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Abstract

The biological origin of hypothalamus and circumventricular organs (CVOs) evolutionally goes back
to invertebrates and even to plants. There are resting and action types of hypothalamus. The resting
hypothalamus (ventromedial hypothalamus and arcuate nucleus inhibiting eating behavior) facilitates
vagal and pelvic parasympathetic nerves, and sympathetic nerves innervating the liver and spleen. The
action hypothalamus (lateral hypothalamus and arcuate nucleus facilitating eating behavior) facilitates
cardiac sympathetic nerve and hypothalamic-pituitary-adrenal axis. There are sensory CVOs (subforni-
cal organ, organum vasculosum of lamina terminalis, and area postrema) and secretory CVOs (neuro-
hypophysis, pineal gland, subcommissural organ, and median eminence). Physiological mechanisms of
life-saving homeostasis arising from hypothalamus and CVOs consist of seven axes; circadian rhythm
axis, autonomic nervous system axis, neurometabolism and neuroimmunity axis (eating and drinking
behavior, heat energy metabolism, waste clearance, innate immunity), neuroendocrine axis, emotion
and memory axis, pain and sensation axis, and gait and motion axis. Thus, hypothalamus and CVOs
contribute to a wide spectrum of regulation axes, whose impairments result in the complex symptoms
being composed of sleep-related, cardiovascular, gastrointestinal, menstrual, emotional, cognitive,
sensory, and motor symptoms. I propose the new clinical concept, “hypothalamic syndrome”, and “cir-
cumventricular organs dysregulation syndrome”. They are known to be related to human papilloma
virus vaccination-associated neuro-immunopathic syndrome (HANS), von Economo’s encephalitis
lethargica, craniopharyngioma, interferon encephalopathy, metronidazole induced encephalopathy,
Wernicke encephalopathy, schizophrenia with water intoxication, Alzheimer’s disease with overeating,
neuromyelitis optica, stiff-person syndrome, cerebrospinal fluid hypovolemia, heat stroke, fibromyalgia,
chronic fatigue syndrome / myalgic encephalomyelitis, menopausal syndrome, frailty syndrome (sarco-

penia syndrome), and environmental hypersensitivity. (Jpn J Clin Ecol 28 : 22 — 44, 2019)

(Key words) hypothalamus, circumventricular organs, homeostasis, autonomic nervous system,
environmental hypersensitivity
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BRI, THALE IR DGR AE ,  EIERE AR A G
PRAE, O DGR PP, B ARSI - Rt R AR A
IANF—HERE (7)) a—7 Y oietE,. 7
VI — AFENE, OV a— 2B GAAMEHE, K
EIOMANE], ER) A—donE LTHEES R
5o

3.2.2. FHE (BPYE) RIKTEOBRHER
il

GBI EIBLUR T8 Cd 2 FMUAUR TEB & I A1TE)
e (NPY/AgRP/GABA — 2 — 1 Y #) 78
HMEAL$ 5 L, “fight, flight, & eating” ®E— F
L% bo TOWHHALICEG-3 2 HAHFRIGE) & L
T OO AR RE O EAE, QL T8
RBEMEHERR 57 O R AR A e GRAE MRS, i
HEE) O GOFCH - SR AR I -
RIEANRE) OIHIARE 5, BARIIE, BT
B ARAE, O DGR IR AE 038 -3 5 DU 4 1
i W HE B A D Dt IR G S0 - R S SR 3
IAVE—HEIHE (7)) a—7r yGidE. 7
VI — ZAFEEIHL, 7OV 3 — ZAHLY SAKIPHL A
HEINEAE, B2 P—EosE LTHESh
%o

3.3. K - REH{EE (metabolism & immunity
regulation axis)
3.3.1. BRITH &K (eating behavior regula-
tion axis)
3.3.1.1. Bk (POMC/CART — 2 — 0O > &)
N9 HEEITENHF

BUR T H OE EZATE IS AL IE R B O
2H5H POMC/CART =2 —ua »#ThH, =22
25 o AT = ARV E Y (melanocyte-
stimulating hormone) M I N5, L7 F
ZHEER (P A VZH/RT 73 —) R v

A ¥ ZFARDEE 50 LT b R,
M EE B OB EEZAC SR T 50 HIk
BB LTWAEIMEREIZIZY =V F05H
D, LT7F R YA yolkfk e LTokdEl
BRI BETEIH N - R %
WK (BRI D W s b L7 v L
o v ANy ZAEO BRI Sh DA
YA YO TH Do FIREEAIEN T % &
ML, ZONH%E %) 72 POMC/CART =2 —1
VEENHEAETE AL, BE - o AL ¥ —
HE () 2 RHET 5,

3.3.1.2. Bi#s (R - IR #% - S BE%)
ENT BERITENF]

i D FE LT AT BN AR (SRR - A - A
EWEEERTH Y, ZhZERETS M) —K
TAIPIBIRSE I 72 R T (GRE R 2 A L TR
F b= 2 — 1 VISR B PR R S e MR
) ThHb, NMDAM 7V ¥ I Yz imfk (G
Bl CHREWES %D V5 I B
P=a—v > (MMHE%) &5-HT3z#MAK (K
M) CHENEESE% S0 b= VBT
Za—0y (KEERE E LHEREGAL) Aok &b
Bz a—u v oWEEZHE LT, EafrEhz
#3277, NMDABI 7V & 3 VS sik (Rd
WiEt%) D> 7 F ME %z R % FEER. 50
& 5-HT 3 %44 (W) oy 7 FviniEx
W 5 EE %2479 L. BETEIHISE S 5 7%
Sy, REBINAAES S,

3.3.1.3. BIR#% (NPY/AgRP/GABA — 1 —0O
) ENTHERITHGE

BUR T o A TE A P AR T F F Y
(NPY). 77 —F B#E T F F (AgRP),
GABA = 2—0r®D320%AKEHET L, B
ITEREE ™ ) 7 — R bR 2 228 N - (2
LOWENDL T L) OB THhbH, FIREN
N T2 EA L. ZONM%E %\ 72 NPY/
AgRP/GABA = 2 — v ¥ BN AITE) 2 {8 L.
JRE - fEo AV F il (KH) 285 %,
=2 —0 B A R 7 F IV, RIVE
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VI FI, RS S FVRAN L. S
NIRRT (EEICHEIBH ) AL IClb ),
AMIAER T35 CREEEERIR) »E7-4 % T
%ZQ)O

3.3.1.4. GABAtfgh =21 —0O> (75 —FFH
ENTF NZ1—OVE. EEERERE) 2hd3
HE DT AR

SR Z2 IR IZALER 2 RS B 72012, T —
FHBERTF Foa—a ryErLHBINS
GABA 7% GABA &k % - L C. EAFTEIPHI
HiiX (POMC/CART = = — 1 ¥ B, #E#% - 1K
W% - MG R 2HHT 5, 77 —FH
WARTF Foa—a VEEPHEINS & NED
FAATEIE P A OWE ALY R IEO 2 I D,
FLERICE 5 FHLERICRE SN D E R TR 4
Blpo T, BEAME (=400 F— 5 EHH]) |
BT, HEEE) I 2 R & 3 2 ALk %
Wk L CTHA X IED S 720 O B O AN ERE S
5%, Z OARBER B RS IZHLE A N L2
% BUR T EBO AR HBERE T D % o HUR T HH% &
WML 72 HURAE 5 % 2 CHEBERE KRR O GABA 1k
= 2 — o UaNEE b s . —EOREERIBh T
Itz BA 3 5, 7 A CTREMMEEA DO GABA
gt =2 —0 > 2 a3 5 & BERE 72 -
TH —HORFEMWBIFURATE Z 5 %\,

3.3.2. 5 THE. EHRRAFENT DK
1TEDHI{EEH (drinking behavior regulation axis)
ML R i 5 0 D R i AR B P IR A I % — A
RO Z EIZEMMERFICATRTH S, KRN
CVOs (m T #E - #AEE) 1ZMA Na L~
Wt v — (BEAAKEYE Na 7 v 2 v & HEiEO
HooT) BRI TUIFT Yy U EEK
24 U CARRMBOKATE) 2 Hil#5 5. WD TaE
BZoHEG=a—ar (Fvy I Y RIEENE,
GABA fEEE. 7 v ¥4 7 v v U MEEME) % IE
PRI %0 IEPHHERETE O GABA
VEBVE 2 AR IS HOKATEN IR B 5 L. 2o 7
5 I VIBEEIEZ AR HOKATEN I HE - MERRICRE
594 %,

3.3.3. RERIAEHI{EEH (body temperature regu-
lation axis)
3.3.3.1. RRAMEF D GABA fEEfE— 2 —0OIC
KB AR
RIS 2 AR 0T - ML X
WhoH Y AT A iRV NV ETEIIZ D725,
R v — ISR (BUR TH oK
W & B IR ET R 12 %, HRFTE» S
D R RRFAEE MRS 7 V) &
e EIRIIALAR 33 UF 2 Bl £ S0 B2 1 IV~ P-4 75
WA & o 7o FHEPEARIR R B SO % 35389 50 Bl
FHE A 5 TR 5 GABA TES) 1 o B v i 6%
REMRIROBEmE (LY bARA VM) ZHlE
T2, YL U IR BA T4 T — 5 —
(Fax% 75 YV E,) #BHTELE Y —
DHLRETE O GABAEBIE= 2 — 0 Y 12D 5.
O GABAfEE = = — 1 3R EH - RERO
S IEAPREBR B FEI (R T 8507 IS & 2 REREAR
) ML, BAMEARERRE RS 2179 o K
TR NS 2 O HEBERERRAZ | 2 B S EAT R R 1 X
TNy I CREEITE (FUETE) offdikTh b,
BIRATI SR RO LB 2 A L. £ DZH)
WZHEEPL L CERERMAIL 2 — RO 720D A A T 4
T T A= Ny AR TRINE L B,
—F, BRI o= LR B OGS
74 (TRPMB) DFLEDHI HN TV B A, FM
DIRZHEIMMPTEZAHTH 5. BRI
WO oW LR R EA O R
Za—uy EHURTHRE S, RN — kAR
EEBHNEIND L, BilkO L TRILHIS %
EU %, BRBEIMENMAF LM O ZIKIEE
= 2= v EAMUBEEE R TR S L SR RN
RSN D L, FRWKRBHFAG KOS (74— F
7 47— NEERE) AT ICER SN Y,

3.3.3.2. BRRRIET EEARRIET CORELER
il

BREED L E R I BB T Tld, WK 5
569 % GABA TEEDE O #0 ] VAl A2 5 A3 <
M ACHE - SRR AR O - MRS ANAE) @
MO RES D, ToFER, BEMhHEKCS



32 Jpn J Clin Ecol (Vol.28 No.1 2019)

T BBREAIIRAES N, REDIHI SN D (B2
LA P34 155 D DUR AR S ) o AE B | X SR BRBE T
TH R IAB R BT AL F -2 e S
52 LT, MEHETOERZL LT —HNERo
720 =iy BOEL DD 2 WImIEBREE T T,
BLRHTEF 2 5383 % GABA PRSP o #P i) P4: pf ek
{REDMEHE S v, AU - e RISl OFF -
EANRE) OMNHHH SN D, TORK, B
W WALRR L 35 0T 2 B A 3 P S v, IRk it
END (B AP OLRMEE) o

3.3.4. TXILF—KFHFI{EE (energy metabo-
lism regulation axis)
3.34.1. FXBEMRZzN T HEHFIRILF—K
i1
3.3.4.1.1. JERRERF D FF T REAHHR (B HE

W EERE) (ESREsS L T2 - 4 v
A ¥ A2 B ENRAER T & POMC/
CART = 2 — v Y HEMEHAL U< AEH - 0%
RIS AR (2 IEARE) O & AT B #IH
AT Do T AN F—THE () R, 7)) a—
7Y RAIRHE, OV 3 — AFERE, SV a— A
Y AR, REBGIENE], R GBI
) —EOEE LTHREE %,

3.3.4.1.2. ZeRREF D BT 2 REARAZ D ]

ZefEIE (LA ISR L) v A%
&AL, AMAAEIR T8 & NPY/AgRP/GABA = 2. —
O REANETEAL LT A - SR RIS AR (F
ZEIEANRE) O L B AETHOMRMEIEZ B, £
DOFER, TAVF—HE (FH) . 7Y a-—
UL TRARME, ZV 3 — AR, v a— 2
Y ARBH], ARER IR, DS —E O SO
LLTiRE %,

3.3.4.2. CREB (cAMP & EIIEEERE) %
NT BHFLT R ILF— B

3.3.4.2.1. G EEHEZ A (G protein-coupled
receptor. GPCR) D1&E

MR ERVEY - Y7 F IV (AFaAL K,
HFA—NT IV, FVHTY, LTFV), K

ERTY 75N, BFEEA MLV AT T FN, 8
BRSSP vz & kA flilsb ) 7Y R23%
%o MM DO Y T Y FHMBEO G & A L%
BREREETHE, Gea HA- AN LCT 7=
%7 I —EniHEL SN, filgoyr 421 v
AMP (cAMP) »{Et bz s,

G EAIZ A RO BB AN R M e LT, H
IKRFEHOEZL2EAE77I)—THsZ &, 1
WHNPWHRDONAL I L —THrZ L, gL
NVOERIEEOHEZ B> TVDE I L, JB B,
PhE MG REBEZ LR EDA ML AEHROEL
HEIZRPEBZNZ L, FamORlEicES 752k
SRR L7V,

3.3.4.2.2. cAMP (cGMP) -protein kinase A (pro-
tein kinase G)-CREB h A4 — R

BURX 7 LA F FO—H, cAMP &, k%M
Jait) 7> FI2IE U 7= oo A 3 BUIS % B4
LA ANIERIZEWE (¥ Y F Xy k>
Vr—) Thb, Ik oAy dbids [E
RO A NF—WE] LRESNLT T/ VU=
) % (adenosine triphosphate, ATP) 257
TV 79—+ (adenyl cyclase) %4 L T
cAMP 1255 E 1. phosphodiesterase = 4~ L T
cAMP O JEMEALIZ IR S 5. £ 72 protein ki-
nase A (PKA) 25l E N2 S ENICEEH) L.
#% W CREB (cAMP response element binding
protein) %' Y[t 3 %, CREB X cAMP L%
FLHl (CRE) %4 L -4 B EALICBE b 5l
WEBEONETH S, YV ~EIL CREBIIIY ¥
it X7z CREB 27 7 F~X—% (cAMP-Regu-
lated Transcriptional Co-activators, CRTC) &
## L C. CREB-CRTC H&HAH»TE % (M5),
ZhH mRNA (54 RNA) O#xE % iYL S &
T, BIEFTRT T ADFEEIND,

cAMP-protein kinase A-CREB # A - — F %
iR, oA, AR, AN, A PR
HMINLIZ BT 2l OB, s b, BFICED S Z
LMo Tw5b, %N CREB %Y YRILT %
3 L LT, Hiii® protein kinase A (PKA) @
s 12, protein kinase G (PKG) %% %, NO-
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HENTFI

YA DAY
&R 1M
REEEIL
RILVEY
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%ﬂlﬂﬂ%'iﬁ vk

MR

- {GPCR

- ~ ~
PKA | L#ERaEXA AN

IRILF—
REER

cAMP

(
\
—s¢ |cAMP

~

A
CREB-CRTC

—

—— —

5 HRIXIL¥F—REEEROII—7

cGMP-protein kinase G-=CREB &7 X 7 — &,
MM D MBIRERLHILT A =Y R B Z &8
%[I 5 hTV‘z)o

3.3.4.2.3. CREB-CRTC A& 1K : £ R X E
EEEICKDER

CREB-CRTC 1 &k (BURTH) (&AM
IANF—=NT A (EEE) 2H#E3 %,
CREB-CRTC 1 #i&fk (7 ux7) ZMifaoFar
#H#$ %, CREB-CRTC 2 &4 () (&L
ffk IKg > B A4 % il $ 5. CREB-CRTC 2 #1465
k(BRI MBERR D 4 > 2 ) A % S
%, CREB-CRTC 3 #A&MK (NidRk) (AL
DN % BT %,
CREB-CRTCs &1k (B##) &I ba v F
V7L A N LA D S OB R R RE & B
5o

CREB 1z % & @ down regulation ¥ 72 1% up
regulation |3, Z8M%dH 5 W IXEMORE L L CH
N, k4 BB BHESIND, KO CREB &
EIFAEEEER. AR v Z7EMERE (adipose
tissue inflammation) %. H#% @ CREB &%
FBILA N L ABEEICL A Va2 T &, K

T#8 CREB R 318 g 7 e e fE R 7 L 4 v
JEMHE (CREB #4E ; CREB encephalomyop-
athy) #. 71 X7 ® CREB FEE 3 2L
R TNEFNEL S,

3.3.5. Gzl fEE (immunity regulation axis)
335 1. BERTHZNTH2EARERIE: YA
NEFEXP R RN R — R ZTEADEE
BUR T 5B H AR G2 5% D18 £ Bifi BOS O )4
Thbo IEHFERERLERSE (pars tuberalis) @
M R P &~ A Ml AS 8 & 12 H 0™, HPA
il Z 5 LTI BB OS2 B0 L, SR OEE
T2 Wy 5, MAEMRAEONRSY — 25T
(pathogen-associated molecular patterns) < H
I | 2k o k2 25 M [ 7+ (damage-associated
molecular patterns) % @ik 3 5 M IVERZ K
(Toll-like receptor) (2483 & 1L 5 51y /8
Y — VR ZBEPBRTHICH 5. 2 OZHHE
FATEMINERY) TR S N7 0 F 8y —
ABRZEEY TH Y, MEERRI GRS 5
&L HARMIERZIIG L, ToHEEELHIET 5,
BUR T O RIEFEN Y — VBB HRIERY
E— FVHIKLEIIZY TH DB A 4 v E w0 —
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WYz R EAF ¥ &)L (transient receptor
potential channels, TRP 7 % F V) ? /A L.
HARGIESUG ¥ 7 F VE A & ¥ F v AV OIEEHIC
ZEIND,

3.3.5.2. L - REURBHBERENT DRE
R

JENBIBUR P ERASTE AL S 2 &0 AR - SRl
SIEARE (FF - IRECIEARE) DORSREREAEDE 2 5
T ORER. TRV F—EHIEE L AT LT, B
FIER MRS SIZAMEAE S N B o WTHMUBIR T8
AL 2 & AR - R Rs AR O -
A RE) ORERRIEI 2 Z Bo T DR
HPA iz -3 % A b L AFUBFEBL & 4T L <,
FI 2005 R 5 S0 A3 S b o

3.3.5.8. Y1 b A > &NT B MITEIRE DI

EAETE CVOs O —Hf 2 B3 2 I T (3
EHORIEZMET S 4 M A~ (pro-inflam-
matory cytokines) (Z&X 2 JERIGZE ML T K
JEA R O IMLAT B e R 2 A 3 o 1l & 2R 72
T%)o

3.3.6. ZEYBELHI#E (waste clearance regu-
lation axis) : U7 774 v Ik

I HF BB RE DT OE L B> TV DB D8
77774 v 7% (glymphatic sysytem)
&7 7 T7ARY YF v &) (aquaporin channel)
Thb, 7)) 27774 v 7 REEHBWIK A S
WP 21%# % > (functional waste
clearance pathway)®’s 71 > 7774 v 7 Rl
i 9B NS i A R AN A 9 2 B IR FE POV — B
(para-arterial influx route) & BNFEZE 2> & &
i (interstitial fluid, ISF) & flfa/E (extra-
cellular solutes) SN LIV — b2 5745,
TV Y7774y 7 REHKRTEE CVOs I2dH
% aquaporin 4 F ¥ £ )V & TRPV4 F v 1)
(polymodal sensor channnel) % 4L C. HN#H
M B RO E L H# L T2 (glymphatic
regulation of cerebrospinal fluid dynamics via
aquaporin and TRPV 4 channels). 2D *f

WORIZEAE, EEEEY. #R 2y 235k
H &5 B2 G L Tw b D% aquaporin 4
FXANTH D, ¥R —Wat? Th 5 IRk 13
B A PEAET A2 TIE R, 7Yy 77T
A v 7Rk (MERIRENRE) & MIEE oMyt
¢ 2~ — 2 (brain extracellular space) DH#EH
VALZHL TS, 7V 777497 RD
BEH U 2 23R EHEBUR TEOBEH U X 4 & [H
LTBY, 7)Y T 7749 7%D7)T7 7R
FEEE. b bLINERIE & W (ISF) &%
N EEOZSRIGH R (8) X0 dRER (&)
WKHERTH D, 7V 7774y 7 RITLBHE
B BN E O WAL E 2 X - TIRBERESEMERE (in-
tracranial hypotension syndrome) 234U 5%,

3.4. A HI{E%Eh (endocrine regulation axis)
3.4.1. RIKTEB - TN - BISE (HPA#h)
3411 HPABEA ML ARS (AML A - K
IVEZRH)

HEHE OB, Uk &S, WMEs L oka
ERENZE DT A ML AR LARE T L DT
BOBAPLA - FVE VBTS2, 20
APMVARISOEBZH L 500 HPA I CTH
2%, HPA W%/ L CRIBR A, SHA ML A
% 22704 FARVEY THLHEINF
I A4 F (cortisol) 2 ENT, HEfkE AL
A D5 5F Ao cortisol D G WA IE A H T 4 T -
T4 =Ny ZEMTHEI SN D, BHEE» S
3N 5 CRH (X CRH &M (T I A1 2%)
LAEG, RIE R RV E ~ (adrenocortico-
tropic hormone, ACTH) D43 (kT HAARTHE)
et %, ACTH (& ACTH =74k (R R H)
LA cortisol D5 (RIERE) ZRET 5.
A b L ARRIZHR A HPA #l 2 {5 L S8 5 2
LI X o Ty M ER LT O L5 SR RRREHIH]
EENLT, EROBRSHEICHMA S (Fight-
or-flight response), A b L ARSIEA%K, A H
M EGBRTH A28, @KE A ML ARG
(Fl, REMESIIE. S=v Z731E) BELL L
o THERIAFIEZ 525 V) 1T, GEND
FoOFHE DD (K6),
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BRI ERIR SR - NERIRTE AL R

\ ¥

\

MR E R | | Rt

Hia S 7 F VAR EHI R R

5 R T BRE % B+ (Il fEN B8 e )

BEmg-maw || R
e R AER

BE EE)
R R fiER

E6 Rk TEBAEREEDAXIER

3.4.1.2. HPA Eh& GABA kg =1 —0O> (B
K#z)

HPA i ® ¥ F A7 12 & % O »° NPY/AgRP/
GABA =2 —1u ¥ TdH b, CRH 7 ififie (£
) TIEFEA 4 v 2 MRSkt T KCC 2 &
H2SRBT 5, M. GABAE#I =2 —1 >~
(FR#%) 1& CRH Zisfififia % ¥ L <. CRH 4~
WERWPSEDL, L LERSA ML AIZBESH
%E. KCC2EHAMME» %L 5720, CRH 4%
WHITNOIEFEA 4 VIREDS LA L, HHEA 4~
DN WEET b, D722 GABA /8%
—a—ur (FIREE) o)X A EmED o B
2R LC. CRH 7 (8% RS2
LIt B, Hlma—u gL 7rF el v R
JIZE 0PI, L) YRMBHK T IZ X - T
W3 %, HPA SO LAICALE % 5k 1
HICHNIREREZ E= 7 — L THB Y., AeRER
R EONEBRBEREHRAA ML A D 7 4 — K
Ny 7 —FIZH5 L TWb, AT ER O e
A L ARIVE VRO BT 5 AR
TERTIIIWIH b,

—7Ji. b9 —>o® CRH 7ribfiig (IErpEike)
DMK TIE. GABATEEIE= 22— ¥ (5
W) BATIT 5 GABA &k E B2, Hil

WIZHEFEA F 2 LD AT NKCCL &\ ) & H 28
BHT A0, BHEBKELITRL DY KCC2 HEH L%
BlL 7%, CRH ZrsMie QEHERE) NoESR
ISR TR S, MR TR VO T, Ik
HREEE 0 GABA £ 25H B 4k <13 3l 2 o 12 xd
L. FiEHOR CHUE 2 < o SR & IE RS
~BEETT A GABA 1EB) = 2 — v GBS
TER L C. IEFEROMZBEREL S ITEEN 2
CRH i34t 3 5o A MLV ARIGD A S =X
NZHETAHLVAIRTSH Y,

3.4.2. R TER - TR - £IEREH (HPG %)
HEFEAT B A IE N R TS (medial preop-
tic area) TH 5. HPG flllEPERREE AV E Vi
H AV E >~ (Gonadotropin-releasing hormone.
GnRH) # 77§ 5 NHIHSRATE (medial pre-
optic area) D= — 1 ¥ 55 F 5, HPG il
AR, SRIESR O FEE & NS R R & R
723 WIEERBEEMAIHPG D7 4 — KNy »
V—FIZBE- LT T, HPG i3 12 N B
E=Z¥—LTWwWhb, GnRH I L 75 v %
AR XKD RES R, L) V2K o TH
I B fo TIHBYBLIR T A ERE§ %
HPA iy & (ZAIRAYIC, HPG #illd R BRI T #6
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2k 5 CEB S N5, GnRH & GnRH 274k (i
THEAKFIEE) LA 2200 QYIRS v E
> (follicle-stimulating hormone, FSH) & i
PRI A IV E > (luteinizing hormone, LH) @
e ARAET B, BT EAD S5 S S FSH
ELH XM IZ A D, RO estrogen & testos-
terone D7 2 et %5, estrogen & testoster-
one (AT # v 7)) » 7% (neurovascular
coupling system) O 4F% #1355, GABA X
GnRH 77 @ FEHIHK 7 CTH H . WA E T
HHNOGNRH W =2 —2 DT & A LD
GABA 2B T I2H 5o WHIBLE R @ GABA
=2 —1 i3 GABAA %K% 4 LT GnRH @
G & W L. HPG #il o B2 22 2B 5. T
FC R\ A R B AR S B 7

3.4.3. IR TED - TR - BUKIRE (HPT #4)

HPT #ifl 1% B ARBR R V€ ¥ (triiodothyronine,
T 3; thyroxine, T4) # /N3 57 4 — KNy >
W—T 53 5. WHHR O ERERE DO —
HAafwv, Bk, b, A, AR 2 ) X
R MO RISV ' ¥ 95RA§ %
E. INEEEMCVOs MIEM L T, FtwnwT
HPT $ili 23508 LTy HURBRAH R v & & i &
WVE Y (TRH) 2BURTH =2 —0 ¥ h 5500
&N %, TRH 1 TRH =%k (i T AR i %)
LA B ORIRBER VE VS IEFEICR S
T T AT D S O FUIRBR AV E >~ (thy-
roid-stimulating hormone, TSH) ® 4 % fi&
¥ o

3.44. 5% (GABAEBIE—2—0O2) &K
27070 F 3l

BRTE (SRE) © GABAEEIE =~ — 1
NETuT s F e T A, ERE - RIS
JNVT FL+) s (ERO A1 ~A3 %D
IO AL ~AT) B0, - BN - K
THEICIE B8 AR (P A8 ~ A10%: &
ORI - BURTFHEBD All~ A15) 3B, 2D
B AL2D F/8 3 AR T 0 52 R
L. AL20BAEIZ T TS 7 F ¥ 05w % s

5 D2EBETHLHINNVT) Y idEmTa T s
F U MIE DGR L 2 b)) M AL2OIHNIE T
0grF ot iET S GG RED
D2 WX o TE 7T 7 F VIED AR S
N5)o ARERET 2BUR T (B 12k
GABA it =2 —a U 2SEBEIZH )., FhH
TS DIT AL20 R 783 AR o S
F T AEEPICEboTWD EHEE SN,

3.5. 5%y - B FI{EEH (emotion, and cognition
regulation axis)

3.5.1. RIBAYREAGE B DARH CARFFHEAE (retriev-
al and maintenance of long-term emotional mem-
ories)

CVOs @ —{f % hi B3 % R % 6542 13 R pk AR
(amygdala) (ZFHF L. BIEHRIGECEO MR &
BFFCEE R EEZH TV LY, HWIREEH -
FtbtE R v b7 — 7P OREEIC L 5T EENE
WERCIE ORI & RIFORED R X %,

3.5.2. EE#% D GABA > 7 AuJBHE A ML
ADREAEE

A b L ARRIZHRR A HPA $li2558) L, &I
PO E N5 cortisol (2. A ML ARFER,
R D72 o TEDOREDPFR T 5, WED R b
L 258N T dH o 7235fr. HPA Bl 0GB 25 R
BIZHES S EVD Do BEBAND Y F T AR
HPA (2B 2 BRI 2 il RIS EE 1 E
R T, BEDZA ML ARBBOLDA LA
G BIIMICE L EE L Z L3 b h
TWwb, THE—HORBIERTH DA, Z oM
AW A S = XL L TRAY % S0%
Vo GABA ¥ 7 A O EITEIE HPA il 05 5 12
HEELRE 2R TVD, S5 S CRH &
G363 B /N PR AR N e (parvocellular
neuroendocrine cells) ~® GABA ¥+ 7 A A
DN EAVE T AR 7B B SE B o A B LA
WL %2 T3 5 EEKICB VT, #HED
MU ARBOEIT Y ST ATBEORZ ) 2§
S (X yuEtk) BRI, 300 Mo
WAMLVA%RE 2725 FTIEGABA ¥ F 7 A
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DOEMBIE (long-term potentiation) 2A%#5E &
N7zl LT, E¥T v FTIZGABA ¥+ 7
ADRWWIISEZ & 4 h o227 @rm a2 b
VAZRZIT2T v POEFETIZGABA v+ 7
AL, Lad ¥+ 7 AR E K
WERA/NT LVITHEZ b, in vivo A b L A #EER
WREEEEAND GABA ¥ F 7 A A O] 8% % ifl]
WML, ZOXF#EIZA ML AFEO noradren-
alin B ZHEENPS DY T F MEERNTH I LN
fEHE T2,

3.5.3. iCIBDOFIZE L GABA {EEN 4R

KD FEER R DI IZIZ Y F 7 2 DM ED)
2d 0, EEYE L WHIEOREWE S e i)
WCHHEEL T b, MOFE, 728 2 IXTFHED5E
BV TIIER I & v ) &0 &I 253
%o BYFERRTIEZ ORI Y > 7 A 0%
e L. 24U GABA fEE) M AlRE 0 B 5- 25 A6 2K
Thbo MEROE TRLESEHINSL DL, HEIR
2 GABA GBI SELMLIC 2 0. ¥ F T ABREHD
HERTWDEEZ LN,

3.5.4. Aquaporin 4 & SBHNHERE

Aquaporin 4 [ZIME PO 7 A oA Al
FEZGRICAAE LT RRAEREOMEFRFICD 'L T
‘/\éSUO

3.6. REMRBREHIEE (noxious sensation regu-
lation axis)
3.6.1. AR TE CHIEPFIRE - BERED XY b
7 — LK BEREZADHIE
KMOBREZHEBPGEALEZHEMK
(GPCR). KRV E— ¥ NVHllEdmes (polymodal
cellular sensors). TRP v A V2% A4 LT, &
ERREEAH LW 9580, &on
o, R, A B ABAARE) &
M5 &, ZOEEY 7 FIVITHUR T & wi i
Rl - BEEO A Y N7 — 7 TIHEHRPUHE S
T Wiy TREN (fak) | LT sE, 20
gL LTtk (photophobia). i M (pho-
nophobia) 7% & ¢ & HE M ™ % W™ 72k

U ERORENMHETEIEEI N,

3.6.2. RIKTEB. Mgt - EHWORY hT—7IC
KB EBIFIEE

HUR T EROAMABLR T 51329 o I8 [1] 2% % 52
BLLTWwa™%, Zh o piftkits 5 &, HPA
235 ANV ARICOFH & AT LT B
PIHIBEREAMEE S B o BUR T B oo 25 P A%
HED ke 2 & BIREERESEZ %,

3.7. EghHEE: (motor regulation axis)
BIRTEIZT a€—Y 3 v o—&kEEHHL (lo-
comotive driving center) & L TOEHE % FFD,
OQIF—3 3 Y®DAT v 7 (locomotor step-
ping) (ZAMUAR T - BAGHER B Il i ]
PH¥F (perifornical area) ASE5- L, WML
JRF# (medial hypothalamus) EkEY ¥ 7
(Flight-directed locomotion and escaped

jumps) IZBSLTWBEEZ LR TWSY,

3.8. GABA fEEhiEHill{HE (GABAergic regulation
axis)

D=2 —u o) HK30%1F GABA FEB) 1
—2—urThl)., ¥FTADMEE L IEHENIE
KOBEE 54 I v 7 & WHINICGRETT 5, fhiE
W B 7V & 3 VR AT LRI
WGBS 2 7200 2o Wil GABA AJi28
C OIGENIFEITT 5 & DO LB 72 15 1
ETh b, MRS S S N7 GABA I3,
BHENNERT 54 4+ v F v AVIZ3R (GABA,
ZHER) TIN5 < DR A2CHE G
AL ZHEAE (GABA: ZHMAE) DI X
02T FMEBRARET B BUR TR & xS EBH
P DB ENC oW, 7 KR IO
THRRT &2, FNHIICHBEL-H#HELZD
A%, GABA IZ X 2 M TdH 5. GABA 1EH)
PE= 2 — 1 O FE 72 5 FHEE SR T T
IR ETE, IR, Z2EETH D, I b
B CVOs 2 S BB E 22D, KA F A
¥ AR E L TOREZHE L TW5bH, BT
O GABA {EBiME = 2 — 0 VI3 ER O FE, A5H
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FERERC 56, HOKITEI ORI S- T 5, IR
® GABA {EBIE = 2 — 1 V2B 4T E) o B %
RVE VWi, 4512 CRH O @ W 5w, 7
0UgrFrawHElcE ST 5, EHEEO
GABA ¥+ 72 WHEIMEIZ A ML A0 EMGEEIC
59 % Il S ED— RO EIC
X o THEE L (tetanus) DIEAEFENE R 42 Ly il 1E
FEWERE (stiff-person syndrome)? TH SN 5 &
) BB RERE E A & B

4. RARTEREMRRE (B=E)E 25 E HE g
fEAEf%EE) DIRIE : Proposal of hypotha-
lamic syndrome (circumventricular organ
dysregulation syndrome. CODS)
4.1, RIRTEREMRE (= E 2R E B HaHEE
1%8%) DEH

BUR T & I R PR E I H S A0 5 % kv
U REDODYWE EHIESLEND L7720, N
WA ORI P E ik 2 1 9 A B I A3
5oLl bI, WMIEELMICHT 8% (M6
BB, BB & OMOEHRIZEOKEH ZH o
T\ %o BURTNER & b == JE] PR &5 B (L0 B 1 208
FELTRWZ EDPS, TONY T 5RO
BRI (BRIEA P L A) X o TRWE N5,
TEEOAMGHEFFE V) BE»OHA LESHEL 2
b0 HEHE, ZOXH) BT AENLTEZS
LR T EPREAEAE 3 72 (3000 23 J DH & B 1) ) ke e i f
BELEHRT 27,

4.2. RRTEREERF (B =E B 28 E HIE A AE iE
%8%) DIER

Afii e L Cofsl 2 U2 B8R Tl Bt
FEFAEASH ). = o AATHR TR & R - Y
SR BRERE ORNIZAH OB E R A Y b
T =2 H3d B, BUR TR & g JE R AR 1A
BRI AN b T AOEEEICHEELTE
0. BRI B . SR, R
BRENEEDO T —F 4 v 7, BATEBORE 2 &
DEREEICE D > TWBDT, TN5DOHFET
2 & 2 PR T S REMERE F 72 13 S8 R PR 2R T A
FEREERE ORISR 2 AT T AITh

2B SR IERERT RICH D (XM6). ANEME
HOBKIERIZILH 2 A7 M T AITb2Y,
MRELEE Y A L8 GBIRGE. 2, 25 IEREIR)
DIERAER G PEIRE, B1F) . HiLEHE
7N oA -5 N N R DN N T R S
o MR . AR, AR (e, A
RIS WEREE (%7, mRIE). AR -
WA - FEbEE NWREE, AR (X
7). REMBREER (U, St FHE.
BT . BB GRATRCE, BT, R
(KM8) Z&, BHMZEREOMAGDLENDL %
%o X8 DREMBAIERIAL A E R BUE R &
BB BUE & SN BIEIRAE TN B TEEMED &
%0

4.3. RIR T EREERE (B = B B 28 B Il D A i fiE
%8%) DERIKANY b T L

PR T IRREE AR F 7 13000 2 ] PR 25 i 1) Al e o
BHEE R T 2WRIEEH TH L. FIREBIEREE
(somatoform disorders) R/LHMEC X7 —&
AR CTHRME S 2 R T S e (b 2 4 PR 25 1 1)
RS EGERE) S I3 —MERBL Cd 2 XETH
5o

4.31. 0 F B E DRI (encephalopathy
after vaccination)

BUR FEREBERE A 3 5 & SNAHHHITIET 2
F VMG OBIENH B & S, 4 Y 7V ¥
77 F Rk Vv a L 7Y — (narcolepsy af-
ter influenza vaccination), & h/S¥ T —<r7 ¢
VAT Y F o F R B A AR S E A (human
papilloma virus vaccination associated neuro-
immunopathic syndrome, HANS) 3 B3 %
L Ep™, HANS A0 RPEREE 4 W BRI
AEHL & LT, HANS 128U 2 2800 75 i {5 52
‘H# (single photon emission computed tomo-
graphic images) . TS, NOWFEN~ — 7 —
B (B=hTAT7 ) XLDOHEEK), BEREHT
(B B RIEEI Y — A — RN H %, HANS
DR E B 2 B EBRE T VA 2 DG S h
TV T 1 ZFE, € RS E— Y 1L
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BiRME- N - REER

R - RAAER

FHEHEE

= iAE - EEE
Bim-IEE-TH
Yo7y

B R IE - BZFE T
MENEES

A~BR - 3@ AR - 2 3L ATt

JE
REAET
ATEIES
LIRS
S
INTY D FEAE

H7 MREKTEREMRBEOMEIR (BEME - A - KB - REEK. 158 - BHEK)

BREMBRRER

JE IR EY
R

B B EL
GIERT3
inim - B A

R5 - LM REE

EEE R

HITRREE
EIET A2
Hjan=y
=A

H8 #MAKTEEMRBOER (RENBRERK. FEHHER)

AT 7 F v HHER#E (pertussis toxin) % [f]
R G- L 72~ 7 A O i B AR TR 2 BUR
TERBREE 2 2R 7210 BARIIE, HR TR
. R BB RIEUR T oM, 4 3
MME DS, $ETEBICBIT L IMEN D 7
K=Y A%BOY,

4.3.2. B MERNA  (encephalitis)

BUR T EBEMRE 2 9 5 & SN BHRIITEG,
PREDHBE SN, 427V W% (influ-
enza virus encephalitis). {85 EN %% (tetanus
encephalitis). von Economo ¥ %¢ (von Econo-
mo’s encephalitis lethargica)™®" 25 [l 3# 4 5,
BUR THERRE 2 24 2 EFENEE L LTER
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TS5 void, 10040 < Ai I HER & SZEE O
HIHBERE DO W TEE LN E L% 17> 72 von
Economo ODIFETH %,

4.3.3. fifE®E (brain tumor)
MRS Tl UAZENNGENE (craniopharyngioma) .
THAKINE (pituitary adenoma) ASEH#3 5,

4.3.4. KEHHE - hHFMRMAE (metabolic/ toxic en-
cephalopathy)

RHHE - EERE ClEA 7 — 7 =1 ViE
(interferon encephalopathy). 7 = )V = v 7 Jij
JE (Wernicke’s encephalopathy), * @ = %
' — VdiE (metronidazol induced encephalop-
athy) ™ 2sB M %, W4E, 2B LTV B ER
PERETH S 2 bu =%V — VE XN MRI T
i 22 5 PR B O WG A Th b, A b
=7V VIREE R LT o =5y —
V% R IR T AU R EE 2 < IS 5 A5,
=7 ZEAERIUE, A AR ARRE I R
% &) T, EEMESLELREETH S,

4.3.5. 2 EZ M &K £ (neurodegenerative disor-
ders)

R 28 V5 BB TR A R TE B O K R
(water intoxication in schizophrenia), 7 V¥
NA X —IREBEZHEDBE (overeating in Alzheim-
er’s disease). /8N — F ¥V Vi O K FH A
(weight loss in Parkinson’s disease) %% 3
Bo TANF—DWIEZERNNT ¥ A RS
% DIZLETR OH BURTERO T AL F — 3]
B CTH D, S—F UV VIRBENEARICA
RTHBEENELEALEAW > TV DIZ, = F N
F— (Hu)—) OEFEEREE BRI, -
F 2V VIR OBUR T EBRERE I & A D RH A3
HHILERET D,

4.3.6. B1EER (paroxysmal disorders)

FEVEPERE T B ZE AR (R T BB e S8
MEEE L, TAPAEFEL TINERMEHRE O
e (NIIARIESE) 2L %,

4.3.7. BC%&E&ER (autoimmune disorders)

i > H O 50 95 B T Bt NMDA 52 25 1 i 4
(anti-NMDA receptor encephalitis). $T VGKC
Z AR % (anti-VGKC complex receptor en-
cephalitis). JL7 IV ¥ I V2 EAKM K (anti-
GluR encephalitis) . HAREHFR S (neuromyeli-
tis optica)®. stiff-person £ #E (Hi GABA %
FARMN S, B glycine S22 25) 2 2SS 5 6

4.3.8. ZDDEE (other diseases)

HUR T EREERE A 29 5 & SN AHKIE LFLo
hdH 0. RAPESEIRAE B (postural ortho-
static tachycardia syndrome. POTS)*, # &
MR T IE G RE P #E  (complex regional pain syn-
drome, CRPS). Wi Sl it £ 72 13N HEHR
£ i 88 #  (cerebrospinal fluid hypovolemia, or
intracranial hypotension syndrome). #& W JiE
(heat stroke). ##HEMFEAE (fibromyalgia). 12
PEJEFTHIEBERE - W TEM 8828 (chronic fatigue
syndrome / myalgic encephalomyelitis, CFS /
ME)® | itk A AR (anorexia nervosa) .
1L 22 W & ¥ iE (chemical hypersensitivity) .
HAEHRE S (menopausal syndrome), 7 L A b
SEMERE (frailty syndrome). $ VI XR=7 (sar
copenia syndrome) % # 3%,

5. #&&E

HUR T EBIE R AR A DRI B W T, DK
DFIIHART, HEHEME»r 572 EFHITER
%o ARRDHUR TEICE T 2550 —Pizihud
FENWTH Do REISEEDER L 72BURTERA »
F7 =2 ONERERT (K9), 20X %%
RITH ORI - BEREIIREIC S b B
I EEERAE L L COBUR T EBoFERE R B
FEMCY YTV TH D IRERD (i) IR
T LGB A (B AL) BUR T o 2 B
(dual hypothalamic system) #*5 7 % tHIE T &8
IR S & BV R D 7 B MR A A SR O /NTEH
(microcosm of earth life) TH 5. [HIEZ DK
MERIZ ST N TRMEEETBZ 2 b DL —fZI2E
L HNTW2AS ZDO—ERAS IR O BURBE L HUR
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