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WE: XBAWZEAAEHEEEAE MK S A % B (chronic heart failure, CHF) 89 & 2% 4 /22 —, £ Mok
CHF 71 Zibts £ 2 B %, 4 W 9 & & # (paraventricular nucleus, PVN) ¥ #§ % 4% 3k % # RNA (long non-codin-
gRNA, IncRNA) s 71 % 38 48 % #8 ¥ # (Heart failure associated regulator, HFAR) , 83 2 & /s & $ 45 ¢ 7% 47 18 36
% @ (small-conductance Ca”" -activated K channel 2, SK2) %5 CHF A A X B R EMH , KA LKA EKRF
Bk AR M X &5 CHF #4 , @81 qRT-PCR # % £ CHF X & F & /s PVN 4 42 f= & % % 7k % II(angiotension II,
ANGID # F 69 RRZAH ALK T LA 2T amie b, Jfik h A& THEFH IncRNA HFAR(p<C0.001); #
—F A R PEFHARE N R EAYZE K R IL R F ., %R K kA Western blot # K, K ik £ & PYN A IncRNA

HFAR TR %% & CHF KA S H#t, WH X BAH 225 Tt EFE L SK2 ¥ RE(p<<0.05), LR AWM.
PVN ¥ T 2 % # IncRNA HFAR i it ¥e & SK2 £ 55 CHF K R X & AV 2 3t 4098 %, X% % CHF 3 57 42 4%
— Fr# R e,
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Abstract: Sympathetic nerve overactivity is one of the important pathological characters in chronic heart
failure (CHF), and is the key factor accelerating the deterioration of CHF. The aim of this study was to e-
lucidate the intrinsic mechanism of long chain non-coding RNA (IncRNA) heart failure-related regulator in
paraventricular nuclei (PVN) regulate type 2 small conductance calcium-activated potassium channel
(SK2) protein involved in the occurrence and development of CHF. The CHF rat model was established by
ligation of the left anterior descending branch of the coronary artery. Down-regulated IncRNA HFAR was
screened from the hypothalamic PVN tissue of CHF rats and the hypothalamic neurons incubated with an-
giotensin II (ANGID by qRT-PCR method (p<C0.001). Furthermore, investigation with cardiac ultra-
sound detection, sympathetic nerve discharge recording methods, immunofluorescence and western blot
technology indicated that overexpression of IncRNA HFAR in PVN can significantly improve the cardiac
function, inhibit sympathetic nerve overactivity and upregulate SK2 expression in rats with CHF (p <<
0.05). The results show that down-regulated IncRNA HFAR in PVN was involved in the regulation of
sympathetic nerve overactivity in CHF rats by targeting SK2, which provides a new strategy for the treat-
ment of CHF.

Key words: paraventricular nucleus; heart failure associated regulator; type 2 small conductance calcium

activates potassium channel; sympathetic nerve activity; chronic heart failure

1 10 J1 %98 (chronic heart failure, CHF) J&—Filh PREZR G IR S , & thE 50906 [ 9O i 45 05 S8 T2 19 &=
BRNZ = R E AL HAERL, 29 AR YA T IS T R UE R, (B CHF Y 5 56 T R A 4
B R ARJE A Y L CHF MR A ™ 5 & A AR R, 78 A BRERE B T TR R pr fidi - Mk, 53k
CHF 253657 #1 #0 s 30 7 JE I

AC I 26 24 A5 P 3 5 e CHT 25— R 3 S0 A9 3006 B AE . H Al . CHF 38 I8 % 4 v U ik & 9% HL i
) 5% R S AL AP T R A P AN T . SR, AR SR TS S ST R R IR T CHE B9 A 2Pk DL )
Xt O I 2K 2 ) R A T KBS . 2 Pt I R IS TR, A A T I R AT AR R B L B A A
FEAWITRA . CHF B 58 Jg& ot 28 006 A DL A R A 51 24 & T A9 732 26 T . F e il % 55 #% (paraventricu-
lar nucleus, PVN) /i Jy 5 B2 .0 1 45 58 Ja& 4 28 S5 5 Mk 16 2 36 & P AR 76 8 IR 22 16 30 N 2 Fh i 22 1
WOVR AT L B R SR A . PVN P 4 Pk 40 i 3 71 R0 B/ A% IR miR-133a°" 45 P R 1 AR 3
Y I R 35 L S B OB 48 04w o . TR ¥ CHE R 4B % B . K 45 9E 4% 7 RNA (long non-codin-
ﬁM&b&NME KKBERT 200 AR HE AN, S5 Y6 T W 0 E B AR A R
S B . IneRNA RAUFE IR IR & & -7 R 2 o0 0 A6 45 A B i vb R AR T, i B 0 JILAR
JEE R 4 ﬁfpﬁ[‘“fyﬁ@ YIRS, SR, ¥4 1k AR M 22 R 48 PVN ) IncRNA 2 % % 5 CHF
SR AR WA S HGE . AR B, PVN PR 2 B/ B, 5 85 38 7% 403 18 75 M (small-conductance
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Ca’" -activated K* channel 2, SK2) ik F 5 CHF 3¢ 8 2% a4y Jo k5 Y0 AH 267, {H SK i 18 F % 1Y i 4
BL AT AS B 4

AR LR B x, CHF KR PVN 41 2UH11ML 4 % 7% & 11(angiotension 11, ANGID W% 5 1 5L K;
FRTF M2 TN KBS S RNA LOC116886540 ik & N, JFK Hody & 40 1 38 58 A1 G I8 45 57
(heart failure associated regulator, HFAR), IncRNA HFAR 1 1 973 NHgFEA o, Hgii RN AT 17 5
WY E R NC 046170. 1(28977446~28979418) k. &M 1D 116886540, §4 54k XR_004386110. 1., #f&it.
PR . CHE IRA T PVN Hrid ik IncRNA HFAR #] DUfi SK2 2635 . 40 28 Bopp 2 2445 Uitk I
Kl CHF SE4R .

1 MBERZE
1.1 #E5EF

PGP A EE LIF-COR AFD ;3 —HL (431 T Sigma-Aldrich ©. Aomone lab 1 Abcam 23 #)) ;
INE B R R SE (Fugifilm) 5 PowerLab 83 % % 707 & (ADInstruments) %5,

1.2 FHik
1.2.1 5%

6~8 J&l SD MEPER B, BT 200~350 g, MLt 4EE ML LR HEARFIRAGIWA, GHIES .
SCXK(3)-2021-0011,

1.2.2 CHF K A AR

S SR 45 FL e AR 2 K A i B S 0 o KBRS RS, K5 R BB ML 43 o Sham ZH AT CHE 4. @ #4 4
CHF 21K BRUBEARY , G i v 5 52 5 BRI R0 AV Mz [ 52 R B, 7 AR O Mo 2 88 00 I 45 L 5 AR 30 ok 2 il e =
WEREEFLT Jr o Z BEB A S 1, O H A B 0 A e 1l 6 BRINE . W T IR AL, R R UK B £ R, 5
BRYFEWRE, o S E MBI, @ Sham 4wk sl bk Z2 /i B 2 AU e A 4540, HAb#{ES CHF
HARNR o ARJE R BE R TS 0.2 mg/kg I ERMPLATES 20 77 U FEHER ., #5283 d, #ATHURIA
ST o 4 JH G 2808 O B R
1.2.3 & IUAER st & AR A )

KREANE 4 J . £ 6 3220 BRI 58 B BGEH BOR UG IE . A 25 FLZ LA TR DI 5 JURE 2 1 mm
A, G E T 1% TTC R e 029 15 min J5 MESHI IR, 20 46 X 88 ok 1E 3 190 LZH 2L AERE X
BRI, DIEAE DI AR /o0 M TR Y b (R R AR SE N
1.2.4 A FSHHFESES R

KEARTT 4 Ja, F A S 68 00 SORRAIL A7 22 JBR B R B A Rz T g e R Bl Ul b M 38 2
J i X AT T2 A AL B, SR Vevo 3100 8 A5 {30 R B AT i 30 88 75 0 3l B A A, e MX250 #53k
M B Sk, B LS E RE WAL 20 EIRE . B RO 30 I S 80 4 420 % A 5K ORI N 42 (left ventricular
internal diameter diastolic, LVIDd) %,

1.2.5 i 3h 7y 5 38 45 Ao R3] F 4w

W& 10 vE R A BRER SR . 38 1< B 3 Bk 48 I 2 SF 2 3 Bk K (mean arterial pressure, MAP) Fll.0» % (heart
rate, HR) , K5 . B IKIE M A NP 327 25 mg/ (kg « b BB K BFIRNL, IF = N & A 2 Kb AT
N A, sr s g, R A MSUS sk, LS kiEE 2 A0%F, RFERE 15 min 5. W& K2
D7 R R 7 (left ventricular end-diastolic pressure, LVEDP), Z8.00 % fix R 4E 3 R (dp/dt Max) il
Frl % i K AT 3K HR (dp/dt Min) o R¢ I 20 g 2 48 Ar ki) 5¢ B2, il i S AL B2 SR E R B, AR5 85 I K



%14 MmEZ, . £F4 IncRNA HFARA§ SK2 2B Ko A B Py AEIAKR LT 65

i s, S o U il FOE R O
1.2.6 PVN # %4

PR TS K B o 87 L 1 52 A M 7 AR S (AR b s R 3 Sk i K- L kR R T L R R A, AR S A S
M bR 42 BB A T REE PVN I 1 S 48 i S i . X 4 SR R A R B R BUEAT N T
W ZH (NULL) . HFAR(H 20 3 AH S0 25 LT 8 2/9-HFAR 3 #3541 F1/88% NC HF AR CH 2H if AH 56 0% 75 1
AL 2/9-HFAR 22 2 3K B 1 X8 BR4ED 995 B¢ S0RE VE ST . BRI S8 e BB 10 min, TR S5 RG 486 Kk, R
JG 3 dESHRE T HES 0.2 mg/kg FHIE T RAMALAES 20 7 U HHE, #alf kR, 585 BT
HFAR ASOCHE 41 g A5 5 0% 7 175 & 2/9-HFAR @it 41) F1 /3 NC HFAR ASO CEE 41 i A6 ¢ 95 2 1 3 784
2/9-HFAR B ¥l B M o B4 975 05 S i 1 G b 3 4 3 2 480 M Ik v S 29 SR FH PN UM 3 4 i) 34
SHARLR 50 nL, FEETHE R 1X10%v. g /L, F 9 AR IC R KBUODIRE . SR IR ) . Il U 2 ) 2% 8 45 JF
FEO WER AL . 1R S50 25 AR, 1 5 80 B b 22 AR AR R R RO U BN . B g B B AL I PVN P SK2
AR AA R, O R AR ORI O S A
1.2.7 BRBRMZEHITE

FEVLHMEZMFE O, FTFE R, A [ 418U h 43 B A B A IR 28 O T e FE AR 2 A Bl b, T
37 C b T 2 bR A G FIRE ORAVE . 20 DU E G RSO /T 25 A R AR CR 1 000 5 . DR
A8 A 22 % Bl (renal sympathetic nerve activity, RSNA), [} PowerLab %4 43 #7 &b ¥ 2 46 i3 17 F2L 40 4k 33
[Fi) 25 S0 S A RSNA BU(E FI AL 7 RSNA BU{H . S ic 5k M KOS, 78 5256 45 o i e G S 8, HEBR
W 52 R 2845 3% B A0 S B (R B I K P . RSNA BB 5 M 5 B4 B 1 22 18 B O 52 B B A8 v 2
14 1 3% 2h i B 1
1.2.8 3t NE K-F4nl

REAE KBRS T, 8 a0 I 28 DO R BB AR A . 1 3% 25 B B B % (Norepinephrine, NE) 7K
FI ELISA 37 4% B KUt B 5 BEAT A, 25 3 iy m AR A 32
1.2.9 PVN-RVLM # % 7 84 # 47 43 3¢

W KB S Rt PR PSS o R S B SR AN s FH R B AT LR RN L N B R B 2 0 R
25 GiE 5% 3k 3 18 S (rostral ventrolateral medulla, RVLM) X8, UMl RVLM 4 5 % 5 50 nL EHLHE %
B3 (CTB) . Ak ERELS oG . B AT 20 min, #4E 3 d 2 T i 5 96 9% 8 BEAUULIA 1 5 75 35 2. LAAEUR AN
1.2.10 % 9& & i

ES A MM SR AN 4 A, BV 6 B R RBETOF5 ., Sk BN v PBS BRI 3 1k, Bk
10 min, FHEYIRE 37 CHEiFRATMEM 3 hjG, HE LREERIT %, MG IMA—d, MAEKSE 1 CHE
48 h, ficJ5 . H PBS Wi If ek 4 FIMAZOERR I — 90, FRTE 1 h, FHH PBS Yk 5 #E47 W A Ak
B, RS OR RO BT, ST SK2 RikE,
1.2.11 B G¥piEE oW

KBRS T . P12 R PVN ZHZUR R — MR, KR VR i 21 214 1 = 10 AR FUBCE 76 & &
A R Y LA 92 v P, 210K 3 min, FRREHBCZE SR R E AL L4 °C L 12 000 r/min B O
5 min, W8 W . A Bio-Rad DC 2 I 2 35050 & I A2 26 vk B . 45 i 28 (1 5B & R Buffer 005
K SDS-PAGE(7. 5 %) 43 85, #4851 BT M BE I 5% # 31 PVDF B F, JFH S0 BB W ks & il &0 1 h, ¥k
% 3 WJE % Anti-SK2 Antibody Fl/N 3t GAPDH 7E 4 “CHET 24 h. 24 h J5 FEBE% 3 W, JHILFEHi
680RD AL /N 800CW Z5¢ —H THEE 2 I FFE 1 h, Yk 3 W IR L1 SN EOE IR R 4
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Odyssey CLx 1 A& ,
1.2.12 #HASLAT &l RRIER

T AR, I 37 "C | 520C0,-95 %28 SIEFRA P4y B i i A= KRBT B b 2 i, JH 0. 25 00 JBk
BEORHEA., B0, BHAEWRRETE, REESA 10%HR4 M, 100 U/mL F8& R M 100 ¢ g/mL
HE& 2 1) DMEM 535 e g 5%, OSBRI 41 g 1] 7 )5 28 qRT-PCR &l .
1.2.13 %R AEZTE PCR

H Trizol 42 MUN ki 2H 215 RNA, Gl i 5 4b 70 606 BE T H e v B2, 7 260 nm AL AT 280 nm 4b I 5E
WG, AW AL B . BUS RNA 0.5 pg BT 5 AR gE 47 39 5% 5%, FELL cDNA M, % 4&
B & UL i T . UL GAPDH ESA NS, FIHT 25 ik i 53 3838 i AH X K OF
1.2.14 %554

K HE 851 10. 1. 2 Jit GraphPad Prism #F#E 17 PEAS . I DL 98 = bR ifE R (SEMD %7, >R JH Shapiro-
Wilk J7 3 94k B0 09 1E S, B AT G RS . SR XUR AR FC XS ¢ K8 35 DAl W9 41 22 ] 1) o 35 Pk 25 5
I B 2 J7 22 43 BT (One-way ANOVA) Fl Bonferroni # 3 #E 47 2 4H ] [ 8, * %R p<<0.05 K2
FEAGITFEXL, » KR p<<0. 01 KFEFAAGEIFEL, * *x » KK p<<0.001 KFERAAF

Gt L

2 ER55MH

2.1 fREFZ, MRz hZ, OIEEF MK E LRGN
55 Sham 4AH . CHF 4.0 JIURE B 11 A4 5k 28 T 85 (p<<0. 01D, 220 2 BT 1L 435X Cejection fraction, EF) Fl
S Bl 45 45 % (fractional shortening, FS)¥JHLE R (p<<0.01), H EF<<45% (F 1, 455485 @10 LB 6
TR S B 5 L
1 RE IO INEEIE ARG T

A Sham(n=9)/% CHF(=9/% ¢ P
22 = A I oA 78.7+3.2 39.145.57" 18. 68 <<0. 01
i il 4 g R 41.9+5.6 17.441.47" 12. 80 <<0.01
O LR BE T AR 4.34+2.1 48.84+0.8"" 58. 25 <0. 01

2.2 Sham /A5 CHF A PVN H 2 & IncRNA HITFiE R £ E

I qRT-PCR 75 $:#EAT80AIE . 55 Sham M, CHF 41 F /i PVN P 3 435 1 B #1 IncRNA
4305 NONRATTO001877. 2, NONRATT005099. 2 Al NONRATT003170. 2(p<C0.05) (A 1a); 3 I~k
T % F 0 IncRNA 43 5125 LOC116886540 (p << 0.001), NONRATT000033.2 (p <C0.05) Fl NON-
RATT000134. 2(p<<0.05) (El 1b) . HIEHF ML 40MAH . IncRNA HFAR 78 ANGII % 8 19 A 8 77 3L R
T F A 28 20 v Rk 3 BRI (p <<0. 00D (] 10>, 45478 PYN AT IncRNA HFAR 7] g &
CHF KB C B 4 4 g L ilb A 6 .
2.3 PVN Aid%3IE IncRNA HFAR X CHF X fR 0 Th 86 35 AR 59 82 1l

H5BFARAME, CHF R RGIE EF. FS, 220 % S RUSCAR 38 5 R0 A2 0 55 i K&F oK 3R 25 T F
IE U W 4E K W N 42 (left ventricular internal diameter systolic, LVIDs) A1 LVIDd B & # jin ( »p <<0. 05),
PVN i %35 IncRNA HFAR "] B B i %% CHF Kl EF 1 FS T [, LVEDP, LVIDs 1 LVIDd {3/
(p=<0.05) (F 2a-h) . g5 4R PVN i %k IncRNA HFAR o] W] & 23 CHF kRO IhEE.
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M CUF M CHF
Lsp e . g E'&H
I I | : | # LOF
P ook =
# ﬂf =
§ Z, ; 05F
& /g 0S5 ~
= = E
0 0 0

L EET K
RHIIE 3 /mmHg

O EIHR
AHIA £ /mm

NONATTO001877.2
NONRATT005099.2
NONRATT003170.2

LOC116886540
NONRATT000033.2
NONRATT000134.2

a. PN _FiFfRIncRNAZK A S b. PVNA TiEYIncRNARIA S

ctl
ANGII

c. ANGIIEE IR KL
LR T B 2T 40
filncRNA HFARFR A 8

1 CHFAPVN ALAKREFEREFIARTEMMEZHAIEA IncRNA HFAR FIRIZE

Sham CHF CHF+HFAR CHF+NC HFAR

S = N W =

a DifEERmRAR R

|
E *
*
O AR R/ %
=] [\ [¥8)
< k=] =g =
*
*

E £ 9 4 E £ £ 4
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172} © E E 2 2 E E
& o 2 0
b, Z s Z
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2.4 PVN it 3RiE IncRNA HFAR X} CHF 42X R 3% B# £ IR 35 4R i %2 M

55 Sham 4 ., CHF 40K U 8 J b 22 3K 3 46 A5 RSNA. HR #l NE /K & 3% T+ & . MAP & % (%
£ (»p<<0.05), 5 CHF+NC HFAR 4 # It ., CHF+ HFAR 4 K il RSNA, HR fl NE /K F & # 7 & .
MAP § F &K (p<<0.05); 5 CHF+NC HFAR ASO 4 #f It . CHF+ HFAR ASO %1 kK i RSNA., HR,
MAP #l NE /K5 & m . 455048275 . PYN N F 1 IncRNA HFAR A 1438 CHF K BRUS8 I 28 9800 1

J (K 3a-e) .
Sham CHF
%@%ﬂzoo "
=) “ wmwm“wwmww 100
B 100 < 80
%%i [mmwmmwm g 0
gr ¥ ~100 1 sec ]
weae £ 40
R, [ , %
R oLk AL o Abdantdid A alodbasahia il 5
WEPE Nul  + + - - - - - fur( 20
HFAR = - + + - - - Y
HFAR ASO - - - + + - - 0 o
NC HFAR ASO - - - - = + - E
NCHFAR = - - - - - + =

HFAR ASO
NC HFAR ASO
NC HFAR

a. IIFRIAHFARING] F Bk ML E A 22 B3R 2 T3 R FE BN

@)
)
<
<4
<
23
o
T
=
2>
o

B Sham 1
150 500 T 600
20 E
E 400 5
£ 100} 2 200 < 400t
14 £ e
= B 200 =
= sof o 4 200
o) 100 o
B it
"% & o o o m e = & 0 o0 0 9SS X O O O w
R R S ER:
z z & % % %2 £ z z £ % %2 %2 & € z z & 4 42 2 £
- SR -
HOoE OE Z HOoE OE Z T S
® = I T oz
Q Q Q
% z > z = z
[ [ [
= = £
¢. EENPKE d. & migERE LIRS

PVNOhK

PVN 24 h

e ==
Bregma-1.08 mm Bregma-1.32 mm Bregma-1.80 mm |
SFO 5 w RVLM 5 w Cortex § w SON S w A

f. PVNBERREREF g PVNGES{URYETE

B 3 PVN Bid 3R i% IncRNA HFAR AT #il &) CHF X R 3% B 235 1E A
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ERE PVN WS rAAV2/9-hSyn-mCherry-HFAR 5 # )5, 24 h R WLk, 24 h & 5 RINFE[ N,
Il Y A R R (RS P 3G I, 5 SR A Y ORAR T, AR, AEEE N AR E . RVLM, KBz 2 Al [ X
B R WL (B Rk, G5B 5 BN HFAR SR s B PVN B #4181 3D, 2% KR
i 37 A A P, TS s LR LT O AR 1 R GR XU AR P AE PVIN A ) S 7 T R A
Iy, 1838 R Z WK B 8 bR 1 s L g T, BUIAZ AT T 5 60 vk, i 42 YEESAE PVN Y (8 3g)
2.5 PVN Hid3K3E IncRNA HFAR X CHF KR PVN i SK2 EH R IEHM N

H5®FRAA N, CHF 40 KB PVN N R 470 SK2 B RBEBE N 5 CHF+NC
HFAR 4 AH . PVN it 335 IncRNA HFAR A1 [ CHF 41 SK2 1 Kk (K 4a-o) . 45 RN
PVN N T IncRNA HFAR 7] S 858 BT A 400 SK2 B (R BE BRI, 5 CHF ARE T 38 B 4%

wPETCE A G

2

b
<

—_
W
T

—_
<

w

RVLM$% 5FPVN I SK 2R M4
T TE R (cells 4X 10*-n m?)

<

Sham
CHF
CHF+HFAR

CHF+NC HFAR

b. TR RIMEZTSK2MAMRE T HE

mm
mm

CHF

— 6.4X10*

GAPDH | s s s | 75X 10*

CHF+HFAR 200 pm J CHF+HFAR CHF+HFAR - CHF +HF AR
1.0F

PVNRSK25%kAE
(SK2/GAPDH)
o
wn

CHF+ NCHFAR 200 pm | CHF+ NCHFAR 100 pm | CHF+ NCHFAR 2mm | CHFE+ NCHFAR 2 mm

a. TERPVNZRETTRIHETSK2EAREREILE

CHF

g
<=
w2

CHF+HFAR
CHF+NC HFAR

c. SK2ZERRIXE

B 4 PVN it iX IncRNA HFAR AT ##] TV 89 CHF X iR PVN #£5T SK2 EHRIEKTF

3 SR
3.1 itie
A 5% W qRT-PCR 4 ¥ & 8 CHF K B PVN 4 41 IncRNA HFAR #% & 3% T i, o %

5
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IncRNA HFAR % 3 8036 CHFE J BLC Iy B R0 i 52 J8& b 28 D44 P DKL U S o A ] 28 58 1 0
Bl PVN 4 IncRNA NORATTO00069. 2, NONRATT 005099. 2, NONRATT 000033. 2 Fil NONRATT 000134. 2 ik
A5, AT fiE 5 02 B KR A & . Zhang UV B 5T & BLAE B BECPE 5 O K B RVLM Hf IncRNA IN-
PP5F % T, i £k IncRNA INPPSF & 3 238 1 N0 5 1 1 s o e 0 A8 S 28 X% Ay e g . DA B
S5 R AEIR . 7E XN IncRNAs 35 0 i 7l LLE 37 32 AL it 2ot il g, T2 5 CHE ., & il H AU 19
WaE F /DA HE SK1, SK2 Ml SK3 4t 3 Fl A, Hidr SK2 Xt Apamin SE I i fem . HALE RGP £

BRIk SK2 Ml SK3 WFp WAL, AHFsE &8 CHF KEL PVN 441 SK2 @i E IR B B E TIH, 5%
JEA 2 AT RN 56, X S AR PR A R — 8. AR BoR, CHF KB 1% SK2 Fi
SK3 il i mRNA FiA R & AR, 0T 02 T 8O 40 M 20 X4 a3 i EE ML . Chen %1
KB ANGIT FE Eh AR 7 S 19 85 1R K Bl PVN-RVLM £ 7t SK L J i b, S 80 5 88 1 v, £ 98 55
FIH 28 o0 24 A PERE AN . Chapp 27V BF 2 W1, K R 48 A B9 K Bl PVN-RVLM 58815 i #2800 SK HL i
A5 PVN #2024 45 PR3 i ¢ . Pachuau %70 & 81 A %K 2 &5 1 & K B PVN-IML (intermediolateral
cell column, IML) 22 &5 i b £ T SK JE T AE S B0 PVN #i & o4yt n, 5 PVN N SK3 i@
i mRNA R [ 55TC 6, Larson 28 13l PVN N SK 3 18 DI AE R AR 5142 ANG T £ M 5 i A ¢
sS4 244y, 5 PYN N SK1., SK2 il SK3 @il & [ Rx I K, 28 D45 RIER: £ 1 i PVYN )
SK 3 T (14 26 1K % 17 5 ) il 25 AL T LA T S8 AL Hh A 4 %2 R PVN #4006 8, T2 5 CHEF Al i
FEM KRR,

ARHFFE KB IncRNA HFAR 7] B # 1 SK2 25 (R aA M sl CHF K B 2 2% A ok, FALHI 7T g8
5 IncRNA B H 540 SK 38 59 6125 5 A 6. Ma 2577 H38 IncRNA AlE ) R filt £ 2b 1 Tl o« &
BE-3-FR A5 JE-4- S e DY R 32 K (AMPAR) 28 3k, DA T 14 58 2 fik ] 98 M R 5% i+ 23 36 5, 45 R 4878 In-
cRNA Xif 53 18 25 11 22 35 5 (1052 0 5 H 2 5 08 7 R ) 45 18 1) B S B AT 56 SV A ST R, IncRNA
DACHT AALFE 0 T3 FE I8 /N B i 5 12 AL 0 9 BRI 45 ATP i 2 8 (1 Rk O BEDhRE , i HL
TERE PR O L (DCVD B4 5 DUBRAE S 75 K A OGS 3 (SIRT3) 45 & I 4 ik Hz R AL Al . 2F M4 1 /)
L U A A S AR 458 0 0 48 L R 17 . Zhang 255 HE L 7RO WU ZE /N BUP IneRNA ZFAST 7] 3 i i iR
PRAVEFH B 4% NI BT 55 ATP i 2 B3R ak, A B Diae 2t . 28 EATIR . IncRNA Al 5@ i 5 i
BT GE 1 RS L 1z RACFIBERR AL B 1 AE A B R LR R A, S 5 WA RGO ILE R G0 E BLUR
R,
3.2 it

AR E W R CHFE KEF M PVN 4 IncRNA HFAR %4 B 3% T #, R T IncRNA HFAR
Xf CHF K ECDEZIfE . HR, MAP, RSNA, I3 NE fil PVN P SK2 @i £iA KW, #F5E Bw, 5%
ik IncRNA HFAR % o3 7 CHF R ELCIEDHGE . 4 52 3K 3l 48 45 0 i CHF KBl PVN 4 SK2 &
FEk. 255088 . PYN A R IncRNA HFAR 3 53 7 i SK2 i3 & [ £ 15 T8 CHEF R A& T 52 i 2%
Tk,
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