DOI: 10.11844/cjcb.2025.08.0027
i E A AE ) 2424 9] Chinese Journal of Cell Biology 2025, 47(8): 2048-2055 CSTR: 32200.14.cjcb.2025.08.0027

HCNBEEHZBEHERFPIMRER

E/J\iﬁlj# 1 Egl\ﬁl,Z# ﬁ%%lj# ?Ej HZI,S*
("=l KR [ R R 25 H R R 2 2R AR = RS =, HB 443002; 2K S i FE S 24P, BB 443002;
P K S SRR B, B S 443002)

e AR L E 0 FRAZ F R 1) #é‘i\iﬁ(hyperpolarization—activated cyclic nucleotide-gated
channels, HCN channels)/& T & /& 135478 18 A8 5ok, 35458 R foib 2 034 St 7 dAe 4 & 24
A . HCNi# i £ AR E T AT, @iE4 B TNa)F47 8 T (K, ﬁf‘i@ A AR, 17 2
JieL A FRAEBR IR (cyclic adenosine monophosphate, cAMP)#8 . 4&4Ri&, HCN# & 3 4 %i}éllﬁ BIE.
FAR. IR T RRERRFANE RARAA X, IﬁwaSQ?;tHCNx\KVé’JéJ\ﬁ\ LM AR
TEAD 2% B TR 0O VE Ve — 423k, VA TR 76 § At 2 A ab 7R i 09 8 SR

KHRIA HCONIEIE; A&, AR, B /R Uk BRI 04 2000 N, #he T@if

Research Progress on HCN Channels in Neuropsychiatric Disorders
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Abstract HCN channels (hyperpolarization-activated cyclic nucleotide-gated channels), members of the
voltage-gated potassium channel superfamily, play pivotal roles in regulating cardiac pacing and neuronal excit-
ability. These channels open under hyperpolarized membrane potentials, are permeable to sodium ions (Na*) and
potassium ions (K¥), and generate an inward current modulated by intracellular cAMP (cyclic adenosine mono-
phosphate). Dysfunction of HCN channels has been implicated in various neurological disorders, including anxiety,
depression, epilepsy, and Alzheimer’s disease. This review systematically summarizes the tissue distribution, struc-
tural features, physiological functions, and pathological contributions of HCN channels in neurological diseases,
aiming to explore potential therapeutic strategies for neuropsychiatric disorders.

Keywords HCN channels; anxiety; depression; Alzheimer’s disease; Parkinson’s disease; epilepsy; neuro-

pathic pain

201H L2 704E AR K, 8 A Ak 30 HEL AL (hyperpolar- I, LA S . UhAh, B THCONIEIE (A
ization-activated current, )t 5% 5 45 4H il Al 4 28 7T BRRFAEAR AN 35, O JUE A e 768 AR AT 1) HEL
HRE IR R E D, 12 I Na K 5 7 VRA BH B FRAI(funny current), 742 70 H PR AL (queer cur-
M. 5 REZHAREWAF BT S TEEAR  rent)™. F20tHL0FERRK, VLW R/ANHER T L

Llﬂzﬁ%iEliﬁﬂzzozs 04-07 #5252 HH: 2025-05-13

5 [ RR AR S JAES: 81971248, 312008 14) % Bh iR 5

SRR A %

*EE1EH . Tel: 13872471482, E-mail: zichengli@ctgu.edu.cn

Received: April 7, 2025 Accepted: May 13,2025

The work was supported by the National Natural Science Foundation of China (Grant No.81971248, 31200814)
*These authors contributed equally to this work

*Corresponding author. Tel: +86-13872471482, E-mail: zichengli@ctgu.edu.cn



https://cstr.cn/32200.14.cjcb.2025.08.0027

Ji/NBEAR: HONGEE £E 45 2R #0500 R Jet e

2049

737 S, IrfE a4 EIAR 7GR, B LI
A 5T A 44 NI AR A BOE I R R ] 4508
1 (hyperpolarization-activated cyclic nucleotide-gated
channels, HCN channels).

HCNE#IEZ 5 Z f A 1R, B 45O AR
B A — o ) S0 L A2 AR A g v ), AR AT 7R E
(ivabradine, Iva)& &5 —/ M2 H AT ME—— IR RHE
AR 110 HONGHIE 19 259, (EiZ 25U A
SEEAR Bk HL SO IE AR I8 A E B0 B
R HORPRERST ™o X i PR S8 A S A B B BIF 5
KO, HCNGHIEThRER M 5 AR . AR, g
Jf (neuropathic pain). Y& (epilepsy ) 1B /R % B
J7i(Alzheimer’s disease, AD)ZE 5 A <, {H H A M1k,
AR BRI K H T T4 HCNHIE [ 4 RSB Z49) .
PRI A SCE33A 7 HONGHIE AR 22 2R Ge 5 B4
Lt gt e, AW Feai 2 22 Ge i 4E [ HON
B YR .

1 HCNBERRIA, G556

HCNGHE £ O IE . XA Ab A fih 22 & 42 b DL
VOFPAS R O IE 2 (HCN1~4) R 1L, TEHH XM A R 4R
(central nervous system, CNS)H, HCN2& ik &)™
2, FAAET ORI R4 X 8. AHEEZ R, HCN1A!
HCNA4 A AR 23 0] b 52 IR, HON T 5 38T
Ji Wy N R BRI T, TITHCNA 3 B T I
% BT X AR ER . HCN3AE LA 7 o
XA 28 8 G0 AR B, AR RRLERFNES 73 K e i %
HR B K R . HCONGEIE [FIAE 20K TR i 2
TG (AU 4 ) DA R Ji] 6] 8 52 49 TR AR5 e 400 B (an
BRI R OS54+, HCN4Z
I E A HONGE TE S A A, Ho A [R] o e A4 47 52 s
i RIS ELS 21,

HCNIEE E S5 18 B 2Rl 1 H 7] 4% K iiE (&
1), B4R 2 23 e DY SR A4, TR Al BH 38 i # AL
TH. BN RCFLIE [ HONE ZE 4 2 6/ 5 I o- B i
(S1~S6), H 1 S1~S4uRTiE i) s for T FLIE [X F1 Bl
JE BN 25 #4358, (voltage-sensing domain, VSD). S44Z
e b Bt A 3N B U R HE S 3 94 K R IR B
TR, KR B R B S47 1E Ffur kS L s JB¢
VER M. S4R AT ENIN, & 1AL B B3I ALY
BATTARA . 32 VSDFIFLEE R I8 1) SE R B FR
S4-SSHEFEAR . fE—LEHT T, S4-SSIERAH I NTE

HCNT TEAL ] A H ZLAE I U, S5 S6iR e 2 (4]
(PRI Fl B8 e 3 o i 8 DA S AL X3 e 7
T-S62JG M A AR AR A CAR I G5 A6 35, FHERBERR R
¥ (cyclic adenosine monophosphate, cAMP)/E& )3 45 14
SRR 5 A ity 350 20 2H o c AMIPJBR IS 45 KA 35 AT 43
NP THREFR 73+ C-HEFRARFII BRI I 1 45 5 45 1
. (cyclic nucleotide-binding domain, CNBD). C-i%E#%
PR S T A5 M 18 COR i 5 S6.2 [F) )44k . HCNGE
TE MR 9 2 ) RS AR Y G R A% SRR R R = 35
AL, DA K SARBRAE BARAL SR A N S IR E M B
AR,

HC NG 38 38 o 00 AL ) R AT 145 - kAL A
INWERR IR 25 U0 B AR A R R TT DA
MWIE , TR M 0 5 S SO BOE B AR A
FI, A HCONIE 8 P R AR A 0T B 2k 1] 25 A4k
Ti RS, fEL E AR AL T, RO
PR HIRMEIG N 72 RAG AL T, 38 TE 5K P
18 . HCN1~43X 28V FEAE BT 5)) 77 7 FO0 PR i
AR AP 7 A E 22 57 HLAARR, HCN LB TE 1
O T SR PR, O N 8] % K 30~300 ms!7,
HCNAWIE 3 FE 5 1%, WO I 18] 24 L e =231
Fh2Z 8] 1920, cAMP 5538 18 CR 3it CNBD 45 7 2 i3
T HCNGHI&E 130 , A= 2 A e Y T N 40 i 9 cAMP
WP IN S 80T HONEIE & M 38 n 2, HCN2
ATHCN4XT cAMP i B2 BUgk 1, i HCN1ATHCN3 X}
CAMP I BBUBAPE AR R 557

HCNGEIE ™ A2 L HLR DA € 5 & e %
PEC TR R AT 3 0 5 Ak W] SR S DIAR O, X
LR 7 S AN Z A At FE . X EE R ThRE I
KW T V2 PRI A R GE505 1) — AR B ERR
fiEo HSK b, HCNEIE C N £5 1E [ 5 (anxiety dis-
orders). IARYE (depression) I« B 7R 7% I BRI A
PP VLI S 0 I A B2 R T R s P(E12).

2 HCNBEERAEEWRERPIIER
2.1 HCNBESEERERS

FE SRR AE N WS, A% Ol PRAFFAE
B4 FRER RIS 28 S B RVIR R R« R ke 2
140 8 R0 A R A 1 BT a4 T O DA R I B TR
TRRVRAE R WATIHR W AR, ISR 2 5 4
BREIR S AR 3.3%, MU FEUEHF AE 2 S E
IR, B R 5 AE PR AR ST BRI 4 B P AR TR
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HCN channels are tetramers composed of four identical subunits. Each subunit consists of three structural domains: a cytoplasmic N-terminal domain,

a transmembrane domain, and a cytoplasmic C-terminal domain. The transmembrane domain comprises six transmembrane a-helices (S1-S6), among
which S4 is positively charged.

Ell HCNBELZEME(IRIESE THI8]1220)
Fig.1 Structural diagram of the HCN channel (modified from the reference [8])
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HCN channels modulate anxiety disorders, depression, epilepsy, Alzheimer’s disease, and neuropathic pain through multiple pathways.
[E2 HCNIRIEFE & M2 R s R AL

Fig.2 Regulatory mechanisms of HCN channels in various neuropsychiatric disorders
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e A2 BT W PE 9 42 8 7R K 1 (brain-derived neuro-
trophic factor, BDNF)/K-V-FEAK 51, 75 HT A 5
JZ (prefrontal cortex, PFC)H it 1A HCN 1> 1 i
N BDNF mRNAF)& /%P, BHIr HCN1 ] geidid b
JABDNF/KF, % BDNF-mTORTS 5@ i, 121 £
5 I ik ] BBV I 2% i K BRI £E B AEAT 9 P HCN1
1E 3L JE MU A5 4~ 4% (basolateral amygdala, BLA)##
ZuH Tz RIE, WARHCN A P BLARRZE T
(13 N BEL TR0 2 i m] 98 P DT 38 5 BLARH 2 0 1
Mewrth, S TR BRI BT A Y, £
BL A X BEL i HCNE 18 38 i 10 1 y- 202 T 1R
(gamma-aminobutyric acid, GABA)RE R fil f£ i , 15
PR TUII N A MRS 0, RIFMREEIE/ER P SHAO
S5 BRI BLAHEAR R Z I A 5 I 25 1 74(transmem-
brane protein 74, Tmem74) ) 25 A4 P w5 ml o il /s
A FEREAT N I ILYTHEWE FUESE , Tmem74 40
HCNI1Z [AfF4E HAZAN AR, Tmem7438 i 5 i
ZERYI 5 HCON LB IE CoR i 45 /8 il e B 59,
I H Tmem 74555 /N BRI tH 5 HCN 1R AH R ()
FEREREAT NP, i I A — Fh 2 £ i 24 ot B
JR e B BB TE WA ), TR R TT . AT
W, 20 vl I R S KOs E AT HCNGE
TE AR BAE T R AR &R B . BRI i 4ROR,
HCNG#iE 7] fg il id ¥4 4% BDNF-mTORfE S i@ % . 3
S GABARE R filif% 3% 5 Tmem 747 B Il fig
H WL RS K E P R R AR AR S R A R 4R
KEIEEH .
2.2 HCNEE SHM4BIE

FIAIIE & — P LA 28 (% 7 PR BBk = D REAE
(RS Fh PR RS, B tH F T AR 2 20N A2 tHE 5 B N 3
PR 1 EER APY, H A, H BRI A R
PUANES 25 Ao BRI, AHRANAS 31— 2 1 5 4
ARYE B F IR e 2Rl V2 AKX B ArRie T A
R 5 IGREE, bR AERPUMAR 28 F L5, B2
A A Gk BT 400, 5097 ) 5B IR IR T HAR
i A R v, JF T RESE LA B A Sk 1 B RE AR
JiE AR AR BT B AT R B, HONGE & 78 B IR M.
FRE T AR T B e A RN AT R, RS A S P
. ¥ (chronic social defeated stress, CSDS) T £ 41
TR 5 8N BRI AN B 55 [X (ventral tegmental area,
VTA)Z Bz Re 0 22 03 BEWOE, X P 48 70 e 1 %
B SHCNH AE L AL 3 04 %, A FTHCNGE 3E FH

Tt FHIDK-AH269 X VTA 1, F i 1F 47 24 38 2= 4 ], mT
181 5l /N BRUVTA 22 T Jfe e #h 48 e 1) s B 0% PR IR
b, FEAEL/INES N S HUMARFEAE PSR 2,
ZHONGZEPR I 5 58 118 P AN BT S50 1) 45 5 I 3
(chronic mild unpredictable stress, CMS)f#J/NEi,, VTA
PRI RN 22 BB R A 42 T LI /D o 3 U BE R
1 8] — i X {0 [R] — 4 22 70 -, HONGEIE 75 A [ B 3%
SRS BT AR AR AL (9 AR AL A B A s
stk FECSDS/) EAMARE AL, fRFF % (nucleus ac-
cumbens, NAc)H 5 §& H [H] # £ 7T (cholinergic inter-
neurons, Chls)F 2, LIRSS - FEBEHCN2 Rk K1 T
B, F FHHS VY 8 7EChls ik 1 i FIAHCN2, &
P ] LL5 3 Chls I IR SR 2 39 0, FF ok
/N ERIFHNARFEAT N0 SR, CAOZEH Tk BLAE XU
A 28 A% (1ateral habenula, LHb) [X Ay 5 %8 3 14
HCNGEE B FIZD 7288 B4 77 1 A IR HC N2 i )
A B AL Hb A 28 70 0% o 1 9 77 AR 3 I BL A AR
YERT. Gtk op J& (1) 45 SR 52 R HCON2AE AT i 32w )
FIEIKPARA AT B EL A X AR A . 55 4h, HCNI@
T8 % ) WF FETRIPSb( 1 Pex 513 PR 4 B 1) b e S 2 52
R ) B Wk BB I R I HONGE I () i
RS MR FARAEAT 9 PR SRR . 24 TRIP8D
FIRGRRET, LA FIRTS, TRIPSbIE i HA% 0 45 1y 3
(TRIP8b core)5 CNBD#F 7 M 45 & {2 i | HCNI# &
1) 1% Ak, 33k T S TRIPSbi Bk /N B R I BU AT £ 4T
91X 1 BTHCNGE 1 5 TRIP8bIE i Th fig &2
SRS LB i
2.3 HCNB&E S5 /RRGE TS

AD R —Fh LI IZ B AT AN HIBE 71 BN SRFAE
2 IR AT MR ). ph BRI R B[RRI 2 VE
B H -B(amyloid-beta, AB)AI tauss [ 1/ 7+ 5 K4E,
WA N2 FEADK RN FEFE K . Bor b Bg Ay 5y
WA IR ) EIE H B AT 44 2 1 (amyloid precursor
protein, APP)F=2E [ AB K B, 7E 2 /2 T8 B B I
DUR T e B, Sl EMEITTIET: . A R4 4E
Taut F B TS BT A PR E— L, 4 S8
ZIGINRIR,

-3 WA T A ABAE J ) OC B g, TTHCN22 — Fh
y-or AR AR G 1, A AR I, TEHEK-APPZ 5
B, sIRNAYTBRHCN28Y # 24 B 27 BH THCN2 1) 1)
A Jo 3 B ML AR AP /K TR B, 1 BTHCN2 AT LSS
Mg APP IR IN T3 #2 LA T AR AR B, X114 42
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— P EE B S i S 2R EE 1, BT LA T APP AR AN
ABIIAE R, ZHANGEEW R ILXT1/X T LA 7N B P4 I
B 2 LRI ek b, B o e 2 R T S 56 IE B
HCN15X11/X11LE 5 &%), 1£id % ILHCN1 /G,
ABraoFHAP /K- BRI, FF HZD72884b # v] 1k 52
ABI-4O7FDABI-42EK]7J(%ZO ﬁﬁﬂﬁﬁfm, Tau3 5% FE K] /)N
B2 JE A 22 T HCN T 38, 2% 1 1 Bl B Tau 3 575 Jk
K/ ERHCNI 5, ABBEHITIE Wb 162%, H.7% [E]1d
BB R T 3. 45 THCONIEIE L 7 Tvaif T
4, B8 3 PR N 2 Tau R A /K7 0K & 58 iy %8
Mo HE—2DSRIRUE SR, IvalB i MH HONT A S K1 HL
W, F R CAVHER I 2 T DL E M, AT 3 4%
B 5 5 10 12 B AT SN R PRI 2F B,
HCNGE 18 T 8 55 5 M P ABAE 5 AR . HONI-
TauHAE/ FHEIBRIT 5 RS 5ADM K ES
R, TE AR BLVF AT DAFF R HCON 24 P 1) 751 LA
il 23 6 T 375 1 s A BEL BT ABZE 1 L K A FHHCN I
AN TvafiT A= W)Wk 2 S fuk T S SR A R I AD
2.4 HCNBESIAE 7R

WA 4= %7 (Parkinson’s disease, PD) & —Fiz #l i
15, HAERS . BRI 5| ) B 2 R 4T
AP, AR 2 K 2 5T 0% 0 (substantia nigra
pars compacta, SNpc)H £ ELIZ BE i 48 J0 1 2% 12 Al it
A PERAL , o A FE JEE A 22 T RN 2% (R Bh B e AR A
HONIEIEAFAE T35 Fh LA 47T X 3k, BRSO A
1 FEK (globus pallidus, GP)ATEfiki T #% (subthalamic
nucleus, STN)*%, % L HEFH 4 70 H HCNIHIE 1)
TNHFE AU R L, X5 PDIE 3 D RekE
FE47 5661, £ B A A 4 7t I HONGE 18 38 i oK
Bl R AR AT R SRR T 2 R Y, A
PDiE & #, SNpcH AR A7 1 2 T i BE A 22 T R I HA T
SR R D ol = i G B (AN = 9 )
PR TCHRE HEAT P sk DL R SRAR TR Jn B2, 7R K
Bl SNpe AR S ] S HCNGE 1B BHL i 71 ZD 7288 5K Iva
52 DR & TR AR TR S AR IS B R
Hnizshifg . KBRS, EPDRIAN B,
HRX A 28 R G0 R I HH R4 R (I8 5, BTG IR /N
3R PR R 48 A L AL T (TL- 1 B AN TNF-o0) B s 184 i B4,
VAY 55 BV /N 5 I3 48 i 235 B A HCNGEE 2
FH HL/IN B 5 41 P HONGH T F 2 38 7 41 48 Rt 46 )
WG RAAAL, Hod HON2ZEAR 28 Ry im) B, 78
B8 H A 6] S, T HCNBZE P R o) 8 R #

1A, BH BT HCN2:8 T8 ] LS /I8 5 5T 40 M ) v AL
HHES, 2R b, HCNIEGE n] fe i s 2 g
22 TC A PEAEOR TR LA S ROAEAE PD R 4375 %
O f 8, 1R AR K HCONIEE B 77 LA KA )
/NI J5T 4 L HCON2 PR R S PAE 401 71 /2 PDIRTT AR 97
FWE o
2.5 HCNBESER

TR 2 — ol e P 2 T e R 1 AR AR AR A
T, HRE s R T M e ORAERT . HONIEIE 7
FEIE W DARAN i 3R, X e X Rk
FAx B R R AR P AR R . R 2 HS 5N K
TR ) R Rl g AT 2 - iEE ThRE I 2 1 o, ARG 4
iR A 2 0 R TS M IR B AR B AL AR e A Y
B T O ANAE S AR 2 1) R DL R 3 AR R IG)
BT (W R E AN AR TE A, HONGEE e 25
JUFER BRI 51200 5. AMAKHINGE R IR
SR A T3 (seizure-like event, SLE)J&, #1485 TG Na ¥k
JE Tt il HONGEIE A 5K 3] Na /K - ATPEGE
B, ATIREK SLER) A AR BIH, A HCNGE & BH
FIR A SLERISIZ I N . £E WAG/Rij K B 2R AR
B SRS T HONGE 18 BH 5 77 Tva s T2 45 a1 FH
i 771 NNC55-0396 FRI-TU R 1 112 2 25 055 , 1 GABA,
AR BEN 71 Muscimoll (1 S8R RN 4 56 4% 100 5 Fl
GABA R AAFE 17 Bicuculline [ HTRRE T 2%, X
$&7s HCNGE T AJ RE I8 L FE 0 THAY A58 TE A GABAASZ
A ek T (1) SR 4 R AR 1. i B =18 (lamotrigine,
LTG)@ i Jk 555 & CA3HZ 6 GABARE S Al {3
P CA3FN CATHEAR M2 TC I A M DA S B A1 09R 7
SR RAEPURIRE ], I HaX LefE 35 2 HCNI@EIE
FHA 77 ZD7288BEWT 2, _FIAHF 7T HE~ HCNIEIE 712
BRI RT REPE Ss TAa RS TS TAL A5
B FEL S AR TG T 145 52 R 5 GABAWSZAA
AP THIE R ARG, 503, AT REE R
HCNGEHIE (TR T T ESR A 137 i) TS .
2.6 HCNi@E5#HEt&RE

P28 A9 2 B A R Bl A A 2 R G 4 A
B, KI5 i O B R P -
1 T MR AL o R A e T, — 225
TRIT I HE BCRAEAR, pAMEIEAE — 1 EX
B Rk (03, 15 AR #4128 15 (dorsal root ganglion,
DRG) #5041 22 70 7 1 2% 3 o 5 Wi 40 7 11 30 B A
() EE E RS ML, Hop B A 2 R T 42 40147 3
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LI AL N TE TS Bl o Xl 28 0 0 % A 1%
1 AR PR B R SO, AB R T e A 9K
R AR R IR . BWFFERB, HCN1/EQ
P 1t KB 22 70 e A L 4% T R E R, 72
#2225 HL (spinal nerve ligation, SNL)FE R Hh | K EH A%
DRGHHZ TC L, LR % B 52 2 19 I, %¥L5/6 DRGsHr U
P HCNE BT & 5 PCREGAS , R I HCNIIE A 1
F T AR AL M, WANGEE % BT A 2
JZ181%% 7K [X (infralimbic medial prefrontal cortex, IL-
mPFC) 5 VIZHER 2 70 1) S i J5 2% o M 3 vy
AT R AU R o i B R e BT R Y, %
Perr IS S 5 HONGEIE /3 (1) L FL A B2 B 35
HAZR, RIS FEREHCNTER (A &3E R i . IX 3], HCNI
FE A 22 95 FE M P 98 Hh B R A 22 e S8 28R i 2
T EEAS R T A7 AE 235 22 ¢ . HON2AE A FH G 5
6386 [ B 1R 2 R, /£ DRGH 2 IUFE R0 i 5
FIAS TR, W] HE M & 1T EIE T 4 .
YANZE SR L G J5 #MI B (ventral posterolateral
nucleus, VPL)H, Joit & i i 24 #1 2% F BLFH T HCN2
JWIE I RE, 2 F F shRNA-Hen245 8 3R 247 3%
DA R AR, 350 ) ik 255 7 A A iy b 8 4 St B It 1 4
(spared nerve injury, SNI)if5 T IR ST V. 1
FRERE B2, HCN2IRE M s A RIS 1
Jii 2 )2 (thalamocortical, TC)#HZE Ju it A1, [H]
i 2 3 PRI T VPLE W RARIK Y 2 J5 1 X (primary
somatosensory cortex hindlimb region, STHL)# £ 3
PR ) R AL 336 2803 1, SRR Nay L8[ AR #2215
FEE TC H RE S P e R HCON2 ] DA 2 PR i 4 2 4
ABEARY e (R B R0 R S R M HON @
T 77 ZD 7288 W] YR AR AT U 14 S I AR AR o B 7
8 = AN 8] 1) i S 97 2 A 28 v B BT HON2 4T fig &
FERURIER©. DUERT SRR, RURHCN2EF 2 2L
LA VEIRI TR AL o

LETSEV L 4V S ZD 7288 A X 77 2E 1 41
JEAER, 3] 718 1446 %5 4 4% (chronic constriction
injury, CCI) A 5 1 B DRGH P2X2 FIP2 X332 14 [ 3%
i, X R W), HCNGE TE 0T 5, P2X2AMTP2X3 52 1A 1R
A 7] BeE NHCNIEGE 1) Rl 7r 1, JFak— ek A
BRI 22 40 107 o o BRME RO B R A o IR B 3R 15 3 1
B JR 953 #1 25 P % I (diabetic neuropathic pain, DNP)
RS K BRIt 2 25 (LB 7 5 94, B S A
FHCN2RTHCN4LL K PKA 2R IE K1 1. cAMP

WRPE T, I HLIk S5 Ak 35 e 4 B P VE S ZD 72881
FEUO X R, HEE TS M HCNIEE W] #8081 i 3
cAMP-PAK{E il 1% 2 5DNP K R 57 5 M I 1 &
THLH] .

3 RESRE

HCNJEIE 2 5 2 M4 oA g2, s
BT PREES . RN AR,
W 28 % 3% Al IE B 2 31 % IXBLThRE I 2R 1 1E 2 A 2%
RE e 20 R R (R JE A . H i, HONGEIE O 2
HCN1HTHCN2AY )7 /i A Bz J2 A 4 31 40 (a0t
O, AR T RIE SR RS UM B
Ji % B RE AN 2 0 HON2DH RE B 2k SBT3
&L, MEIPDRIEFGEIR ; HHET AH HCN1. HCN2
{100 S8 B T 3 i T PR A 5 AR T R e 2 T
kA, R ERE, Jarsudmiy bR
Philk: (1) 2502538 T Bk = WALER M, X LLFIT
AN A HONE Y 7E A 58 9 R B A2 B RIPE 5 (2)
HCNIEE fE B e i R1A 5 D)6k BRI B 378
P, H PP AR B 1 R R OC R AR WA (3) IR
A YL 5 NP 053 T OR 57 M 22 57 1T e e i
B R TS RE LN AL BNIG R R o 25 b, HCNI#IE
UF 7 B 58 T AR N 0 20 1 2808 1 VR T I A
AKIEH 583 DL EWEFTE O, PRAIR T HCNGE 1E
2 PR 22 K w0 (1) EL AR AL J2 AHCNGE T8 D 553 (1)
IR -
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