESIFAEBEIZEBT S Fos
OFEBEWRT 5 & & I, BIEOR BRI Z Bk &
HDHIZEDNDPoTNDEY,

7. BREEE

v OKRBHNEDgHIZiE 10"~ 10248 o Ml 1 23 1F A
LTHBY, ZoMEIFZ2000 LB LR HEEzE2
PSR CZALDE L B 2 Db o 2% 72,
D%ﬁm&DMM&M%TW$®WMF%T?@%%?W
T NI #E LS ZAEATE Z - T B &% & i
@%wﬁﬁﬁ%ﬁétbfu,%W%%@%ﬁﬁ#m&b
NG Y ARRHFEE T WS RS, BIUEOR b
LZH)ThVE MEDOMIZYH, BNMEEISENTALN
210 X502, EILEERTEYC e b OBPMEO
BHICL->C, EFLEOBWICEMTELZIGESEAZ L8
-@35105)'

B 12135 < DIEMIIEASFTE L, Thl < Th17 O THlIlE
H 7t v MEIFN-y, INFaR IL17-A S5 D SJEEY 4+ h 4

BOWT B EFMOSNDDS, TS ORAEFHENETH
A EMEo L b RBY TIZRML Tw5a e F 72
RiE, vz a7y —, HERRLBIRMIS O B R0z R s
EBITEOREICHS L TWAI ENEbL TV,

T/, BFICBT 2BV o BEESEHI AT
5. WEHEVET YT NE TR LS T, KR AR

Lo THaEh, TNSOANVF—JHER DT TR
<,M&,7nk%/@,%@&k®ﬁﬁ%%@%imT
5. FHSEIRNIER L, NaKOWIR, HILE LR MR o1
GH, KW, REMROGIESGICEEEY L5252 LS
MHNTWD. EWHHECHERE, BERR XN MR #E
5.2, DOCA-salt ¥ 7 AEFIVIZBWTIMEZET &
2 %109 e i ok N RS R 2 P10 L2 B ) 85 D00 O S8 % J )
T2 FTut VBRI REIUE, Bl
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