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MmN GLUT 3 4% Bk 7% £ W AR 97 25 Fh A1 ¢ 4l fe B9 (R 3P 1E A
& FIR BMMEZ, IBEB EGE (330006 B 5, R 8 K225 —fHE EBEIRE)

(HE] Hy IR MR Eia5E45%i2 818 -1 (glucose transporter-1, GLUT1 ) X4 bRy A1 199 6255 722 vh L4k 240 i
WM, Jiik 27 8 JHil C57TBL/6 /)RR REALEN T 32 15 40 Ry 15 X6 HRAH W8 R 976 X R4 A GLUTL /N 3R A iR
(siRNA) JRTFA . NG i T S % JOR A4 17 2 788 S B R S B AU /5, GLUTL siRNA 697 40T LA B 38 0 i 3 S #2 [5) GLUTL ()
SIRNA | TE 5 Xof B % B s Xof M 20 33 25 8 JE S ) 1 siRNA, DL R #RPE4G 2 R gt 1 Uk, ShvR gt o ik, ZEEAs 18 JR 3
ZH/INERAT I 33 A0 P 5 e, T 2 AL 2 LTI R, B8 2 D' 7 15 A B 38 BNV 0 v A 2 0 i GLUT (19 3 38 , I LA A
R 55 o, L e B RE DAL T8 (6 I A T A A M ) 2 8 RO AR . S5 SRR X IR 4L AH L, GLUTL siRNA R Y7
/NI GLUT1 23k B 58 8, 8 1E 3 % IEZH R I 68. 51% (P <0.01) . U1 B xit R ZH Al GLUTI siRNA JAY7 41
DR A 20 i 24 1 IR 6 R AL, {HL GLUTT siRNA A7 2H /0N B 90 15 2 £ U DR X FRAHAIR 42. 67% , 22 7 F 5t
PI2EE (P <0.01) s B IR BRZH A GLUTIL siRNA 3597 2H /0N B BH 33 R A0 X 5 E (51 719 a 92 % b 8 R W 2 10 18 ) R
2H,{H GLUT1 siRNA 3457 20 500 Fps % HRZH 43 1155 47.59% F142. 61% , 22 A Giit2¢ 78 X (P <0.01) s JE A28 46 2 ok TLBE
JRIGNT BEZH 4 GLUTI siRNA 004 AR HES AR BT, SN T TE S o0 /N, 8518 GLUTI siRNA il i3 #il il GLUT1 23k, KR
Tl 32 T 2 A A0 DO, AR AR X ) 35 13 W DA T X 6 Rz 2 A 20 M 7= 2 SR VR

(R ]  MEWEISE -1 RNA, N T TH0 0 R 0 B A2 ; 104 240 i
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Target inhibition of glucose transport-1 protects cone photoreceptors in diabetic

retinopathy mice
Shi Ke, Zhao Lu, Yang Yulan, Wang Yingying, Wang Changyun ( Department of Ophthalmology, Second Affiliated Hospital ,
Nanchang University, Nanchang, Jiangxi Province, 330006, China)

[ Abstract | Objective To determine the effect of glucose transporter-1 ( GLUT1 ) suppression on cone
photoreceptors in diabetic retinopathy in mice. Methods  Twenty-seven 8-week-old C57BL/6 mice were
divided into normal control, diabetic control and GLUT1 siRNA treatment group. Diabetic model was
established by intraperitoneal injection of streptozotocin. GLUT1 siRNA treatment group received intravitreal
injection of siRNA-mediated GLUT1, and the other 2 groups received equal amount of non-specific siRNA. The
intravitreal injection procedure was repeated every 2 weeks for 9 times in all. In 18 weeks after diabetic
induction, photopic electroretinography ( ERG) was performed to evaluate cone photoreceptors function, and
immunofluorescence assay and Western blotting were carried out to examine the expression of GLUT1. The
glucose concentration was determined in the retina. Immunofluorescence colocalization was employed to
determine the density and morphological change of cone photoreceptors. Results — The expression of GLUT1
was notably down-regulated in GLUT1 siRNA treatment group than diabetic control group, and was lower by
68.51% compared with normal control groups (P <0.01). Retinal glucose concentration was obviously higher
in the diabetic control and GLUT1 siRNA treatment group than the normal control, but GLUT1 siRNA treatment
group was decreased by 42.67% compared with diabetic control( P <0.01). A-wave and b-wave amplitudes in
photopic ERG were lower in diabetic control and GLUT1 siRNA treatment group than the normal control, but
GLUT! siRNA treatment group was increased by 47.59% (P <0.01) and 42.61% (P <0.01 ) compared with
diabetic control, respectively. Morphology examination showed that density of cones were decreased significantly

and had a shorten outer-segment appearance in diabetic control group. Conclusion  GLUTI siRNA controls
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the glucose transport into the retina by suppressing the expression of GLUT1, reduces the glucose concentration

in retinal environment, and thus protects cone photoreceptors in diabetic retinopathy.
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15 R 955 A0 ) BEE 5 7% ( diabetic retinopathy, DR) &
¥ R ( diabetes mellitus, DM) & 5 Ul A1 ™ 55 1) 34 &E
Z— WA FENECE IR 7EFK E R e
A DR [ BIGHRk 44% ~51.3% . BHR DR A
PR LR e AN B s, EL S5 OB PR 2 b i
5 DCCT™ Ko UKPDS™ ¥y 5 K it 1 LB 2 2% 7
DR (1% e PR 2, A PR 300 e 14 2 58 2 43 497 Dt Jek
Z A A AL I R A 22 0T, iX 2 DR R R 17 AR
LR 2 — o ASBIFFE AR 8 Ao PR ) 2 W e a1 AL
DR T o3 AR ) R J 8 2 e DAL T 400 A 4 L 25 '
32 20 M 7 A AR OR AP VR T R A W i s R -
(glucose transporter-1, GLUT1 ) & H #ij & 51 14 75 45 1 il
ok 10~ R A I 5 14 P — 28, ECAE AL I B e B3 4 A T
PR AN GIEAZ AR A I Miller 20 8 55, FE2LFR AR
F -0 P PN R %) I 7B 1A 1 240 L 0 7 S5 e 114) 08 4
a2 bR AN . AR ST IR T siRNA # a1 4
GLUTL J& , 6 0 b AW b s /) B 3 1oz 400 1) e, 6]
W AU X AR 200 1 85 B2 B 25 032, AT I 400 A 24
ML D REFIIE S AE

1 M5

1.1 EZXAANE

5 WRAR B & R R — £ BE ( diethypyrocarbonate , DEPC) |
K 4 % % &I e i R & (38 [ Sigma-Aldrich 24 F]) ,
Western blot Fi ik 22 48 Fl &5 H & 0 I 2 1057 45 ( 32 [ Bio-Rad
/3], Lipofectamine™ RNAIMAX %% 443 7] ( 26 [ Invitrogen /7
A]) , AEAEBESE K (peanut agglutinin, PNA) 47 ,6- Pk EL-2-5 5t
5|k (4° , 6-diamidino-2-phenylindole , DAPL) #1231 2 %¢ 6 — 9t
(ZEH Vector 24 1)), Hpi/EL GLUT1T —Hu A4 P/ B opsin —
i (3¢ Millipore A F]) ,RPE6S i 35 [k Fe il By K2 fat Rt
2O TH AR BN, AR R 28 YRR LU S i3 (b R AR
HEABHECERR AT BT R ( RIR R ) B 5
FEME R MR IR IR ( H AR R 25k 254t) , Espion 4 5 5 ey, (5]
{X (£ E Diagnosys 24 7)) , S35 43 H AL (#EE Spectro 24 ) ) , £
BYOCR M (H A Olympus BExX234h) , = i 95 4% (£ E
Hamilton A 7)) o
1.2 3w GLUTI #9 siRNA 4%

B FRER D BI04 3 siRNA FF81, 58 b3 7% 35 4
R A R A E A R 4R A GLUTL 9 siRNA, 1E X 4% 5'-
GGAATTCAATGCTGATGATGA-3', Jx X %% 5'-TCATCATCAGC-
ATTGAATTCC-3", 55 & BUAR S 1) P siRNA AR B M) IR, 1E S 4%
5'-TTCTCCGAACGTGTCACGT-3', Jz X %% 5'-ACGTGACACG-
TTCGGAGAA-3', ] DEPC AbFfiiof (14 FEER KK siRNA 15 fi i
il Ay B 20 pmol/L,,

1.3 ZBasmb o

faE 8 JRIMA JCHR B3 38 R M CSTBL/6 /NER 27 H, &S
20 ~30 g, i, W AT 8 KFEHYREE . KA RIT -
HAET 95 o ARG AL 722 532 1E % JRZH W PR s b B 4
GLUTI1 siRNA T4 3 41,5419 R 18 MR, #:iz DM &AL . /N
FRAS R 8 h 5 M i P IR A T R Lk 5 d, 1 S R B R 2 1A
KIEASE T pH 4.5 19 0. 01 mol/L (16 AR 2% vh il , B IR %
IEZH 0 GLUTI siRNA J6¥74HF LA 50 me/kg M ESF . 1EH X
TR T ASF AT IR FR AR 22 01 28 7 R R B 30 ik ot 00+ 1M
B, DM A5 s ARk U X F 300 mg/dL,
1.4 BRI EST siRNA

3 H/NET A B BRI, MRS 8 R LR T 75, SRR 7 B3
55T ] Hamilton & 1 5328 T MG A 1 mm [ FL4028 7 1)
HEEF, FIEFLIX LA R IG 12 5 254 . GLUTI siRNA JRY74H
FHEIBR M IEEA S 20 wmol/L 1[5 GLUTI ffy siRNA 1 pl L)
KRBT 1wl TR AT, 1E X B2 RO s i B T B
BRI A S 20 wmol/L JE§E 7] 4 siRNA 1 L DL 5L Y4
FI1 WL BRRAW . B2 RIEE S 1, IS 9 W,
1.5 W pAR RS S

TS 18 JAAT B A0 0 B R A . 3 A/ B
52 5 FEMH R e vk AR S0 M s T 1 AR, IR H T DL G T
(10 mg/kg) FIFEHLGE (60 mg/ke) VG BRI . SR 545/ FLUE
TR -, 2 H e A 02 i e AR 3 A RS0 R B, 413
RS E M T R A S 3T LA A A o T 4 A i 2 K
THR FHBER I W, 76 5 2= 5540 6T W 52 A _ B #1E IS AT
HAIE I 10 min, SRJ5 76 2 000 cd + s/m’ JEHEGR B R i s LA
oA fE e, R B2
1.6 AW L L4 2 A

3 2l /N B 5E AR TR R, 1A 8 A B 1 9 A B ) B
6 FUHR 3R FHVE 0 2 400 T 6K B, BBCHRRL IO 4 2 3 A 50 L
FB TR, INIRZE 70 ~75 CHL 15 min, SR )5 B 2% 30 s, B0
20 min J5H FI5 W 35 pL B F 165 wL 48205 A I 1150
H ST ARE R ZR AN A B 6 BRSOG40 B (S0 S AR AR () D %
BE 9RJ5 i SPECTRO STAR NANO MARS #4158 % 45 bk
B, P10 WL VSO E 190 w8 5 & i i s i ) [
FEBE ST bR M 2 N2 0 R 07 FH 3% 43 A4S0 RE B A 1 e
B, R J5 13 Bl SPECTRO STAR NANO MARS #8155 % 1 Bk
JE o WA 250 1% fi B nmol/mg, T A G x GV/GMW
x (PxPV), G %MK (ng/mL) ; GV . 5 2 b 7 5t T 2 I
MRAF(mL) ;P85 BT (mg/mL) s PV 8 11 T & & 2
RN F(mL) ; GMW : A4 4> T2 (180.2) .
1.7 R AEZALE

B BE NI 6 HIRERSG B 4% %2 38 B I [ 2
1 h, BYRR A AN S A S TR 4% £ WP EE[E %2 15 min, J5
S IR R e S FR ) 1 B3 A5 U AU 4%
BT AT R BB R A i S A S B E opsin — T, IR
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H 03 —H0H PNA LA DAPL 5 2 (i J 9% 0 ik g2 .
1.8 Sz ep ik ik

He b BE 1 /N B 6 FUBR BR S MO I I 4 4 A
Eppendorf 45 J5 Al A 200 L ZH7, [ ZERFF P AAL S L 24
i 5 min DUSRISCOL I 5 0 2% B 1 J2 8 1R, 5 e b BRI
SR REE LU R O T IR S e 4 1 RE i HE 4T SDS-PAGE
HUPK I I R — P U AT I AR A B R S A
IR BEAE
1.9 %Zitsa

KAl SPSS 17.0 Geit-#ic Bt LA & + s FR, 4] FL R
FT 25000 M o K

2 H#R
2.1 BRBBEREE TR 3 A R ZE Fo o
K]

18 FUADUERE PR AR AL (9 Al CSTBL/6 /)N BRL (A PR % HiR
ZH A1 GLUTI siRNA JRY7 4 ) Sl s v S e IR IR 2R 5 55 7 R
SR T 300 me/dL, EEAE RT3 100% , #4555 18 JH
A7 A 325 7 A R O e, PTG T LA T O 4 T o B I KT, &
L3 A/NERE MBS B B AR T i 22 F RS = (P >
0.05) , SRS 5 55 18 J& 1E % HRZH /N B4 2 4B PR /D B
CHEFRY X BR 20 F1 GLUTI siRNA JA Y7 2H) 43 5 T 28. 44% FI
27.70% , 22 A G E R L (P <0.05) o 2 Z0E R /)N LAY
BIEE, Yok SR MR E SR IEFE M RA L, KT
T R A B T B PR 5 485 18 ] 1 o o B 28 /) Bl 2 o B o %o
RAZHA 49. 31% 11 55. 85% , % GLUTI siRNA Y87 411% 49. 82%
F154.36% , 25 A G it2# = L (P <0.05) , 4 JR s % 18 20 A
GLUT1 siRNA J&Y7A1LE 2 /DU 5 B (7] o 0Bl K - JE e 12 25
(R,

®1 3HAPMREREMMABKFELE(n=9,8xs)

a5 W (g) I (mg/dLL)
) ARUEH 1R ERUEA I8 A ARSI R dHEE 18 4
EHFXTEA] 23.30+1.58  31.07£2.43  173.29+20.36  166.13 +23.22
BHIRXT IR 22,16 £2.27 24,19 £3.12¢  341.23 £59.18* 376.23 +52.96*

GLUTI siRNA 4 22.88 +3.28 24.33 £3.20*

a:P<0.05, 5 E % st R 4L b 4%

2.2 LM BRI LR EHES A E

T A X LN BRI B (38,72 2. 32) nmol/mg,
18 Ji s Ml i e AR 26 /) B P9 2 35 Wl 1 1 35 (148,69 £ 7. 13)
nmol/mg, GLUT1 siRNA J&J7 41} (85. 14 £3.93) nmol/mg,2 2H
il PRI R AR /)N L P A0 O 5 W 42 1y T X R, 25 S A 4
TR (P <0.01) ,GLUTL siRNA 457 20 LU bR s X B 2R 1%
46.67% , 2= RAE SR X (P<0.01),
2.3 GLUTI £& 3 41> SALR i 4 Fik

53590 10 P SR 8 N e A8 96 AR B 88 B ST 1 A GLUTT A
AN R R 0K, R IIE B A4 R GLUTL ZEAL I i
FEIR AR S5 T HeZeih B, ff ¥R ) GLUTI /1 siRNA
SR, GLUTL 3k FRE(E 1) o IS BN i J5 AT e i
2253 HT &I GLUTL siRNA J697 21/ B 240 W I )2 GLUT1 %%
TEH R BRL RIK L) T % 68. 51% AU BE PRI T HRALIY 11.99%

345.13 £59.30* 364.02 +77.23*

ERBAGITEE L (P <0.01, K 2), RMEREKZEL
GLUTL B AUA I o B4 49. 49% , 22 52 A7 e it 2 R L (P <
0.01) , (H5IER X L AR R TG4 B L (P >0.05, 14 3)

A JEATRRLL; B 4B fk g 2t FR 4L C. GLUTL siRNA 78 /7 40,4 & .
GLUTI1;RPE : AL M £ &, % L & B ; ONL: 9% & ; INL: M 4% &
E1 fERiotiEfn GLUT ZE/hNEMMBERRRIE (B2 MAEL x400)

1 2 3

TR 5 GLU'l‘l(ssxlo‘H"-
B—aclin(43><10‘)*>- - - @

3.0

a

250
E‘z‘o_
N
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-’;
jusng
<10k

0 Il L -_A®
1 2 3

4151
12 SE 5 ST BB 2R;2 o 48 fk ok 2T PR 2853 . GLUT1 siRNA 74 757 48
A:Western blot %] ;B: ¥ & & 454 a:P<0.01,%5 %2 B4t
B2 GEENEESTI GLUTI 72/ RS20 W E = i ki

| 2 3
RPE J22 GLUT1(55x10°)— M. “ -

®

250
20F
-
1S
X
= a .
= 10F
7 I
) i . B
1 2 3

205
1 3B ST PR ZE ;2 o 48 Fkgm xt BE 2053 : GLUT1 siRNA 7857 41
A :Western blot ##;B: ¥ E 54  a:P<0.01,5 ¥ kst B b i
3 GRELEENN GLUT1 /R MERERE ERERHRIE
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2.4 WE PALM R AR
BER IR REZL A GLUTL siRNA 3657 21 (1) /)N B BH A8 o7 40 )
R LAY @ 3 % b BRI 45 I 6 BRAIG , 2 A SR B
SL(P<0.01) {H GLUTI siRNA ZH/)n B A i 3 o7 40 o s i, €] )
a P K b IR R B0 KR X BB 2H 8 47, 59% F1 42. 61% (P <
0.01,/4),
1401 ma ¥

120} Ob ¥

100

ab

80

R (V)

60

40t
20t a
a
0 1 1
1 2 3
ZH 5
1: 5 2T BB AR ;2 . 45 R 4t BB 2053 . GLUTI siRNA 74 57 40

a:P<0.01, 5 5% 5 BLAIE b P <0.01, L5 48 R 33 PR 4L b 4%
4 3ANMRAEHAMELE aER b FRESITZS T

2.5 MM EFERE

Ga e e e LRI 3 4 /0 LA 0 S 400 A 400 e ) T 25
2EUO R I, 5 I R IR ZH AH B, DR 9 X BB 41 F GLUTI
SIRNA JAY7 4 A0 4H M 25 55 389 % A T W, HE ) 507 i, R
g o FR AL b el AR 5 A B S, FLHAMTIE &S 4 GLUTI siRNA
RITAE /N WS,

A B SRR B ¥R Ak 5t B 485 C: GLUTI siRNA % 77 405 40 &, .
PNA; 4L &, ;opsin; ¥ & : DAPI; OS: A4 2m Je 5h 3 5 1S AL 4% 20 JE A
¥ ;ONL: 4% & INL: A% &

5 RBRWHIETEAMERT 3 AR M AR HE AR

EEFETUE (RAEBME x400)

3 tie

DR 2 Wl PR B 6 LA™ T B IRV O AAE , 7
SR J A AR TR B, © O — T I AR
AR, — ARk DR BNy S Bl bR L A8 72
SRR LRI 4 Fp T (I A5 7 T T, (LS AR SR o
R BUBE DR S AR A o Jl e 22 A R SR T34, A2
T An A Miiller 21 GFAP 3K 574 LU K /NI

A AL, SEF U2 # A1 A DR IR 2 — g
PEZRATIEAE o GRS 28 2 5L 0 0 M i 420
T —BAEAL T o HIRZ A IR T T AR R PR
R EA B DR 2 i &k AR b 52 o e ARk
SR EE S, R DR Ay 5 R B
FE] At A A1 o7 P DA Y00 P90 e, A s 4 R 4 i 3
DR 119 838 70 A B0 AR VT 26 10 A S Fl i A8 A2 B 2
LT L RO A Th RE R RS . B RTEFITIA R
DR M ZiB A7 1738 7T B A ML ] (95 48010 7 3 a3
e s 210 s R ok R R ME Y &,
i w228 4T P A FLF DR OB A A . BF
F2 7 R K S IR T 25 A ST S B R
B DR MY EE R, SRS T AN R
b R IR C OIS WL LR PR A i 2 5
JE3 Bh T A0 PR S 2L 2P 4 i 5 Y 7 4 A 4 A0 Y B
B3t o PN RS2 B 0 T B A, R AR L
S RIRZ AR 1 3% 5 i T H A BEAE I b B 658
5, SO 2 PR T T AL 40 i 52 453 AF X6 B8 10 5% 1
REWINAE & B A TS o BRORBE IR A 1F R L
o 40 L FT AL P v W RS 35 6 LA A 3k 0, IR 4 s ol
TR PR S 20 8 3 o e L v W A 05 T R R A
L e A P — A R, L DX B ) 28 0 e I 9 2 s T R
SR T 26 W P T K v i G 3k 3 i L s 4 4
(R L3 )2 , R I AR ) 5 £ 20 4 i 48 B 4 4 7
R — 2 E WA AR A B (1 B GLUTI'™ | GLUTI
AR A 3 L0 X R o e — A
siRNA J&—2 19 ~21 bp K/Miy RNA By, &y
5 S A A o B mRINA | M TG X 2 356 P 7 A 41
HIVER . ASE 50 2 2% BE A 98 A 0% GLUTI siRNA
JP 5 AT e FH AURER 2 75 ] LA/ D A a2
PEARLIE . A AT ATk, 2 208 bR s /s BRI 1t b
KA R S5 18 JH 2 5 LR IF % B 3, R
GLUT1 siRNA 41 7F $% 3% 3% 35 /K 5 1 4 GLUTL siRNA
J& , AL IR 23 GLUTL 3635 M1 R 9, 388% bR g %o
HEZH N F%2Y 88. 01% , #5615 H 4 FRAH 29 R B 68. 51%
FATF B IS GLUTL siRNA JA 7 2H 40 I 5% Jeg 48 15
OB PR X BRALIC 42. 67% , i GLUT1 siRNA #1J
il GLUTY J& B 55 w] LA 455008 20 ] 46 W e 3 0 A0 9
fiE, H2FRATH & B GLUTL siRNA 677 21 A1 I 15 R
P B R AT AR 45 1 X B A P 24 54, 48% , LA 7
TIRATVEFH B 38 A Jis v 3 55 GLUTL siRNA Xof 400 o
PIBERR Y GLUTL 45 B (2 i 0 i 45 T, SR i %+ RPE J2
RO A S 51 B B A A B, RPE J22 GLUT1 23k oK 3t



36 B4 15 W B K B Ok ¥ % R
J Third Mil Med Univ

1586 2014 48 H 15 H

Vol. 36, No. 15
Aug. 15 2014

B R RIS R PR 4544 GLUTL HoA: 923
VRS TE 20T S R0 DR 19 J 1 it s s 125 0
AW S 20 GLUT1 siRNA JA 57 4108 W9 25 i
BEIEH O IR o (A TR ATa8 1 BR ol P4 7 % GLUTI
Ok B T IRAMER LT 58 1 2508, 32T R JRATT 5 3
P 35 400 A P, P 92 A s 8 Y R vk A A L)
S AR D 2 A T LA MR A 40 B T RE SRS

IS 7 AR A 5 P T PR 400 TR B L P 0 Ay 255 7
—RA, B R b o DR G 8 R LA 20 i 7 A 1
FELS7 A e 2 TR 1 B0 P M AT R T
A 325 o 490 O L ] T o2 I AL 200 i 1) T RBAR S
i A 22 G 4 7 O 0 S 7 A B, & (0 S
AR R S P 40 T AL T 5 7 O A i e, ]y S
ARSI R B GLUTL siRNA 3397 20 /)N B BH 38 107 490 D) fisd
FLTET 1) a P B b I I8 e R AE L I o B2 /0N BRI, 5
LU R s X BAH 43 5] =y 47. 59% Fn 42. 61% , #ER
GLUT1 siRNA [ il % 45 4 % 328 328 A0 ) J5E /5 % R
7N BRI 200 60 %) Ty RE 63 35 A X6 358 %, 400 D) 62 £8) A X AIG
WS AN=A T R . ARIFIEAE 52
e T BEVEAS J5 SR F PNA St 00 0k 20 it 35 17 3% (A b
0, BEAI A0 20 it R 3z s e A s I LB A
BTN b AR opsin ARiC HLAE 4N AR5
PEA TG 9 6 3 2 07 A i LA U 2% 400 4 i 45 A 1
AR I PR X FRZH 55 GLUTL siRNA 697 2H P4 4N
HHES R B, ST TS SN SRR AR5 RV A 4
JAERE BRI S5 T AW SET , fH GLUTL siRNA 349741
AR 4 B 453495 K A6 T AR X 458 /0> Tl A 100 B 400 IRR) B )
REL XA PR 5 X6 ML 200 0 72 2 1 9P 1

JUE T HAT T L2 RBR , 813 GLUTI siRNA
SRR SR FRATT T T ) e S 2400 s ORI B Ay o s B 1
B GLUTL , {H PR 4 B B GLUT Ji5 & UM s /s BT
PR A LUJE B — AR PR B . FEMLIREE T,
A 200 B 1) ) B RIS 285 20 28 1) 3 SO A I /> B
JITER A o 7m0 ok L 1) 490 ) GLUTL AT R o1 00 X
JRIT S A T RE L AR iR DR B — A8 5 Il
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