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[fEZE] B8 B A 06 7 (LIF) X 00 ) I8 6 8 37 e 40 M OE 35 1 O 5 /e R bl . A3k
W 50 H 5 ~6 JE i BALB/ ¢ /N 4% BB ML A E 32 0L BEAIL 20 0 16 75 X BE 4 10 X JeHi 4 +LIF 41 20 H AR5+
PBS 4120 K, FoGRART 4 d, 6P +LIF 4/ BUA IR AT BE B M s LIF 725, 6 Hi 45+ PBS 41/ B4 IR 47 3% 385 4
Jis PBS 325, R 4000 Ix [ €64 6 U8 X Y61 405 + LIF 4115651455+ PBS 41/ BRAF 22 B 4T 4 h 2 7 /N B W) 1
SRR, 43 51 2R TN 6 IS H T (FERG ) 7121 280 FHE 27 5 A A 00 00 T 8 ' JB% 37 4 400 M 174) T B D B 25 2%
ARl o N FH S¢S 2 B PCR A I /N B0 X R Jak3 \STAT3 K 8 1= #H 55 K 7 Bel-2 \Bax mRNA A9 AH Xf %
KK, LR SN ERG K4 B 5% ,0.01.1,100.200 400 cd - s/m® Y63 BE R GBI 45+PBS 4 a Ui IR
Wi 558 1 5 %o BECZH R OG B A5 + LIF 414K, 22 239 G il 22 5 (¥ P<0.05) s BI3E B ERG #2576 F6 .
LA OEHELR B34 +PBS 41 b 4R W 55 15 F X BE AL G B 45 + LIF 4146, 2 R Gl 28 L (¥ P<
0.05) . JGfi 175 +PBS 41 4% JZ ot 8% 57 25 40 M 55 i 2 8 A% F 15 % X BAL OB 5+ LIF 24, 2 R A S it %%
X (# P<0.05) . 55645 +PBS 4L AH L, Y645 155 + LIF 41 Jak3  STAT3  Bel-2 mRNA [ AH % 35 3% 7 & 88,
Bax mRNA [WHHX} B W& T, 2RO RITFE L () P<0.05), 45 LIF X0 W 85 % 8% A7 45 40 i
AR A BRI VE T, AT R 3 LS Jak3/STAT3 {5 558 18 90 1 K i Bax/Bel-2 & 12 38 1 & 45 .
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[ Abstract] Objective To investigate the role of leukemia inhibitory factor (LIF) on retinal photoreceptor
cells and the underlying mechanism after light damage. = Methods Fifty 5 -6 weeks old BALB/c¢ mice were
randomly divided into normal control group (10 mice) , light damage+LIF group (20 mice) and light damage+PBS
group (20 mice). Four days before exposing to light, the right eye of each animal in light damage+LIF group and light
damage+PBS group was injected with LIF and PBS, respectively;then the mice in the light damage+ LIF group and
light damage+PBS group were exposed to 4 000 lx intensity of cool white fluorescent light for 4 hours to establish the
experimental model of retinal light damage. The function and morphology of retinal photoreceptor cells were detected
by flash electroretinogram (fERG) and histopathological examination. Real-time PCR was used to detect the mRNA
expression of Jak3, STAT3, and apoptosis-related factor Bcl-2 and Bax. The use of animals is guided by the State
Science and Technology Commission “s regulations on the management of experimental animals.  Results The
amplitudes of scotopic ERG a wave of 0.01,1,100,200,400 cd + s/m” light in the light damage+PBS group were
significantly lower than those in the normal control group and light damage + LIF group (all at P <0.05). The
amplitudes of photopic ERG b wave of different color light in the light damage+PBS group were significantly lower
than those in the normal control group and light damage+LIF group (all at P<0.05). The number of photoreceptor

nuclei in the light damage+PBS group was significantly lower than that in the normal control group and light damage+



- 436 - th A SIS R R 2 75 2018 4F 6 H 45 36 %45 6 ] Chin J Exp Ophthalmol , June 2018, Vol. 36, No. 6

LIF group (both at P<0.05). Compared with light damage+PBS group,the relative expression of Jak3,STAT3, Bcl-2

mRNA in light damage+LIF group were significantly increased (all at P<0.05) ,and the relative expression of Bax

mRNA were significantly decreased ( P<0.05).

Conclusions LIF can protect retinal photoreceptor cells from light

damage , which may result from the activation of Jak3/STAT3 signaling pathway and inhibition of its downstream Bax/

Bel-2 apoptotic pathway.
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R TR 2 o 400 L 98 R T2k 1) (R 47 L IR0 IR 2 A 2 E 1Y
HEg!" o i 3 1 B F (leukemia inhibitory factor,
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1.1.1 s28egh¥ HS ~6 R 52 BALB/ /¢ /i
50 H,MEMEAFR, A BT EE O 1S ~ 18 g0 VA% BENT TC A
IR RGN BRI SR 26 . T A S 7E %l (23 1) °C |
EIE PRI O/ 12 h/12 h SEIREEZ) 0 40 Ix) 3145
AR SR 2 do AT B R E A ROK o SE 8 Sl i Al
PG [ R R BOR 22 5L 2 i SL I 3 48 LA 1) o
1.1.2 F2ali &0 Sead 9t & PCR K &
PrimeScript RT reagent Kit ( Perfect Real Time) ,SYBR
Premix Ex Taq I Q3% 50058 50 & CRIE A
A7) s LIF (e[ Abcam 24 7] ) 5 FHORBEBR R IR £ 6 IR
SRR (5% [ Sigma 2 7)) o AEY WHUE (H A AT
07 b2 2 ) < 960 8 P XL (35 ) Diagnosys 24 7) .
1.2 F

1.2.1  SEEe 2 AR PR off 50 HU % IR EE AL &
RIEBELAY Ty 3 AL IEH X B4 10 5 G4 + LIF
20 20 HAER M +PBS 41 20 Ho St ff +LIF 4 15t
05 +PBS ZH /N PR 5 i A E 1 (20 mg/kg) Al
SR (40 mg/kg) B2V PRI S IR o 5 RIS 14970 B
M T B # TR E BRI RE G 55k T ARRE, R
IR 0. 4% 5 R WA R DR IR B A IR AT 3 TR
Fie o TR OB T A IR S A U )5 0.5 ~

1.0 mm Ab#EEF, S0 155 + LIF 20 /8 B AT R 3 388 4 s v
A1 ul % 0.4 pg LIF [ 0. 01 mol/L PBS; Y414 +PBS
/N ERATIRBE IS AR A1 wl 0. 01 mol/L PBSY | &
JEWRAER Y R IRE . A 4 d X RO AT IR A
2, B A PR B AR L R ) B IS 5 R IR
KHIEANE DR

1.2.2  /NEURE B SEH 1 BE A  d sr OB A +
PBS 41 FOGH 55 + LIF 41708 B, AR SCiik [ 3] A g sz /)
BRI P90 FBE Y6 45 1 65 8 ) 1%, O 5 4 T S 6 4 AR e
JEHR G B O 4 000 Ix [ 6 IR UE AT IR G A
BALB/c /NG IE N 12 h, 52 J7 FE 0k e HR VA IR
i fe 1 O B b, RS IR S 2 RAREUH
UEA/INER o 6 BEAR PO TR ZE R AE (2321)°C L, /NERT A
H A FARK AR ] 336 2l o 507 2 5 00 S A
JEAN TR 4 000 Ix FREEHA ST 4 h(20:00 % 24:00)
JERRJS B TR IR N R SR 24 h 5B B IEH G A B
T (/0512 h/12 b, SEREGR BE 29 R 40 1x) , 5 B4R 53
5dJ5 47 N 6 # M B & ( flash  electroretinogram ,
fERG ) K6l .
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E N ERG SE U , /NTE 50 ed « s/m® i B 1 £ 2k
FE3E B 10 min J5, 40 B (2 000 ed - s/m”) &5k
(13 ed + s/m*) FPEIE (1 ed » s/m*)3 Ff A [7] 58 BE A
e AT B 3E B ERG G T 400 4 41 i 19 Th R . 1R
I of) A AN R R 2 R A . YO N ERG
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1.2.5  SEmbze 6oE & PCR O A6 il /)y BUAE 9 JE
Jak3 STAT3 K ¥ T-4H )& F Bel-2 . Bax mRNA [ AH X%
FRIRKF- FHERIEH XA (10 H) /N2 IR IR 3K, O
H5+PBS 41 (10 H) FOGH# 5+ LIF 20 (10 H) /N
ARHR 3K o 0B /N B IR, ) Trizol 17 4 JBUEL RNA
I %A 43 ok B it e . B RNA i 5% 5 &
cDNA, DL H: 2 #5417 55 B 9% 06 8 & PCR, AR 4%
GenBank # Jak3 STAT3 .Bel-2 Fll Bax 3[R 4113151
Y. Jak3 51 9 0% % L Ui 5l W )¥ 5k 5 0-
AGGCACCTACATTCTCCG-3" , sl ¥ F o K 5 -
CCTTCGCACCACGATC-3 ", 7= ¥ K B K 115 bp,
STAT3 51 % /¥ &:. L W 5l ¥ % % K 5°-
ACCAAGAACCTACGCATCCAGTGT-3" , F 5| ¥ ¥ %1
#7 57 -CACCAGCTTGAGTACACAGTCGAA-3 | = ¥ K
FER 105 bp, Bel2 51974 ElEsI¥F 5 R 57 -
ACAAGAGCAGATTGCCCTGGATGT-3" , N5 ¥ )5 %1
5’ -ATTCCGCCGTATCCATTCTCCTGT-3 ", 7= 4 K- i
29100 bp, Bax 5| ¥y )7 5. L liF 5l ¥ 8 50k 57 -
TGAACTGGACAACAACATGGAG-3" |, FiEs| 9T 5 K
5’ -AGGAAAGTAGAAAAGGGCAACC-3 |, =W K ik
148 bp, PCR % 14 :95 °C Hi 48 % 3 min;95 °C 45 4
30,57 CIB K AL A 30 s, FLAE IR 40 U, M5 Ak il 28
Ji 65 ~95 °C . LA B-actin FEF N NS IR, R 274 oxt

Jak3 STAT3 Bel-2 1 Bax mRNA A%} ik & 4715,
1.3 Seit2orik

K SPSS 16. 0 e it # A i AT 5e it o b o A4t
7L BUE 2 K-S K S IE A0 A, DA xes FoR, 3
AN E WG Y ERG a PR 1E \WIIE I ERG b i IR 0 e
R 1 B A 0 1 W IR R 22 43 B, AL I B A A% ) A
AR DL S 45 TR mRNA [ A X 3% 55 & L BCR TR
T 200, 4118 22 7 L8R H LSD- /i 3, P<
0.05 HESAHGIFE L,

2 H#R

2.1 520N BRI RN % 32 45 400 i ) g 72 Ak
535 . ERG Ky 25 1 s, AS [R5 6 03 T 4%
HERE 2 R A G2 B X (F,, =17.874,P =
0.000; F s, =27.899,P=0.000), 0.01.1,100,200,
400 cd - s/m’ 3 BE R G0 455 + PBS 41 a i 4% 8 42 1F
WO B ARG A% + LIF 411K, 2 R AE S it E X
($) P<0.05) (% 1), BIE N ERG KA 45 R 2R, KR
[Fi) iR J52 R 00 €6 1) S 98 T 25 A b e I M AR P R 22
S G R L (F ., =86.484,P=0.000;F, =
5.368,P=0.008) , 7E 106 GO AE LRI T, L
1i+PBS 41 b ik P 1 4 1F & % R 4L R 5 405 + PBS 41
iX, 2R HA G (3 P<0.05) (% 2),
2.2 52N BRI R RS2 5 A0 L 2 2 3L 2 AR Ak
A1 2 PR AR A 45 L R, I R X R 2 R T A A
J2 45 A HED B 55 5 G005+ PBS 2100 I st 40 A 2 T B B
AR IR 7 A A0 M N L AT S A L 3L OB
P+ LIF 21 00 9 JE A0 2% )23 J88 5 35 06 461 43 + PBS 21 15 )%
JEIRAZ AR A AT 25 R R e AL (B 1) o IEE X IR
H DGR +PBS A AG 1 + LIF 2 A% )2 00 2% 52 o
YRR 4 ) H 80. 49 +8. 57 40. 94+£3. 56 Fil 62. 65+
5.28, BRI 22 A Gi it # 2 L (F=220.123,P =
0.000) . JEH110i+PBS 44 JZ 6 8% 52 28 41 i 50 i
FAR T IEF X R FOBI 5+ LIF 4, 2 5384 G+
H X (¥ P<0.05) (F 2),

F1 FATEBEXFHTEIER ERG a HIRIEL R (x£5,p1V)

415 MR %

ARG LT a P Ik iR

0.001 cd + s/m? 0.01 ¢d + s/m? led - s/m? 100 cd + s/m? 200 cd + s/m? 400 cd + s/m?
I B B2 20 14.40+1. 14 39.00+8. 72 217.20+23. 04 376.80=12. 24 410.20+28. 74 420. 80£20. 69
S35 15 +PBS 41 20 13.8321.47 28.33+6. 83" 103.00+ 8.27° 116. 17+13.50* 119.17+26. 81" 122.19+16. 16*
S 45 +LIF 21 20 14.170.75 37.83+7.65" 138.17+13. 14" 198.67+15.28""  216.67+21.60*"  250.06+14. 49"

Y F iy =17, 874,P=0.0005 F 5 =27. 899, P=0.000. 5 7] — 3 J F IF 46 % BT HC 8 ,* P<0. 05 5 557 — 3 B F B 4510+ PBS 41 o , " P<00. 05

(WA PTE F 7 2290 0, LSD-t 1 56 )

ERG : 40 9 J5 L[] 5 LIF ;5 1f 995 410 i) 281
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£2 &AFFBENHEERNM TGN ERG b iRIELS (xes, o) DUITPBS AL BRIA G # R () P<

R IR 388 A 656 R b A b 0.05) (& 4),
45 MR % b gk ot 2.4 K4l BUB W A O T A 6 BT
(2000 ¢d - s/m?) (13 ¢d - s/m?) (Led - s/m?) Bel-2 1 Bax mRNA #H Xt 315 & 28 1k
TE 3 BB 41 20 151.33+16. 02 121.17+10. 81 101.17£7.75 1EH T R4 SCH 45 +PBS 41 IG5 +
45145+ PBS 41 20 58.67+ 6.02° 40.33+ 3.51° 35.173.18° LIF 4] Bel-2 mRNA [ A8 X 25 2 4 40 31 W
JEAR 45+ LIF 41 20 128.17+ 9.05"  100.50+ 7.34™ 85.33+3.28"

S ————— O LUE L OL] CNUS EL AR P A L

Be,*P<0.05 3 5 30 47 U3 + PBS 4118, P<0.05 (& W i pE % 2 ar g, O 282, BR B ZE S A ST # R (F =
LSD-t #:8%)  ERG : WL I¥ Bt 18] 5 LIF : F 0 00 461 19 68.742,P=0.000), St # 15i + LIF 44 Bel-2
mRNA (A % 2 i Je: W B 75 T IF %6 % B 4 B 45 5 +
ENAERA idpBs PBS 4, 22 B4 i it2E 5 L (¥ P=0.000) (& 5) .
S S : IE X W2 645 +PBS 4116 45+ LIF 41 Bax
mRNA {1 A % & 35 5 4 ) 4 0.329 £0. 051, 1. 586 +
0.218 F1 0.668+0.091, Bk L4 2 %A G il ¥ E X
(F=202.782,P=0.000) . 4115 +PBS #1 Bax mRNA
) A G 2R 3K 1 I 3 R T O R T IR DG 4 + LIF 4,
ZS AR (¥ P=0.000) (K 6),

g 4 010
X & de
WO O 3 i
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= =
1 EENRAL R R 2 2 z
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. — N = 4 — - Al Ny . p e \A“::/—‘ \J:\/—
gr' ;E; ;J ﬁﬁsﬂi{:ﬂf i‘ 5 ; E*g dids ohem AR 7 alin e e
A 3 mi P+ ZH =
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I 75 %1 8 41T L B0 A 8 2 i

TEH A IR 2 FL 4%, “ P<0. 05 5 5635 445+ PBS 4 A Hu gk, " P<0. 05 (B [H %
Ji 25081, 1SD-t ki B, n=10) LIF: HMEMEHE 7 EH4 &4
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JEE R W IR R, Ol R % i 2 M
W ANTTE I AR AL Coot
P05+ LIF 25 1 8 65 B 2H AR LU AL Do) 2 A1 A% )22 D52 B Wi A8 i, O R 2

e a v S 2 b )
NSO L ONL LRI A1 b s LIE . 1 0 5 P, D003 OB PRS ALILH, PO, 03CRINE 29y
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220. 123 ,P=0.000. 5 1F % X} B4 b4, “ P<0. 053 5 %45 455 + PBS 41
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A T
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Bt 20 o
W el et 1N 7 (TR 1 X ]
IEH B e 5+ PBS ZLRIE 115+ LIF 41 Jak3 ity ol S ity ol o
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F10.359+0.038, MK ZRH ST FE XL (F= TE B % IR EL B, P<0. 055 55 5648 15+ PBS £ FLAE, " P<0. 05 (21K 3%

TP ST, LSD-t A ,n=10)  LIF: HIMLBMH AT E6 JA
162.804,P=0.000) ., Y415 +LIF 2H Jak3 mRNA F{4H Bax mRNA #83t REBEEE  F=202.782,P=0.000. 5 IF % X 4 41

X} kB B E T IE W M BRI G A5 +PBS 4, 24 5 Hode, " P<0.05; 15 I35t 5 + PBS 41 /e, " P<0. 05 ( 38 % J7 2 4347
B 5 12 () P<0.05) ([ 3) LSD- % ,n=10)  LIF: (4 55 40 B3 7

IE 6 A O 40 M + PBS 21 OG5 + LIF 44
STAT3 mRNA [ A %F 35 35 & 48 % & 0. 305 +0. 082 .
1.229+0. 105 A1 2.217 0. 187, B b 4% 22 % 41 Ge it R o R 3B A7 o A e 5 TR M S R A T B A
HE M (F=211.013,P=0.000), Je4ii 5 + LIF 21 g o2 mIhgett 5%, S EOLBZ 3 Azt ,
STAT3 mRNA fAHXS Rk W B @ FIEE XM HARDE s EEER AT SR EN AR EER., &

3 itig
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A 1 TG 4k 7 1 2035 A0 0 R A7 R A8 A R0R 9T
Po HF e R A B Lk R AE % it 28R A 1 A rp &
HEHEERMBITE N, B Z 25800 FHan 1
Xof A0 T R AT 1 s 72 1 R 4 4 T B A R L A 7
5% . LIF 2 140 i 4 2 -6 (interleukin 6, 1L-6) 58 % 1 1Y
— 1, R R R I MO R I s A i R AR DL KR
S 1) B A A A A 45 o LIF X ) ROl J Az 2
AR TR DR SE o H 235 51 R IR H i e,
T A, PN AD SRR 8 K B TR 6 BRSSO R B 45
S B R ANE 5 00 0 S AR AT 9 A g L e AR A AL, B AR 2
R s, e ez g A i ) 2 B /B OB
BAMERUE T o AR B H & B 4 000 Ix [ €17
JEUEXT BALB/ ¢ /NERIEAT 4 h #5252 BEG AT B0 UM
JBIE B> — 2 DL B A R T WSS LIF X 40 ) O &
SZ A AN 0 PR 4P VR T . DR, AR A 5 P R T
SR A 3T /N BRI G4 1 A AR

LIF 3 8 5 [ 1 % 90 %) B F 52 4k (leukemia
inhibitory factor receptor, LIFR) /% [ 130 ( glycoprotein
130,¢p130) S48 2 & 52 1K 45 & ok R ¥E A W2 .
LIFR 7 gp130 7£ H % 4l 28 22 45 1)+t 28 50 A0 e J5 40 i
Tz R IA BLR S LIFR/gpl30 & & K45 45 T i
Jak/STAT3 .ERK1/2 il PI3K/Akt {3 2-%5 S5 #& | M i
R AR AR T R R I I ' 13 4 8l A e
CL B HfIE S LIFR/gpl30 & & (LIS Jak/STAT3 {5
FESEER . FRATHT I A 0 I S2 86 R B, 7E 1 R
AL B BB A5 2 E T AN LIF Yy n] 3006 Ol ik 22 4%
PLAE 20 M PR (661W 4 g ) STAT3 {7 538 5, H 22 ik &
IR [A] AR 5 42 ] STAT3 5 55 P BHLIBr 5% S31201 BH I
STAT3 {55 5 il % 1] i 3 1l 55 LIF X} 661W 41 Jifd (1) £ 4
YERT, X W] LIF/STAT3 {5538 jH X 661W 4 il B4
R 23 S Ak (o RN 1 S rT Bu R N Y S R a1
5 +LIF 4] Jak Fi1 STAT3 mRNA 2 ik %5 1F % Xf 18 41 Fi
JEH 5 +PBS 41 25 4, R AE R B0 A 4 R, A R
LIF A 3 1% 90 R0 5t Jak/STAT3 {5538 18 .

TG AL STAT3 i [A] U5 — 3R {4 - 5% % 5] 40 M 4%
P53 R ) 3h 45 AL RT3 R0 1 B SR R A
WA . VP2 STAT3 (8 3E [ 2 & i, o
WHE Bel2 JT- M E " . Bel2 BN ZRHNE
T, 0 A0 T ) 3 AR Ak T R ML A AR L
H Bel-2 il Bax JEBL K WA 2 A~ EF AL S, Bel-2 Al
Bax J2& H Fi T 0 4R 1458 6 U8 T 8 455 50 B b — X D) g
XoF ST A EE R R AR L, Bel-2 B TS MM, I
Bax WA A2/ T VE T, © AT A 2 3 o B AH X L 3] %
T BN Bax 75 410 P4 5 2 3k I 41 0 % 3E

TAG 5 B S wi PR3 5, 3 3l 15 1M Bel-2 @& 3Rk
A X HT Bax i SR TR AE L (E 4L AE T T E R, A
WEFE LS H A B, A JEE 5 43 £ 85 78 e Bel-2 R GA Y 1
Jin, Bax 3% 3k & 2 34 0 0 A€ SR JE 4 LIF /EH R, Bel-2
FRMEIN IR 10 %5, Bax RB WD, AU Bax/
Bel-2 & T3 3 7] BEAE Jy Jak/STAT3 it 255 B% (19 T Wi
L L DR A R D S 37 2 AR R A e R v
HEEM.

25 b i  LIF Sk 40 0o I8 5 Jak 32 i 20 B O 4 15 B
A E R VE A, 0T B3l 5 LIF-Jak3/STAT3-Bax/Bel-2
15 530 B R AN A0 PR T X — &5 5 Ok T A0 ) iR
AT A8 B A 6 R 97 T B AF & T RSB 1V J8L B% , LIF
A 0] RE A TR ST I R AT I AR B R AT 2 o
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