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Research progress of HCN channels and the regulatory

molecules in nervous system
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Abstract: Hyperpolarization activated and cyclic nucleotide gated (HCN) cation channels belong to the voltage-
gated pore ring channel superfamily and are widely expressed in the heart and central nervous system (CNS). HCN
channels are activated during membrane potential hyperpolarization and conduct an inward hyperpolarization
activated current (/,) in the nervous system. In the CNS, HCN channels and their distribution and physiological
functions are regulated by intracellular and extracellular small molecules, accessory proteins, protein kinases and
many neurotransmitters, then affect the downstream signals. Here we review the structure, distribution and
regulation of HCN channels in CNS.
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AL s EE 7t (hyperpolarization-activated
currents, I,) £ 3% 5 4 A b s s Y, 25
FEHE T CAL X E*EVMEP 2GR I, R Y
IR 2 A IR SR8 Y A P A 45 JH A Il L 50 4 o
— =W, 1, YRR I (funny current) B 7, (queer
current), J& BB 7T A, IXRRE R B P9 1) HL IR
ZAERAC AL T IR 1%, FLIETE R 2 A XU
P 88 A PR Ay AR A O TR PR A% 1 IR T T 5 FH B 1
(hyperpolarization-activated and cyclic nucleotide-gated,
HCN) j@#ig v,

H5RZHOLIETZBIEA R, HCON i i £ i}

FLAL AR AL S, Ao vF Na' F1 K #2018 1:3~1:5 (1
tepieit . ekl R, AR E (cyclic adenosine
monophosphate, cAMP) B % 5 if i & [ AH F./E H,
PR XA ZE 2G5 (central nervous system, CNS)
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CNS 1, HCN I8 1) DhReRe e R I 2 2 FEL ),
BRT DAIE I A A AR ) 0 BCEE O AR AR
F, HERIE . TR A ol I 200 P 1 8 2 A7 1T 4 5l
ARG, AR IEARFEAEEER Y, F
S b, HCN @8 ) fe b fig 5 UM s 24 BOR S %
PIARDE, AR O, s gom B UYL &
i P g U DA R R AT ME s B, (HH T
EF X HON Jd 8 H 4 55 B A 0 20 = 8 9 = e
259 A A 2 . 122 TiRIT O EEE S
B 8 M R AL O g U H T SR AT T
HCN @B IGIT #1248 R G050 0 50264

HCN 3 T8 1) 5 A 45 48 S H AR 3R 10 45 O 7
by SR R B R TE B AR SRS R B A 44 HON i
FIGERE S oy A, B 45, 9%7E HON J@IE 7E CNS A )i
L .

1 HCNBEMZERMSH

HCN 83 J& -0 7. 2) 4 HCN1~4 J P55 0% 9
mm&%mA&%E%amNhﬁmﬁﬁmﬁﬁ@

WIB AR 1B IE B R R, AT IEHEA
AL A B FLIBE R B, 2 B DU RS [ £ [ R S # 4
HANFER AR ", AN TR LR 3 3
A%, BUMORR N A, BEBRZ O, C A 45 1
PEEAZ O 6 A o 5 EAEE B B AL (S1~6), WA
1F FRLAHT PR H IR A% S 2S (S4) AN S5~6 22 Al 455 H 4 i -

AR - HER (GYG) 27 18 1 S ALK T
BT pEas U, AE S5 AFLER I8 Y L AR ER
HH R R DR ST 110 TR A% TR e ke i 2 o A 1) B B2 A6 A
X PR e B T E R 4E R T Rk R
FEER U, 1ES6 2 JE RN H 64 o- 12T
(A'~F') 4L C- $23k (C-linker), PLK&H 120 4>
IR A HER S5 4 X (cyclic nucleotide-binding
domain, CNBD). Tfii C-linker 1 CNBD ZH Ji ) [X 13k
WEPR g A B IR 1 U 45 4 380 ” (cAMP-sensing
domain, CSD), [X A {1%} cAMP % 5 /) HCN i
TIPS RS SR ) I S 4 S R (R 1),
4 F HCN @i X cAMP [BUR AR, H HCN2
H1 HCN4 32345558, HCNT F1 HCN3 24548059 «
HCN Gl 18 WA 05 ) ) 2 A 22 57 - HONT H)3L
T FE A R, HCON4 (1) 00 8 B 5 1%, HCN2
HCN3 (#5181,

HCN 38 4 M IFHEAE CNS drE 3 A [
B, IFH O 47 mRNA f18 G5 KE kAT
TR . HONL EBE K 2. 5.
b Bz SRR B T b 2k 52, Ak, PRIRIETER S
4 HCN1 ik P, HCN2 234 18 J LB ik
o X 3, e P s A ERORT G A% R 3R A
i B MIEEZ R, HCN3 7E CNS Hr o A 2L,
AP AEE AR AR RELER AN — L8R B i A% [ H R
F) P42 HCN4 14 4 #5505 HCN1 H %+, HCN4

HCNGEIE 2 P 4K,

— AR oS IR e B A B . Co 45 A 4B 35 C- 43 Sk (C-linker) FIIA AL 1

CNBD

[X (CNBD).

&1 HCNZ#HE
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N S v S (R B v R T
P A AR ER B R Z . 72 HAB A X, HCN4
(MFRIEELAE L Y, EANERIZ RS (peripheral nervous
system, PNS) #1, Frf 4 F HCN M. Y # 4% 4 18 7
YR hREk, Hy HONI BEE8HREEN—
Fi 121 R4 = W& 4t HCNL, HCN2
A1 HCN3 A g e Y% 1),

2 HCNEEHET

2.1 A FITHCNIBIERIETS
211 /oy
2.1.11 HEHR

CAMP J& HCN il 18 {4 B 557, A8 1, F
I 2 ) IEME A B, (2 HE I8 TE R AP O
cAMP fiff HCN2, HCN4 H Fs A it P 0 ) 1E 77 4]
KM 21 17 mV, Jf {23k 8 JF s (HXT HCNT AN
HCN3 e i385, XREE HCNT B30 th & # 8h 2
2~4 mV R K BRUBE PR AR 4 1 P2 R (diabetic
neuropathic pain, DNP) #54 H, DNP K §f & 20 H B
AL R A R R, X 5 F T M HCN2
HCN4 3B RIER . cAMP £ 3N, & (A B
A (protein kinase A, PKA) & HRIEBINAG 7, 5N
VESS ZD7288 WA H i 55, $Eon B HE T /il HON il
EZ Y 7 DNP KR U AR 72, JFrTRe
5% cAMP-PKA {55 ({115 #,

5 ¢cAMP —F£, AL & F (cyclic guanosine
monophosphatec, cGMP) t & HCN Ji#i& ] 5¢ 415
A s WA FERE, V12 3210 cAMP #2246 78
FElAH Al 2R, cGMP % HCN 18 18 ¥ 2% 77 B A% T
90% ™", IR I (cytidine cyclic monophosphate,
cCMP) 57T HON 818, Z&&0shA]. £ HCN2
A HCN4 J8IE |, cCMP oG th 2 m IE i A 3)
I F e, D RS, (B HCNIT AT HCN3
Tz M,
2.1.1.2  @EEEE VLR — #% 2 EE (phosphatidylinositol
bisphosphate, PIP2)

PIP2 s — it 35 WURE ) H o i flg,  HL Sk ik B4y

BEREAENBRIEL. ARt 25910848
B B TEIE A I s AR P [,
PIP2 2 4 g N AZ KOS R VR F R 2 38 38 T T8
PIP2 45 %% 1 8 M AL M ) HCON 18 38 IH0E, 3 7
Z4) HCN 3@ 38 (1) 30 ) 1E 7 #8029 20 mv, H
A% cAMP Je cGMP [T 20 /I BREE AN R 11 /)N
I (intergeniculate leaflet, IGL) #1427t = %k HCN3,
1M PIP2 fEiZph 22 0 bIA W] B L, AHJ, PIP2 Gk
Fe] AR w i, 1278 PIP2 W] fgid it HON ifiE
KA 8 10 2 A P AT AR R P A R R
2.1.1.3 ¥

HCN 38 T8 07 4t e P A0 PR 4 ot 1 9K B2 .
JoT {3 T WO ) FL R R £ [ R ), i e E T
FRERE B BN R R A e AR R R IE R G )
HCN 3@ JE 7E A By [ 9 52 20 M 8 o1 1 1 15 . 2
JfL P R AL 5 HON i [m) 5107 Rl #2580, FRAIRIB0E &
R, S T w5 PR A AR R R
JE R IR FRY, E R BURY S4 BRTERARA T S4-S5
BT A ) HE R iR A (HCN2 A1) His321) $hg
TR s s
2.1.14 CI

HCN 3@ JE 52 2] CI {915, CI' X HCN2 Al
HCN4 [ 82 82K, i % HCN1 s %8/ CI X
HCN 3 38 1 1 15 7T g 5 0 i 7 22 4R 21 A 5% 1,
AW FRY, 40P R CL X R S W i H 9 (fast
instantaneous current, Iny) E A B IMHIER . X4
YA A CT A BRI (10 mmol/L) 34 i 1) g 94 &2
(140 mmol/L) I, I JUF- 584 K, TR a2 H
it (steady-state current, 1)) 7B 50 B,
212 MEAEHEA

AE 4B 5 HON 3@ W R B ok 2 1
B, hiE T HCN /3 & A B FefiE . HCN
A DX O 4 A A BL LSBT T TR AE S B
JE&VE . MinK A2k 1 (MinK-related peptide 1, MiRP1),
tH KCNE2 9mht, B3l m HON (1) 3818 o548 % F
HCN J#3# (5) /1% . MiRP1 75O FH 2 & ik,
CL &N MiRP1 ZhRe Fs i s # i) A 4l i, 53210

1 HCNZ TRV R h F BERIARERL

B ZA ] HCNI1 HCN2 HCN3 HCN4

CNSFEFRiE  KWEZE. Y.  JUPIrAERRXIE, B & 5680, REKPEIK ER&ZE. kR
NP R J5 % BT F R AN T4 A 2 0k e ey TR = 2 TR B

PNS 12EEx HRMAN(RIEHR HRMET., =XMHEH BT, XA HIRAET

%), =X ML
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LA, BWRAET M P gL i e A
(filamin A) 2 —Fla EE AL BEH, £M&Tit
R B iz )2 BT T, oA 55N 2K =5 ) 1 S i
5. DHNZERS HONIL AHEAEA, {HA5 HCN2
HHCN4 AHEAEAH ", /Ngs KA -3 (caveolin-3, CAV3)
o I & HCN4 [T fE . 7652 5 45 (sinoatrial node,
SAN) 4lifg, CAV3 j@it5 HCN4 M EAEH¥E V1/2
MR AR, S R AR ¢ A, s
JIN3E I TR B HON4 B sl 1) 2 B

MEAEHEATPHARZ L EAN =KES
J¥ %1 1¥] Rab8b #H H.4F F & H (tetratricopeptide repeats-
containing Rab8b-interacting protein, TRIP8b).
TRIPSb £ % 9 Fhii i B9, Horh TRIPSb (la-4) 2N
FLENY K e & IR, 29 5 30%~40%, g
A HE L 0 HON JEIE R % ik P 45
f]5& TRIP8b (1a), %5 25%~ 30% ; TRIP8b (1b-2)
KRR, 2005 10%~15%"", [FF, £ 55t & B
TRIP8b (1a-4) {2140 HCN1 (R FIE, (HEK
HCN2 K1 #3k B9, M2 R, TRIPSb (la)
i HCN1 ) 2 [0 3% 1% 3 2> 7 90%"°", H. TRIP8b
(1b-2) F 2 T ¥ HCN1 A1 HCN2 ) % [ 3¢ ik B8,
AR TRIPSb fE7E 2 N EAY, (B4 5256 B % 1 1%
B AR R ) 32 AR B2 HF HON i1 R
FILFFHE 1 BV, W TRIPSb {0k 5% L
ChHEARIR A TG I Lo T, WRORFR) R P AR P PR 90 2K
AU R T 48 0 26 TH HON SlGE 2, IF H Ak
F 2 TR FOIR 40 B o HON 3838 11 1F 3 A B 2
B & EBIR B,

2.1.3 HEEEE
2.1.3.1 PRI (Src)

Src fEME LALLM )2 Rk, ZHE
AVEC AR 145 B8 IEIE ) B 4. BEFUR M, Sre
B tE 5 HON JEIE M C Kinss &, (FlE R
th, MTTIEZNE I, FIBGE 2N 1% . Mok, B A niie
7F HCN JBIE 1) C-linker K I T — A4 & 1 % =R
FR3E, B Sre I TR M, Sre X HON JBIE )
1SS 2 B A HON 3 38 78 (1) C-linker ) B-
WE e v B ORI SRR R B (HCN2 H i) Tyr476,
HCN4 1 (f) Tyr554) sk sz 91 . Sre % HCN4 i
T 145 R AE AR T HCN4-Tyr531 1 Rg 1k,
RN R A HON4-Tyr531 A 7E AR KRR B2 b B
Sre 1l 7% HON 3@ 14 i s ma 2. 5 5 4k Bl
5 7K Sre 00 i) AT 9 2% K AR AN SR R 2 IA (1) HCN
IE PEE SN 15 . (RS BRI Sre AR ILE

G am S B T FAE IR . G T E SR
KW, Src fe5 RKIRNFFIFRIA M HCN2 454 -
L AR

2.1.3.2 p384 R JF Gk & I (p38-mitogen-
activated protein kinase, p38 MAPK)

Y I HE A 22 oA R v ) HON il (3222
HCN1 VA4 % ) 52 5] p38 MAPK (XL Y,
T BT AR R 245 A i T HE AR R 22 T p38
MAPK 3% 1 AT 51k 4, F A AR P S0 R AR A o7
%) 25 mV, {HEE AN, BInEckiA
BH 7 FAEF AT, SR1,  380E p38 MAPK i 1, LK
A P S T B AL 2 40 11 mV, A8 R A
EWAk, IR N F SRR () s A Y, p38 MAPK
7£ HCON 1838 (4 FH 0 5 08 55 8 B G (E18
PR ZIY0HE T CAL X p38 MAPK Vi P 41K, p38
MAPK (R0 & 70 3005 1 509 75 % 1) HCN T8 3E |
PRI, To R 1E B AR il 2 78 18 M
Tor Sh A BB A e 28 7 R T it T
2.1.3.3 EHHEEC (protein kinases C, PKC)

PKC 2 1 25 33 i 41 1] HCN 38 18 (1) 55 2R i 5
R, H 22 T RH B AT 9 B e 42 3 5k HCN 3l 3 (1) 411
FMER Y, pkah, fEFEGE HONL AR Z T2
JUH AL EN 4R, PKC BA BRI E e 1, 1R .
SR, TEIXEERIE RGF, PKC [0S I-A R0 il
T8 R AU T, 2015 4E, A BT 5 F B PKC 7]
IF) U8 7197 B AP 2 ST IR IE A1 HCN (1) 3R 11 323X -
PKC [RJ¥0E AN AT 300 3 FAIC 7, A HCN T SR )R8,
T i) PKC I AH ) IR H 5 B 78k K3, PKC
BOEIN T HCONT @3 gL 4,
2.1.3.4 FIREAMKB M E A (calmodulin-
dependent protein kinase I, CaMKI)

7L 22 B, CaMK I 3 P4 /& 2 57 A 4E £F CAl
HEAA MR Z Ju HON G dm b SRR & R T b 75 1. 24
YIBHLIBT CaMK 1151 5, HCNI 7E R 98 Fg 4 2)
oA, TR ARIE KA BB Y, R R
WM e, S Ca® AT, BEE IS CaMK T,
A HCN1 3 38 Rk 8, I 1 B 1, (138 0 ™,
FEMEE 0 B O R BB R, HON2 ()38 Y,
i CaMK 11 #1141 7] KN-93 7] & 2 ¥ # HCN2 i &
3% 512 A LR AA P K v it i
22 HEBRIFTHCNBERET
2.2.1 A (glutamate, Glu)

Glu 72 CNS 1 EZ M m M AE# iz —.
Glu /- F V2 K HIRRL, MG fish ] 98 14 21 M 4 1
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Bl FAMHT Glu BRI 1B T R ARk
N- H 3 -D- RA SR AR (N-methyl-D-aspartic acid
receptor, NMDAR). o- % 3 -3- 4L -5- 4L 4- 7
TR TAT R 24 (a-amino-3-hydroxy-5-methyl-4-isoxazole-
propionicacid receptor, AMPAR) & 1t i§f Y 5 & & %
A& (metabotropic glutamate receptors, mGluR). HJf 5T
KL, - Glu XJ B+ BRI AL 5244 (1) 30E W 1T
7 HCNI JEIEER RIS 5 IeAk, i Al
Glu BRI SRR 1 44 4h HON @GR #5718
5 CAL #EfA i 22 o, W 7 JZ (entorhinal
cortex, EC) i i M M WU IS A% I BERE R B0 &5 1
TR GAIRZARNT T3 5L A GERE HCN1 1856 & 43 AT
R VEN, MALBREAREKFE Y, E—1
g P2 ooy B R WAL, B B0E NMDAR
o AMPAR, HCNI Jililf % [ i 2k 3 m . 7EK
B AL B A 2218 4 1R 38 457 497 (chronic constriction injury,
CCI) BRI, HCN1 ik B & P& K, mGluR1 K-
BB T, RN T MRt X — R
ALIE A EOE mGluR1 R, ##] mGluR 1 ) AT BH
Wro DS, Glu U HIR AT BE il i 0E T i PLC-
PKC 15 534 {f) mGluR1 /-5
2.2.2  y-Z 5 T R (y-aminobutyric acid, GABA)

GABA 2 FL3h4) CNS A 25 22 (1) i) v ph &
i 5, 4> GABA,. GABA,. GABA. = f i #,
GABA 32 1452 W 3L 30 0 K o 2 & e 3 & i) 4]
PE G EEMPZE, "GE Go/Gi & H, TR E
1% M AL (adenylate cyclase, AC). Ca®" i iE A1 K i
& BV, EMS KK HERE (chronic cerebral hypoperfusion,
CCH) 2, GABAg #3057 [ &S5 Rt d i 101 7 K
S A& B 5T (prefrontal cortex, PFC) Hf HCN2 ik
)R Bk EE CCH AR 2 1Al 1z B2,
2.2.3  FIESRANAIE R

BN T A4S 2 Y B JIRER (noradrenaline,
NE). 5- #2 {4}t (5-hydroxytryptamine, 5-HT), % 2
ffi (dopamine, DA), {EI&zf. MEHRAIUEE LA 2 5 |
TAEINZ . R AIE PN mIne bt g HE 2
TAEH . HCN T8 A2 5 i S 42346 o7 1) 22 2480 A
oM T M R AL S TR B
NE 0] DLt it )38 o2- 5 _F IR R 3244 (a2-adrenergic
receptor, 02-AR) I R E LI L I (adenylate cyclase,
AC) 5 YE, MK cAMP 3,  ZEm#i] HCN
WIE S . A SEFEkeE, —MEAL ik
() a2-ARs B zh 7, W] #4] HEK293 41 g ft) HCN1
HIHCN2 838 B, (s KR AR, 1, Bl

R0 B,

FINHHFE K, 5-HT1A 2R 51 G &H
Gi/o #5K, i AC/PKA {5540k, MIMFEK cAMP
WPE BT, FEHEAS I _ERRE (medial superior olive,
MSO) #1470 b N S-HT Al FEAR £, 63540
FEAR29 10 mV, FFgaEEBuEs) 1%, X5
AC 35 M BT FEARFT cAMP X 1, A8 K618 15 19 ek 20> 42 —
B B e N R A R B, S-HT @k s p A
AR 5-HT 24K, 5-HT2A/2CR #1 5-HT7R,
HEEN AR Y EAIM I M m P X PO A RN a2
HCN j@iE b sn ) 4s R . 5-HT e a2 G &
FURAPER), ¥ &% cAMP il Sre {5 5 il ™,

R AN 4 a0 B i 7 EHE k278, DA GERV E
EC #EfR 22 e M m PEFRAK, 1, UG . X Leff
F&did % B D1 5244 (dopamine D1 receptor, DIR)
IS0, ATREV K cAMP ) 511 HCN J#iE 1 B %
75 M, 53 DIRs 7E7% )2 PFC (P MR 2%
%, DA ] REIE S K # DIRs b 40 fE Py cAMP i
FESKA ST PEC HH ) HON J@iE, Mmi/> PFC #i£
JCHIBCR, 3 E TR
2.2.4 L[ AER (acetylcholine, Ach)

ARG Ach 5V Z AT IIREA G, W
WS MRS BHEs). 3 5mERERbE
{3 UE IR 3 (rapid eye movement, REM) FEAR4E 40,
BB R B R 32 (M2 A ) R B
AR (N SZ4K) A1 M 2482 G 5 A MBEZIK,
H 5 RN EE R (M1~5). Ach i i A [8] 25 Y 1)
mAchRs 748 I, (R DIRE, — o0 I, AHHIER . F
IR FUARIE, Ach FEAK 1 WA 14 2318 B AH O 8
W RS TC IR 1, W78 3)) 52 G0 0] DUFH K B i e 4
WMz IfEizs iS5 . tah, Ach f85 mAchRs
eI E Gl EH, I HAME ACHENE, AW
FEAK cAMP 7KV, 3L T, s sS4
(RN AT HERRAG, AT PR ) B e i o0 2 Hiash
2016 4, HFFTHRIE Ach i FH KT HCN J8 18 Sk B
SUR AR BB B e (8] #4828 76 (cholinergic interneurons,
CHIs) H HAIZE, AT 15 SCRAR B 5 #4220 1)
W, S5 .

2.2.5 MRS REPHZ IR

=k Ik # (adenosine triphosphate, ATP) A H:
Foe fife 7= ) i T A S 1 5 ik b S b 22 06 o R AR
ATP [ 2 i85d P2X 24K F1 G 2 ARk P2Y %2
RS, TR NE S G B ARz AR (AL,
A2a, A2b. A3) {E gl 14 4 22 8 45 %) . ATP
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R 8 I T PR 4 R St HON @ TE G 1, X #if
LRI R, S E5ME RGN 2
Z). ATP it P2Y1 32 AR 0E o fix = X4 o B
HCN @ iE. SC46 87K, P2Y A4k 30 7 ADP-B-S
AT IG5 N = XA T 1, IEE R T, SRR
AW S P2Y 1 B2 AR HU5T MRS2179 TR T .
2018 4R A T A L, MR I IS A2a 5244 3 58 KRR
BN WAL B 2 TT ) 1, B, 51 1, 0
25 1) 2 WAL RS RRCHLAT 2R fo 386 i 7
2.2.6 —%F % (nitric oxide, NO)

NO J& CNS H ] — B A ph 216 5T, 7E R Al Al
FIGR i 5 5% fish A% 356 1 U 45 b R B EAE A . HON il
E2H Mg &t MR Z 65 NO/cGMP
S N A Y, 928 UE, | HCN
108 VO TR R OB 1 2 A B2 B, NO bR 1)
N AT 51 1 R B T IR . R, TR R
P, NO A AK #t cGMP X+ HCN i@ i ik 17 i 15,
A S- AR AL . NO 5 PAMBURK ) & HF IR PR
kB (guanylate cyclase, GC) #H HAEH, [t )5 5384
LY cGMP {1340, NO/cGMP {5 5 il i@ it/ &
Xf HCN J8 & 1 i85 2 50 Rl AL s . 55
CAl XH&uH AP iR, il NO-GC2 2
Al 5 HCN Ly, Wos th &kt s, IFik
B 75 2 E AT (0 FRAG . R T CAL X F R NO-
GC1 B N, 20N cGMP 24080, HK
AN RIS 2R B BORD, IFES 1, i 7,
2.2.7 #£JIk(neuropeptide, NP)

LA kS 5% HON @E A, oOfFe
Mz B A AR A& BK Y (neuropeptide Y, NPY).
2 [% 5 2 (neurotensin, NT) fll P #Jii (substance P,
SP), M & E k& 115, HAeiE s AC FF1K
cAMP 7KV id i 4 G B C (phospholipase C, PLC)-
PKC 15 538 B K BEAK £, AT 38 5 HON il i e
SO R, MK S (neuropeptide S, NPS) i it i
1% NPS 2 (30 il K A= 4% HCN Gl 11 1, i,
78 Pt R R D H] HCNT A5 1, 5 NPS i 1)
I, RS 2 IR Re IR BN A A% N GABA R [a] i
2 PO A, TR 3E GABA BT HE AR AT

Zo ™.

3 HCNEMHTFES

3.1 BDNF-mTOR
Mg T, WA EMNE RLES
(mammalian target of rapamycin, mTOR) {77E T 5 fit

X4, SeIEERE I oCBEE A, Relid Bk
()22 128 R A B PR A O 2 3 R R i R e A R B
A T EEMA SR AE & . 8BRS fily ] 9 57,
mTOR 34 J0 3K [ 52 A& FIEE (£45 NMDAR Al
HCNT) & P20, 1 3K 6 52 4 R Ji RV 2R 1
s U SR UM AR AR AL R R B, W CAL X F Rk
HCN1 B4R A0 M e, b i o i 1tk o 428 % DR 1
(brain derived neurotrophic factor, BDNF)-mTOR 15
T, W S E e, NI 3 AR RO P AR
11 7. WE9t R B, HCNI [¥) 3y i 71 BDNF 1) %
5 W] RE 2 5 A5 J5 B AS (post-traumatic stress
disorder, PTSD) [f1 & Jii. 23645 R &K1, HCNI 1
FI4E F AT B 5 i BDNF-mTOR 13 538 % A1 5% fi
fi A o 7,
3.2 TEICa"&EE

HCN JEE 23 RS TEE, EEY
TR Joi A 24 R R s A, AR T T R Sk e A
G R FEE EAE R . HONT A LU/ R A
NELBE BZ J0T 26 — 2 HE AR AR 28 T0 O I R A B X R
R R 133 X KIE. FIES, HCN @i 8 i i
I R BB R 1] 4% T=(CaV 3.2) B4 45 3d i 19 v 14 ok
il RARE L Glu™ . 2017 48, Fan % ™ 550 K,
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