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Progress in electrophysiological studies of retinal ganglion cells
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Abstract: The knowledge about electrophysiological properties of retinal ganglion cells (RGCs), as well as modulation of these prop-
erties, is important not only for understanding the unique physiological functions of RGCs under normal conditions, but also for
exploring the cellular mechanisms of retinal neurodegeneration diseases, such as glaucoma. In this paper, we reviewed the progress in
electrophysiological studies of RGCs by using patch-clamp techniques, concerning the voltage-gated ion channels, the ligand-gated

ion channels and the effects of neuromodulators on these channels.
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1 RGCHHBEIIEEFBE
1.1 BENE K #iE

K" I8 I8 6 1 7 RGC M) H A= 3R 1 45 o0 8 82,
B4 RGC 18 2 B AL A3 % A k. o,
FRek K EIE A A ) S K IE S A0 R AR 11
A R B IAH K
111 HEK @EE  HR Ky, HAS Rk
HLE 1 B (2212 2505 ), XY 2 (tetraethylam-
monium, TEA) U, TKv3 1 #5852 firh 2R A4 1 £ 86 i
(R LA 4555, 25 RGC (R & AR 1E =7,
IKv3.1/IKv3.2 5% WA 5l /F F A (1) R TR0 %6 F R 2 B
), TR T i St v . BRATTE A B 5 A
SKRIL : 1E2ME ST B KB RGCs,  AhJE 7 2 H
KBk & 52 & (cannabinoid CBI receptor, CB1R) ¥ 5/
71 WINS55212-2 (WIN) % J& 4O b e 41 IR, Ak
FHASBE 1 KRR 25 CBIR 1 CB2 2244k (CB2R) 45 71
5 Pt 50 B BH Wr, i H BH B B2 N cAMP/PKA F
MAPK/ERK {55 i #% % WIN [1)4E A 2 s
JEVE KRR & 2R B4R AEA A 2-AG, DL CBIR
5 F 5 7 ACEA Fl CB2R ¢ 5277 CB65 1 i
JNHT WIN [FIFEIVER, W] WIN DUESZ 44458 1)
J5 AW K B RGCs [ 4h ) K™ HLAL, AT 4% 48
X445 PE 1, SR WIN 7E Y6 8% A2 %8 SR 48 i
ot K FL L A R AL 2 CBIR AR, H
BE AT L RGCs A H R B AR B o g B, Wl B
WIN B #4554 F RGCs LR K iHiE, 5l ]#%iE
BRI/ AR R A

4, KB RGCs | # ik IKvI.1, IKv1.2
IKv1.3, (HANZRIA TKv 1.5 i v 4% K3l iE (IK vl
K ) K R RGC FERATHEAS, SInET- 5+
ik M VEST Kvl.1. IKv1.2 A1 IKv1.3 ()38 &
BELEBFF 7], AR B A st 1 11 7 sk 2% RGC (T
1.1.2 NEEFR K i#i#E (inwardly rectifying potas-
sium channels) faifr Kir 8% Is, A S —fhfras
PRI 5 0B 1 AH G I HUIR (PRI RS (H 2218 2R3 ).
CL% 8 R Kir FIMEAY, 43 508 ATP S50k ) 81 im
IH (Kirl). 288 8l iE (Kir2) A1 G 28 A8 B 41
W IE (Kir3 5% GIRK). % AW 78 B o~ Kir il 18
fh) 2 Fh 0 3 (Kirl. 1, 2.1, 2.3, 3.1, 3.2 M1 3.3) £
RGCs FmEkik, Kirl.1 EERIELE RGC IHIR L
Kir2.1 1 Kir2.3 )ik 76 RGC [Fffafk ; Kir3.1 /&5
Tk N R, Kird.2 ) % ik 7 RGC 1 i 44
P I A 2 F0 40 B R R A0 A e ™ K 2 B A

RGCs ik Kir3.1, ©HAS) 1% FRiERH 5%,
BFT P E RS E AL B Y N A4 ic
KT VERW, 55 B K RGCs LAl id 3% 2 | Kir
A FAN R R, BEREA P R R, AT
PLFE 10 ms PGS, HBCHE R RE. R
JZ (300 umol/L) f) Ba®" A& 2 IEFIBL . HAK A
B GDP-BS 1 GTP-yS 43 il /N3 Kkt Kir HLI,
Ut B I FELIR GO B ) P ) R A e
(GIRK) 415 ", Kir 338 4 42245 54 S AN (1 2%
A B L
1.2 BE[TE Ca’ " il

Ca™ 995 B 38 02 9 30 R AR RGCs & 421
TSRMEHREZ —. AR, K
FH B R R 2590 By B 1 IR 3% fig 52 4 B i 741) betaxolol
Xf RGCs H A RIEA « MR RN, 752 RB
Wz, MppEmil, A ERAL. FREE KR E
AR S AN A b P P 145 Ca® ST 5 24N i Y
Ca” %I %Z, RGCs MAEKIEH ThEELAESET. 1M
By B R 3R fik 52 AR BELH 77 AT B B BE MK RGCs |- Ca™
S AT, PR ER S R K& Cat i
WHAE R, —% A (NO) . n[ff RGCs P ¢cGMP
AP0, WS R T8 N & Ca® @i, i Ca”
P 1Y, Ca? R RIS, SER#E K RGCs
e & T 5 80 10 mmol/L (1) KCI 55+, {41
Tk, HETTE Ca¥ EIERE 2 HT T, SRS PR
RGCs & T 500 umol/L (IR, i & RGC
MR T RS WD . HIE, AR KM
MR A, PA THISHRIR R Ca® X
AR Y B, RIKRE CaT N T
(1 T3 A B AR AP AL 3 75 4 — 25 1 SE BB TR
1.3 BE[HE Na' HiE

iR [ 74% Na' 3838 2 7 RGCs X HL B I
(1 5 IS B g B Vg FL (1 &0 U, RGCs 7E IR fif &
BRI E M, A FETERA A Na™ B
T BLZ RGCs K A A B 25 D e 1) 1 245
fE U, L ARRIETE Na" IEFF SR AN Na™ 2
T8 RGCs 1 I IR AT 1H: AR 3K — G4 Ik S o 1) 2 )5
R E. HAN Na" [ R4 )8 3 ) 8 Na'-Ca™
Lk, A Ca’ AMRAE R IEE, SEURA
Ca” WHaFEE RS, Wk, 45T AL3h4 RGCs
JEJEPE Na' I8 18 (1 BH A 77 phenytoin, AJ LA 2
1E RGC I IhREE S, XFH G IR SLE0 3 Wi A v (1)
RGCs FNAI#HZ 5l TA ARG R B
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HRX P22 2R G ) BRSP4 T 4 52 KB I
PR/ BA P R Al B AN o A D0 I8 R 2 A
[F) FA A B RN S A A B o 38R, S JER SZ B FTBUR 24
BB AR, A E TR AIRZ A (GluRs) H
U3 2 R TG B i E 1, BRI B A R 2
{4 (mGluRs) i 40 M A S 5380 25 R i 15 R A J5 p 42
TCHNES), T H 7KV~ 28 i RN I K S 28 iR T e 4 )
A 20300 B OO HCHHAT S . S B R AT B
2.1 NMDAEFERAERZH

T RET A R EOR, WFLA RGCs FERIA
) NMDA &4 7 # W H. 47 (NR1. NR2A, NR2B,
NR2C. NR2D. NR3A #1 NR3B)**!, NMDA %
PRI Mg™™ DA e AR 1) 7 BB 76 i S5 L Aor
K, Mg 45475 NMDA 5244 |, b Fte b &4,
Mg”" M NMDA 221k Ffif & F 3k, i NMDA 3% {&
WIEFFA, P4 Ca®t FI Na [P F. T 78 4R
2R GEE AEI Reh R IFE EAEH S, NMDA %
A0 5 % A B 1A OC BRI B AR an OB IR . FR
IR I st T AFEH BT 12 400 X JBE 5 5 0 AH O o AR, &%
A NMDA 32447 7E M A B 1 5 K RGC -1 (1)
fERE R E AR, HAl, AWK % NMDA %
() NR2B Fil NR2D V. FE 5 5% 7T DL 918 52 NMDA
ZARA G R E N RGCS . TR, &
TR AR A SR 1 T O IR DBA/2T /N B AT ) A X
23|, NMDA %14 NR2B W/ 3t 36k i, FIAR K
R34 = S EUR AL I RGC % H /b 82 IEA ¢ =0,

FEAR I ZN IR, R N B S NMDA
Al 5] N SRR AR . RGC T, 2 S8
i P, fEEARSEIG . 45T NMDA s & R 1
Al 5] Ca’ K M 1 RGC V8 T2, H 3N AT #
NMDA =2 /A5 BB 2. NMDA 52 4 57 X 5
M543 K B RGCs A M RIFAER, T 4ERFALIN
JIEE PN 4% 2 1) 55 5389 0 RGC 9 AETE 2 Y7, BARXT
NMDA SZ AR T (124 5 75 14 (1) BB 0 1) A5 400 193 B
LRI, (HIGPR 2] 7R, MK-801 (—FdE
554 NMDA SZAR$E 5 4] ) BT sha s, Al
ImPREE 2 PR Rlt, SR EEAR AR 22 OR A 74T
SR Je H AT AR A R BT . — RO,
NMDA i B2 XA B B 5 G IR S A M s Az v, A ]
I8 3 1A 452 NMDA 52 1 1) Iy e 2K 6l 2 #2855 PR X
RGC By fE . — S 28 R 77 m] DL K 3 400 1
NMDA & [ 44l l i Xy Ca™ f5 %5 B2,

R PR Ao 255 40 1 PR 2 T 2 g Tt
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2.2 IENMDAE FRIATHRZ &

RGCs H1 H K B % & 11 2 il J5 FLAL (SEPSCs) H
IE NMDA %% & (AMPA 321k ) i+ & &, 1 % & 1)
EPSCs (eEPSCs) Il 11 NMDA Fl13F NMDA 2% {43t [#]
/45 P9, 4E NMDA 52 A 5 S5 RGCs B 28 ¥ 5510 vt
AT UK 248 R i A A 356 o R T o o RIS AL B
Tachibana 25 " 75 e bt frt) 490 ] s e 157 F XL FEL AR [+ 25
O ZH A RGCs, K I RGCs Ff#] NMDA %%
T REAL T RGCs W4 S (18I v (R A AMERAL ),
RE N2 RMFEHUBETRRER AR, BEREHBR
fil /b7 RECE NMDA 244, fit LA NMDA 5244
2 S XU A K I AR ) SRR BRI R T o T
HAEF EUIRA N RGCs L) NMDA 324K K Mg”" [
PELIT 52 2R V5K AS,  HHUBIA 9AY B JE NMDA 324k &
AR AR, e K
PRI fih J5 FRLIAL o

AMPA 32 740 2 DU Fh 3 A 1) Y (GluAl~4).
Hrh, GluA2 TFEEN AMPA 24K ()15 SAL B FF AL
FEHEWVEH . Nawy 28 P B EoR, W35 AMPA
24K, B GluA2 3L, Xt Ca® ANiEiE N AMPA
2 4& (CI-AMPARs) 1 GluA2 W 3L G 2%, Xf Ca™ i@
i% i) AMPA 32 {& (CP-AMPARSs) ¥ 2 5 50 A& )
ON %Y RGC 1) 5% fih Jx B2 1%« 6 B8 55 i, i
CP-AMPARs ; Jt 58I, & CI-AMPARs, i H.
YR AR ELIYEBAWI, SZMARERE L,
7% CI-AMPARs. #f— %% P 878, AMPARs £
A A3 A0 53 B RHIE - 23477301 B9 AMPARSs
KRB FRIEAER — KAk b, Hrr, CP-AMPARs
Gy AT AE AR I M A 0 R TRCAL s o A T K2
CP-AMPARs Fl CI-AMPARs % 1A 78 A~ [A] () 28 fub I,
A3 MR AN [ E % ) R Al N JERIZF 8 h i LS
# ON 7 RGCs |~ AMPAR J§ 4> M CI-AMPARs %%
A7 i CP-AMPARs,  R10E 5% fil i ON 24 XUAK 24 il
Al LLEKZ) ON Y RGC 2R fih | AMPARs R I 1 558
ﬁj\ﬁ [33, 34]o
2.3 KIBIAEIMTE

£ R G 32 4K (mGluRs) BB G EH, A
7 IR B G5 A3, FA B IR EE AL s T2 A1 N-
Ao WIETHERCA R 2R I I B4 G iz ik 5]k
IR N, 2RI G 8 Ek 40 R i &
TIHIE .

ZE LI A () A B U R B R o, T AR
AR E IR ZE (mGuR 1, 45 mGluR1 A1 mGIuRS)
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¥ 507 DHPG 3 i RGC ) B & PEsh1E s A7 R
i WAk, B MECEEE C MG &N, 1E
RGCs HH 3 o 1 1] 451 38 108 SFe 338 i 2 file 5 44 48 76 1) 2%
75 PE B, Awatramani 25 B 78 43 B8 () JTUlE RGCs |
R I mGluR T3] 575 w] #0041 & i o 0 0 45 FR R
(high voltage activated Ca”" currents, Ieo ) {H A 52
Wi [ kR B & ) EPSCs. 1 5% 5% 1 B AFE K R
RGCs |, %57 mGluR T 33077 W48 0 Ca™ H i,
e 2 R S S A ) SR e 4 T 1 e i B

1 BRI Z B 52 K (mGIuR 11, 3% mGluR2
Al mGluR3) A TIT AAC AL 45 & BR324 (mGluR 1,
3 mGluR4., 6~8) i FE AR A K G & EH 4]
FIIRE BRI, Y DA BER IR T (cAMP) FIAE K o
B mGluR 1 A] 5K B RGC G H 305 F 85
7 (low voltage activated Ca”" currents, lcaLVA)[37] » mGIuR
11 (mGluR6 F1 / 8 mGIluR8) 7J i 35 1 )2 % W fist
RGC 5 flfE38, 4140 mGluR 11T #45h75) AP4 ] 1)
il RGCs b F 38075 A& ) EPSCs, /> 5 40 fa 3k /s
By P I A J HL UL () A T AN s e L, 3R
mGIuR T A5 7 5 il w17 3 R P L B0 kb,
RGC F il KA mGluR 1T 3K (14 845505 5 S IR ) 5
EREEEGIEN=R N0 SV
2.4 GABAZ{K

GABA ZA&5 N E 77 (GABA, f1 GABA) I
fRUTA GABAy. GABA, 2442 A T3 (o Bs
v 8) AN TR A . HAT 6 4> a 3E, 4 4~ B FIE,
3A Y WHEFN 1A 8 W LRy a b . 76 R
1 GABA, AR W R G2 a/Bly,, 7 EHE
BB SR I, BEH GABA, 32 14 BH W 7] faf 4,4t
FH% (bicuculline) 45 53 14 [T . GABAg 52 44 51—
KRB R, 5 B EURR 2 A IR B L R T B AR AL,
FIFERARER G O, BUERSE EHERS, RAETH
GABA, 32K Ca®" 3818 M 1T 5 4 2838 BB L,
M0 9 M J5 1) GABA, 32487 K 3838 i3 1 1 4,
GABA, Z K 118577 baclofen i # 1k GIRK i,
[ B Ik 398 K P LA B 20 T 4 Ba™™ [, R RGCs
i GIRK JEIE R LUER G & 15 GABA, 214 (H
B U, GABA( B2k BAEAE T MESh L s e
H EA CULE, nl gk B R CL Ja s BH B 75
picrotoxin FH K.

oK RN 5 XU 40 f AT/ B¢ RGCs 12 B ]
PEAE FL A, 15 R0 I [ 1) 5 fic 7 15 B R B 4%
Tachibana 25 P B 55 SR, /NELHT ON B 51K

RN GABAC 5244 A T M il P J 158 2% 5 XURK
S0 () ) 58 B PR S AR AR o X 0 ) e PR A 5
BORAE T, 6K 1 EPSCs 3% 4k NMDA 2 {4
55 SRIMRH KT ON 27 25 TC K 2R 41 L () GABAC
ZARINHT S 2655 & EPSCs FE & At i & A4
B, RN NMDA Z K0 S, B
FHWr GABAc 22 4A T it S EUR ER R RMBI, #
H % NMDA 524453 A B iz o R 4R B, ik
2 LR I A BT GABAC 52 4 1] B X6 UM% 41 B B i
BRARA — € R A E A .

3 HZFRFIRGCIESFERIIETHHG

RGCs |33k 22 Fho 22 38 o7 s o2 1 32 44, 3%
e 200 R T (W LR R, fE kA
ARNTFE) H5ZALE, BIGHRNE EHRS,
BT 0 B T IEIE . 45 A AT J LR A
FUEE A, BURSE 2 Rl 28 i RGC 15 545 33 1)
WL .

3.1 #BE%E (melatonin, MEL)

MEL 18— B R TR, HAERM
8 SN 8 R A AR R Y. MEL &2 4k
FERL A T3z ik %, $2oRk MEL A REME N —
Fofr e 22 R JoT R SRR 9 I 1) 22 P AR B D) B . MEL B
HIRZ A G IR, HAENUAN K5 BT
I, M A o i, e R LA
Fir LA MEL & — R B IE S AT BN,
K B, RGCs #5771 75 MEL %21k MT,, {HARFEik
MT,"*, MEL #i% PTX 8 (1) Gi/o 18 X (1) MT,,
L 40 i Al Ca® R Y PC-PLC/PKC 15 53 %
W58 RGCs EH IR Z AR B (B 1) 5 78K BRAL M
v P () E AR PO SRAIESE T i%AE A, MEL Al 3
SEG RS S RGCs b H &R Z AN S04
PEZ b 5 FL (eIPSCs) ™, FiRGE R K, (ERE
53 WA MEL 38 i 38 58 H 20 R8 BE 0 K S A e A 5 1
PO VEAS S, i YR RS I B R, A
M 42 15 2 W00 1) 40 o 1) 0K B2 o R I JIEE /) MEL
ZAE S 5IRATIRAE, RN E B
— VO NS, USRI T B8 MEL X 6
R I AE — g7 2
32 ZERE

EM AL T, 2 MikH 2 Bk K
SR LD (B A RLRE TR, AR L I RS 515 51k
BT RE . 2 EREIRE AT 4k FF OFF 24 20 fifd (1) &
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Fig. 1. A schematic diagram showing the possible signaling pathway mediating the potentiation of glycine currents by melatonin in rat

RGCs. By challenging PTX-sensitive Gi/o-coupled MT2 receptors on rat RGCs, melatonin potentiates glycine currents via a distinct

intracellular PC-PLC/PKC pathway. MEL: melatonin; GlyR: glycine receptor; PC-PLC: phosphatidylcholine-specific phospholipase C;

PC: phosphatidylcholine; DAG: diacylglycerol; PKC: protein kinase C; P, phosphorylation. Reproduced from Zhao et al. |
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T R T AR AL BOE B BH B LA (4,) AT 2R
B RGC AR R 1 BV
3.3 XKE

KHRE CBIR TEM LB M & R G | Rk,
W2 A TR S FR . A PIRE . AT
I E R T o b s KRRE CB2R R
IEIEAMEAAL, WRIE T A AARRE B . CBIR
AT CB2R #4°8 G £ A2 M. o, CBIR &
Jei LI L 4% 2 Bl B E SRS RGC [ 2% i,
TEAL DA B AR FE IR % 1 2% v R S R T E A
CBIR ##h 7] WIN a] #1155 7% 1) RGCs I iy Hi 38
RS B B WE A R, WIN a] DL Y R
TR B R L A RGC [ H
M DG P AN B S A S IR AOATR B, 7R KR
LR s AT i B WIIN St b 428 4 48 1) 1
EAE B A TBO A R e S F S 4038 2 s Y,

45]

1E VE W W in N CNQX. D-APV. bicuculline F
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AK" HLIER PR A B A7 1) RN B AR
3.4 Sigma¥{#(cR)

oR I IN A& — PG i B2 AW AL, Bl
O A — FoMURE 0 FE A9 2R R 2RI SR e 2 1)
Ak, B SRR RAY) . WA AL
Jo e — e A gl ) 77 AH EAE FH . oR 43 N oR1
oR2, HHoRl "2 5 &M AR, G oRl
AT DA T E A R / Bl AR 4 B Tl aE (W K
Na™ JBiE. Ca™ @il M NMDA Z4K%% ) DL K 545 il
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oR1 W2 5 R iR 2 R G MM &R 1 B,
o AL A S (PO FEARAE B T X —PRAPVE R = SR,
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oR1 G BH 1 2 B0 T HE RS AP A . e o4 e
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BSRRILEAA SR R o 5 ] DLSEZE RGC IR TS B,
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