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Abstract

e Glaucoma is a multifactorial degenerative optic
neuropathy, and its irreversible and blinding pathological
characteristics mainly come from the damage to the optic
nerve, namely glaucomatous optic neuropathy ( GON).
The difficulty in the treatment of GON lies in the early
intervention, and there is no optic
neuroprotective drug for the treatment of all types of
GON. The death of retinal ganglion cells (RGCs) is the
core pathological change caused by various pathogenic
mechanisms of GON. Recent studies have found that the
widespread second messenger cyclic adenosine 3’ , 5’ -
monophosphate ( cAMP) and its downstream effector
protein kinase A (PKA) signal cascade play an important
role in the pathogenesis of GON. It can also inhibit the
apoptosis of RGCs and play a protective and therapeutic
role in glaucoma. Therefore, this article reviews the role
of cAMP/PKA pathway in the pathophysiological
development of GON, focusing on its effects on glaucoma
intraocular  pressure regulation, stress,
neuroinflammation and optic nerve degeneration, in order
to find a common central regulatory target for the optic
nerve damage caused by different pathological
mechanisms of GON and promote the further
understanding and clinical treatment of this disease.
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FOLHR (glaucoma ) 2 LA B M HE R T 5 A4 #2244t
AN 2 A5 D PR 000 LA 48 1T B ™ O A0 B sl it 400 T ik
25 40 M ( retinal ganglion cells, RGCs) Ko AT E
RAFAFFIE RN | 2t S P P s AN T3 b 2 B
EBHRFRG T, A R, 2020 AR TR 5O R R R
=35 2 100 J7, Tt 2040 4F 4 BRTF G HR 25 K0 f 28 1
LUZ™ . FOGIR R 2 1 3R AT M 0 2 A8 i , R
AT 33 5 EOR PR B A TR R T O X AR 28 4
£, B Ot R M #2292 ( glaucomatous  optic
neuropathy , GON) , GON FEAiF 14 10 it 25 FIAL ) Jisd et 26 2T 4
JZ 32 AR T 5 20 e ml ] BRI T K A HE e O R A AL
PO RSBt L 38 A PR 3R SR B AR 1 A SRR A T LA S
Y08 0 A0 2 S A5 T4 T DRTATL o) B8P Ao i 3 2l A
P92 RGCs MFET=" JAF K 3l ik R AR 37, 5" - Bl R
(ceyclic adenosine 3°,5’—cyclic monophosphate,, cAMP ) /&
48 A (protein kinase A, PKA) {553 B4 RGCs AT
TS 2 2092 e, RGCs P TS GON AYR% O I R4
fiE, M RE 738 1 cAMP/PKA 38 %445 GON ) Z F PR BIL 1
BR R A AEAFRIT . ASSCX cAMP/PKA {5538 % & A
GON ZFh & AL v B A #8 AV AT 2534, DU i
I B BRI 58 RN 27 S i 2%
1 cAMP/PKA #Eit
1.1 CAMP/PKA MY 45#]  cAMP J& 5 R0 L f HL o
FAMER S A5l 2 — A S AT A ok A5 5 1 2 F
R, cAMP 3 Z 2 i 55 B IR iR 25 1k [ ( transmembrane
adenylate cyclase,tmAC) 5507 V5 M IR R 3R 4k i ( soluble
adenylate cyclase,sAC) F=A: Y, Hif sAC EHIE LA T
PR B2 40 f b, O B S 45 B F (Ca™ ) MR M A
cAMP/PKA L BAE FH, 4K 1 4 RGCs SET- 7= 2R 7,
cAMP 15515 1 EZ RN T2 PKA, X & —F i 9
ALY L PR A Y T 2 R SR DU R AR, cAMP 5
PKA V5525 & ) BEOT O Ak 7 3L . 30 19 PKA
BERR AL IT IS cAMP 521 TG4 456 25 1 ( cAMP —response
element binding protein, CREB) , [d] i} )i 2h— £ 515 5 %%
S INE 4 AR 38 R A AR A W R A B e S R R
CREB J&— B A # 28 ZR 48 1Y) 32 2 5 SRl 1 X, AT ol
VFZ P i 2 R G RE G 2 CAA IS SRR A L BR
TR SR TR B AR AR PKA 38 T 8 R Ak I R B T
WIE A SR R 2 2 5 b R Y e T 1 4 0
W E W C ( phospholipase C, PLC) , & 1 # ili C ( protein
kinase C, PKC) M2 ALEE 3 — it ( phosphatidylinositide 3—
kinase, PI3K) FIJLEE =52 (inositol triphosphate, IP3) 32
R4 SXSEHERR AL RKE cAMP/PKA 15 515 5 5 HoAth 40
JHLA s RO 5 SR 38 2 — e, I 4t 22 A B i [ 8, g
— LN cAMP 5 52T
1.2 cAMP/PKA BITh8E cAMP A{UTER XM A R G
(central nervous system, CNS) H 204 )32 78O K
BT iR AR L SR (R RE 5 A Rk cAMP TS 7
BN Z RN 53 F T AL FE cAMP #Rf8PE PKA | 5 I 04
B RS 8 VMR AZ AT IR 1458 T 18l . cAMP/PKA
{5538 S AE A T AN [ 25 780 A48 A 1) o 3L 2 B B b R H5
RHERT, B S A AR A ok AR ARIE Ak S AN A
T R I 40 A S e R 1 Al 2 K I A
JH, FE R 22 TC A 5 A% 3 R 2 fil T e R 1 rh & $5E B G R

., BEREEV cAMP 5 Ca™ W 1Y 18 2 3 8UR U IR 5
LA RN BE S, B cAMP A 4S8 ki 25 et 58 4=
KAMEHT . bR T e 2 A ¥ Ca™ v BE 1) E Z ik 1%
MR 2 ML 32 8 1 I 3R 3K AT B 3Z 3] CREB /v S 2K
M - 25 F 5t 3¢ 5 AF A ( protein —protein interactions, PPI)
AREIR ) Kim &80 78 X A X 22 RS A5 R, R
W cAMP/PKA/CREB 573 % T 4% i b 238 P54 11 58 fih
PREEPR R 3A | HE T 00 412 28 BE DX ) b | A HE ph 2 AR 4P
YEH, a4 cAMP b RN R 7 19 ¢ 3k ] IR il 21 21
YR A AR5 TS S, DI 52 e AN ) 8428 R 28 JB X0
AESHRERI T . Nikolaev 25" BIF 5T & B0 L2 it 5 T
9 B1 1 B2 1 IR R BEZMAE L I AT cAMP JY)7AE A
XFU IE D REFNC 7 308 Fe AN RS2, e Ak ZE O 32
11 o B 15 B9 15 1 4 (reactive oxygen species, ROS)
B BT S 250 AR 7 U I S O LA e T R B 1 RN AE T
B FEZIKB P E . W5 R TR LA M A A g i
P8 PKA F1 A - I 6 5% € &5 B ( A - kinase — anchored
proteins, AKAP ) &35 T il S0 Fh 0 B 455, AKAP 4
THBEARE 2 5 MR N PKA FH AL 5 6
M IX = AL, I H A5 W PKA 15 P, Rt PKA FlI AKAP B
SRR ORE TR PR ROS PP A BT T, K&
LR cAMP/PKA {5 53 PETE A [6) 40 i vh & 45 2 Fh i
AR B0 PKA B2 1k CREB, iR E P& N 7K1k |
4R B E WEAN I Ak . NF-kB (nuclear factor kappa—B)
YR —Fh = ZE AR R I S R, B SR TR 1 P % PKA 07k,
NI 22 A S SR B VE ' . Wehbi %52 7E G0 &
SR &I, cAMP 2 T 4l 32 7R A S B0 T 4H
TG AR IR R Ak PKA S o] 455 2 i 4 FAS [)
YA X 2 R AR S AR S e R A I TR R
A SRR LA K R AE IR AE S . cAMP/PKA 553l ©
B2 2 5 (2 AN G 7 1 32 A B Sam i
1.3 CAMP/PKA T LRI T BE 2ok {4 4k 45 21 A2
AR OC R AR 2% , AN A8 i AL B R Ak ™ A= K 3 ATP
PEAH A T, 28 7T 77 2 ROS  h 28388 i S HA A 540+, A
IR AR T 20 M AR A R 25 T L R T e Y [
I, SRR 2 5 A A WHE AL e T (5 5 Gk
AE S, ITAEESE R, T cAMP/PKA {5 53 #%
5 SRR Ty B AR AT DAY il A 456 28 1R 17 M 7
VALY 22 il B A LR (1 K R PO TR cAMP/PKA 3
ik DAt PKA BERR L2 Fh T il AL G S A 5, Al i
FELZRERAA T RE , 55 E AR L BE R A ZRATE
O PS DAL 22 o Rl
LRV R AMENE S S G Z— /A2
FEAE B SR A5 T cAMP 300G B REALN 437 PKA,
T HA cAMP/PKA KISV AKAP H4 K5 il 52
AW 1) 5 5 AN TR R Y I 40 i DX e LR Y 4 i T
Y, PKA FI4RoN T AR T A WiFh PKA 2R 3
HASTR] I 411X 2 52 7, PKA T 3 25 5 i i A ¢,
PKA T =35 %2 55 200 i R 20 A 26 i e Sk [l
F5 M SRR 6] S Re By FRATHR AL 1 48 3 5
ANTRI SRR 35k, DA T 52 M AN [+] A 28 2R BIL 1] %) A 5 S8
H., OBanion %" @ i O BTG MR MR O 1k B
( photoactivated adenylyl ayclases, PAC) Xt cAMP X & k3
KB A 5T R R B, 2R 4R A I (outer mitochondrial
membrane , OMM ) 7E 4 il P 30T 3t cAMP 255 2238 IR AT
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2 W PKA 1T, Bofrmrss W5l i A 4
B (liquid-liquid phase separation, LLPS) 1] Ll & 4% %5 [i] FR
il cAMP T PE 9 B A HLE, 7E L2 cAMP/PKA {55 1% 5
hOREE R, UHE B A 7R R PKA 5795 4 Rla
(regulatory subunit I o) 83 LLPS {27 cAMP 43 X F1 {5 5
A& S SR DL R Y R cAMP R ] FE: | 4 A 40 A%
LRRTE S SRR N T B, @it cAMP/
PKA X ZE AR S 0, 0 DL E— 25 o 4 4o AR 1 5 2
R, NIRRT 5% 2 RS i 2 0 5 A9
2 cAMP/PKA 7£ GON i #I1EH
21 REET  HOCHRAY 32 20 B A B AR fb A0 5 IR R T
AR A . BT, BOGIRMTEYT Jr 58 = 2 im i 4 1l
HR J% (intraocular pressure JTOP) AR 3P40 1, B TOP 2 i
— BT I AT A O T T ORI HE SR A ik, KR IR
Prfi BN AR R TR R OB A A R R B fa R R
G 7K H AR 72 1 75% —80% 33 7K 28 B /NZE W ( trabecular
reticulum, TM) Fll Schlemm 4 ( Schlemm’s canal ,SC) iy F &
PR AE e A i | o 30 ok o %) A A S P B O o
WEES B KR E, ™M B H 20 g 4h 2 57 ( extracellular
matrix, ECM ) 7 53897 b7 7K 0 i th 5 3 %8 2458 06 O IR
MR A SCHE DR ) BT R W, 0% cAMP/PKA 7] 1 4%
S TV A 20K A0 5 045 . PR, S5 cAMP/PKA 5
538 B T D K A 5 U R TR YT IR R A G
GON 5 A, IEAh , RGCs 5 J AR M5 T 10 I S 1M 37t 2%
LA = A 1 BE SRR, 0 DO S B AR 28 ) It 3 B 20 4 T
RExt i Rfe e AR B HOLIR B T0P F
T R Z M HEN A 2 LR ATP & % %
AL FL 3k (optic nerve head , ONH) 7= AE HLI & 1 #i45i §
O 2 TC A AL, AR I — 25 e 400 I R 2 2 S R 42
I R A B0 UK 2 2 3 RGCs 1 12, N GON
B

H Al R X 7 G HR AR e 2 ] 9 36 77 15 it 32 22 A
JREBREIR R 2 AT AR Lo ., Ho RERREIR 259
FEA B LIREREZIRBLA ] o LR R B2 IR
Bl ey P T I 00 0 00 4 R 1 2 RN A
SCHRIG T 258 ] B B0 B K TR cAMP 3635, I e 49
AR AR fp i B A B R R B B Y AR T IIEY
H, Caprioli 25 % B, fifi 1 Js) 305 MR I 6 Mk 28 ] 24 422 o 8
cAMP 14, I FEAK 52 95 2 4 5 0 IR s 2 T 5 B9 R
Nathanson'*" % BL7E R4 B Jz 4140 cAMP 12 334,
JEEIE T B2 1 R Z e A7 M L 5 M cAMP Y B FLEE
P 5K, Chen 25 FEXTREIR (A | B 53 /K I B Y BF
Ferf, R BE i ER % R (B - L IR AR BEAZ A BE i 7)) )
DA cAMP 35 28T B05 K 7= A MR TR, sAC 1
9 cAMP 7 AE B FEEOR IR Z — B 7RI AE R -
Bz i BESRGA  IF 1 T PR P BEARAA 1 cAMP 35 P | AT
IMHIARE T 5 Shahidullah %5 #fF 5% & B, 38 1 2 Bt
A e (it T I 0 o6 5510 ) 098 sAC FR K, mTHE — 25 K
cAMP K35 . MR BN A S HhoAX Bl 48 2R G i 1 A 28 b
R4 AT G R IR AR T K A O, Ferb iR
H A2A 31K (adenosine A2A receptor, A2AR) I3 R R
AL (adenylatecyclase , AC) I i cAMP 7K BF5E
WIS A2AR Z56 AT M B K cAMP 3Rk JFf2 i
R P HEREE . HRTEIRFIE 4598 M A BEWTAf cAMP 35
HEYH 5 P K A s ) A OCHK (B cAMP LR B R g

1600

Tt Sy PR R MR P 9 ) S S DX, AR 82 B LR A [) R TR
250 K AR H G GE Y cAMP 3R 3K 152 M J L
PRHLI AT R 2 FR AT A% F SR 5 5 1), AT A R FS A DG P 1Y
GON $E AL 1R YT L
22 |LM I A AL B (oxidative stress, OS) 2 W &1
2P0 2B A7 PG 1 T LR FALA T R S B IR IR
JE T8 5 5 G IR A ph 28 728 P v 2R AR 1) g R 0 1 L4
a3, R0 R A AL S B AR e, 7 AR R
AL TTE Y . RGCs AN AT 3 4 T2 J2 GON Ay AF1E
RGCs EAG Al 58 1 i 2% B8 Gk, DR T Xof 480 1 i3 o
g

ROS 7KV Th i J2 fl 2 3B A7 MRS 1Y 5 DR AR 3
f9 ROS ] 47 200 i 6 A2 S8 A0 LA 40, Tt ROS 72 41
Jitg R R 2 T30 DNA i K 45 F4 25 1 I o 55— & 51
25 1 SR AR 7, 52 e A L D e, 2 — A0 R M 2 On At
1= ROS S A4t i 5535 T8 1) g B P s o, 4 e JEE 245 ) A e
Jo B RS I R R T PN I ( malondialdehyde , MDA ) %
771 MDA AT RE 27 U HR 48 Ak 0 30 g 1 e A3 2R WA
B, BUAEAER R RS S A 5 Ak T 3 A HIR I
U AR BB AR e R R T BF AT e I, 5 IR R I
R B GSH-Px K T, SECRALI T
RHFEEAR 0 T IR T R e I 7 O IR A A I
TR PR R Y 4-FR BRI Y 2R T L P
AL e H K ( glutathione , GSH) 7K - FEAKSY B T-15
SR O 1 ( apoptosis signal regulating kinase—1, ASK1)
2 22 2 G AL B R — b1, O ASK1 —jnk/p38 1 %
AL OA SR A T B R AR, Sk
B ASK1 SCHE IR T PR 7 A [F) 35 G IR 2l 45 A ep ot
RGCs B HA QY HE, 1T FEARE AL B BUK T, SR 45 41
PRI A BY T 3 B & OGHR i g s e on g st T L FE R
APz N AY AR TS 1 Ay MR B BT T OGIR 4R
AR S 9 BE PR | R4 TR B R28 90 IR I i A 400 if 5 7%
AILEEE] ROS FIB BTN FIfE & 40 i N1~ TH 5 MDA 7K -
Fhim P E AL T GSH 7K 1 &b 25 R AIG 41 A 48 0 % B¢
RGCs FIT- S5 AT 0 28 BBk, #0818 5 S A0 I 8
I OCIR A GRS,

ONH PN T 58 5T 440 Jfd 235 #4 71 D) e 57 J& GON B 5%
. PRV T LIRS T, cAMP/PKA {5 5 1%
SRR R AT ONH P ¢ 5 41 Jfd T &) 32 48 Ak g 3 it
i I R R T BE RS ] cAMP/PKA {5 53
B PO PTAR A ONHL AP e S5 200 it sk 2 4 Ak 7 38 4 1
KA Z AR E O BEAh, Ju AT 2R S AL A
fI7GHR DBA/2J /B ONH B2 JE Jist 5 40 i+, & B0 20 Jfd
INEZRARLAR B 1 S T, Mfn1 AN Mfn2 J2& 26 7 (A A1 5
) GTP B sl IR A, M2 (13 38 35 AT £ B 4 28 0 40 iy
B Z B T I A T B B (protein kinase B,
Akt) T LA Bax & H ( BCL2 —associated X protein ) %) 14
G S L [ ZR A () Zy A, DT B 1k 27 1A 3y i e A A
AMIFET, M cAMP/PKA {55 38 [ 7T 8 5 £ i Akv/
Bax BER b5 Mfnl/2 5 ALK HLAH A AL R A 15, sAC
YER cAMP/PKA T8 [# f) SC 5T 15 571, 76 AL B 0 5 1
RGCs 1547 & 3% F B AEH . Bastola %% & Hl I iH sAC
ASE L G sAC/ cAMP/PKA il 553 i DA 38 5 S 1k i R
1k ( oxidative phosphorylation, OXPHOS ) i £ X} Pt 4 1L hi
W, R TR T ORI AL/ NEL RGCs (1 R0 4 25 4 FN )
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fig, NI i#F RGCs {97, UL, #57 cAMP/PKA {5 53
%5 GON AR 451 15 A AL | S 3, X PR P 2k i Ty
AES RGCs 71l A RIE & X,
23 RE T OGHR M AAE S W 7E M HR Hif B 2] IR JIS 38 LA K
P38 B S5 1 E A AR B & 2E . GON By R AE 11
FER B TR 22 5T 20 LA T Y S AR AR AP B S R
P, IR 2 S S 2R AT PR S T2 I GON 9 &
AR T RO BB IR I 44T (LA /NS IR A L IR
SR Miiller 41 ) PT & 35 4k 43¢ 00 X BB AR S A T, /N Jise
O 240 Y 2 I A A0 PO S 0 0 i, L ) R A W R T
B PP 220 AL | P A AR 2 R PR A U2 2 408 4 L ) 4
R IR 2 Fh i 2275 32 -, Miiller 24 Jifd J2 40 I i v
o7 LU 5 22 1 1 228 T 240 L 3 e R R 22 R TR L BRI
TN AR AT 2R LA o W e B AL R AR AP R 2250, AR 47
RGCs TS AR IE® . 7€ ONH | B I I 5 40 i A T fig
SRR P RS I | SRR e T AERER il S
SR LY, 2a WS (P U Wt o 2 | AP R el 2% N & T 2
PRI A AR 2R VE T . TER R AE A 3 T, A
R YN+ TL-1 B (interleukin—18) 0 IRE IRFE I F TNF -
o (tumor necrosis factor — o) Z¢ 35 ¥ i, I {€ #F RGCs
W=

KIS, cAMP A R Fi ¢ SN A V% 5571, OF 2
J iz W T 23 ORIGTT RIE VR . BTt oE R W
cAMP 2 S AE 52 I 1) 56 B A5 530 % , 2 5 4 38 1) il 412
SRR I A O w7 A = O e
JOE O R o 2 T S AT A 4 e 2 R A A S
5 GON RYEZ A HALH . Cueva Vargas 12028 GON
Y FR28 RAE 5T 2 BTG cAMP/PKA 3 (6 ] 00 il 71 1)
JIES TR Ao 228 v 5 S5 A48 L sz i 1, DT 9232 458 &4 i XL = 1)
7R B Ikl 2 A M I T AR i Bl SR AR S AR i, Y R RGCs T
7, 4k KRR R E . BT R U], FEAR M AR (R
My MR PEFOLIR B 5 /N B G IR BB v TR
cAMP/PKA 3l % A] $1iH] 5& AE PR 5~ 28 35 IF- g it b 22 %8 3R A
T2k, N 2 0 RGCs A6 T2, & # A1 o 22 3 I
PEFRS

() Ff, 7 A8 A S 1 T D R %) 40 0 i 4k I 35 F

BB A A 2 T BOAS [R) 72 B 1 Jmy 308 1) 8 i VRS 1Y

AN PR FE R, B RAE & GON h {4 2 I Y
RGCs JZH1 ONH (8 LA A HLH . 2 BEASSZ 45 19 |l 5
JE W BB 237 A SN SN, fE R A 58 A B Rl sl AL IR -
R, XA A 28 0 ) B AN AT Il L B, TR
GON (1) B A S o 5 98 15 e e R A8 X T G IR #f 28R
Tt B mEERAE
2.4 Hfth  Zhou S5 7ENEMEFHOGAR (Y BIF 5T A& L, I
cAMP/PKA 3 % ] 410 ] 75 G HR v i) 2% 45 vk 7 ot A, 44
il RGCs HTEPEFFK Z TN fE . Kolko 2™ e LR I35 ¥
DR R 1) e A Atk b % B, LR R 8 Y B s RN 2R 2 2 )
cAMP 3R ik, I #F — 25 W00 R Ui A% N 43 5% W GON,
Chen* %5 & BUAEAL IR P9 T 2040 R, OB AR &) etk
AHE ONH EJE B2 i cAMP LA S CREB B§/2 b7k
U TR OCHR 2 K, R WIE TR B cAMP
MCAE A5 538 6 T BB AR HR P R T+ =5 5 GON & A & R 1) i
BN E, Ye T AE Xyl 55 00 A 28 BF TR (optic nerve
compression, ONC ) /™5 1 RGCs i =W 55 H & B ¥ I
cAMP/PKA/CREB {5 518 #& vl 8 mye 8 =K 1 Bel-2(B-

cell lymphoma 2) 238, 41 $E T RGCs 776 R IF i %
GON,, BUAl, FL o0 S 22 45 B f 22 048 2k & A 2 i Ay i 28
APEBIA RS GON B &bl & VI, G B AMMEEZ
K 3(G protein—coupled receptor 3, GPR3) Wi E BHAE Z2 Fh g
It E R, IS 5 MG TR IS AR R 2 e A
K, [RII, GPR3 BEMS E VT MM N cAMP ¥R JE | Masuda
2SS FJH GPR3 ekl — A 13 cAMP 21558 i
25 ONC G R A B R T L0,
3 iTig

PR BE GON ALl Z R4k, BLAS Bl 3 4 b 23R 45
PR AR ICBIR TR ME A . ARZER B B A% S 8 1 58 0
cAMP/PKA @ik o 1E 78 & e 43 X A5 5 R Gl & 18 2% AR
P K cAMP/PKA 38 [ nDEE D )36 97 (5 5 15 1 21 R
B B AH A 7 EE X GON JRY7 IR IE . XA ES X%
AU AT e 2 iR T I RE S AL O 25 3 | SR, ik
FRAELZRRL A FI ST P S L P 25 ) R 32 o A 3R A A [R) &
AT R AR AT R o — s SRR T £k
RLRAE A w8 B Sh 25 B AN , FL 2l RE AL 20 i () AN [] 25 [ 437
B E S M, BAE GON | RGCs M Hofl 2 iy 2 ki
A PR R P 7 R TR A7 A 22 S AR I A BIL A, ok iR T 5k
A0 i) A ARE % I R R T X R s ) S B 0 AR v T
TR, 5 7EE 1 R R WX B R AR Th g, s A
S5 HIE 2 FBELIKT A 20 3B A5 G B B g, L i R 40 81 92 S ] &
AR T8 LA B 6 3 R A BIF 9% %) 5 G IR fil 2 AR 0 B
TR SRR /R 3 e 2 A ) e H 4 oK R gl
Kl SIGITHA , T A P X okl il 28 2o 1k 1
AR /R R, I 4K 1 AT BE R R T O IR 07 AR X 2 A A4 1)
B BRI ROS/PH BUBUR AR VE JHHE A, %o 48k
PRI = A i O R AESTSEARE R Y

cAMP/PKA 15 5 i 1% 75 75 6 IR P 00 b 4896 78 v &
PEXUEAE 800 7 5 76 T H A0 X = AL R S5 PR,
58 W7 , 76 RGCs JRLAA PN 3850005 122 308 1% mT 348 ik pf 2 O
PR T8 R Ik, R IR R A A ) RGCs
FETH R ORI, T ZIK S | cAMP S8 TH i 25 5 B 0%
PKA F5] KR ARSI X 0L, A S EMRES T,
R, EF X cAMP/PKA 38 % 1Y 036 7 5 W 5[] s S it
B E S 2k, A0 22 0 K SR AT G R RN R T
cAMP/PKA i 77 A AR 4P VR FH U SR A 28
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