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(BE] TFE 2935% WERMEEEZBEER, WLk - BFEFA CEMT) 58022 E &% UM% .
A STEZ R TS EMT, (AHAERRBRE T ER M AEE . BM WA SR RS GH3 4 ik
. RZBHEMT @MUl ik ARSEIRETR] R 2020 4F 9 H 2 2021 4F 6 H. ¥ GH3 4 i A4 [ A MEES
SHF (HIF) -1 a-siRNA, AWEEH 19.5% ) . KREH (NFHEYE HIF-1 o -siRNA, EHRE R 2.5%) | H 4 +siRNA
20 (§5UE HIF-1 o —siRNA, HKEEH 19.5% ) . K% +siRNA 2 (%54% HIF-1 o —siRNA, %8R EEH 2.5% ) o W&
THo)m 24, 48, 72 h AHEHAsEBE 1, ANRIRZERETT, GH3 4t HIF-1« . N- FFEF (N-Cad) . BIEEF (Vim)
mRNA K HEFIRBKFE, HR REL TG 24, 48, 72 h JUMEIEFHRE = TH A4l (P < 0.05) ; H 4 +siRNA
HTPeim 72 b iR A IR TR A4, TR 24, 48, 72 h 4ifEsbFEAE SR FIRE L] (P < 0.05) ; K% +siRNA
TS 24 h AHIEFEAE 1 T 4L, TS 24 .48 .72 h IS ARE SR TR 42 . 5 T4 4 +siRNA ZH( P < 0.05 ).,
WA KA. HE +siRNA 41, R +siRNA 4 T0)5 48, 72 h 44 fE 143 s FARL )5 24 h (P < 0.05);
WAL, AL, WA +siRNA 4], R4 +siRNA 4105 72 h 4Rt be 12 Bl FAL TR 48 h (P < 0.05) .
A AR TR 4AA (P < 0.05) ; %% +siRNA 44126 Ik TH A4, IRE4H (P<005) ; &
48 +siRNA ZH AN (2 22 RE I TR 4H, & T3 4 +siRNA 2H (P < 0.05) . {44 GH3 4iffirf HIF-1 o . N—Cad.
Vim mRNA A EE THAH (P < 0.05) 5 B4 +siRNA 241 GH3 4 7 HIF-1 o . Vim mRNA 235K AR T 41
2], HIF-1« . N-Cad. Vim mRNA FEKPALTAEL (P < 0.05) ; fIKA +siRNA 41 GH3 4+ HIF-1 « . N-Cad,
Vim mRNA FEEACHALFALEA, HIF-1a . Vim mRNA FiEKP 3 TH % +siRNA 4 (P < 0.05) . L4 GH3 41
Jfirh HIF-1 . N-Cad. Vim 8 HFEXKTE THEH (P < 0.05) 5 H2% +siRNA 41 GH3 4ifih HIF-1 o . N-Cad,
Vim 8 R IAACHR T 5 A4l IRAL (P < 0.05) 5 K% +siRNA 21 GH3 dfiffi i Vim 25 1 R A7KF 8 T A4l
HIF-1 o . N-Cad, Vim HHARKKCHRTIAL ., & THA +siRNA A (P < 0.05) . & (RE#E FiH HIF-1a
FIRTMERE GH3 s AR ZE, AT B8 N—Cad, Vim FEIXTESE EMT (9K E, T4 HIF-1 o FE357]
o BELIT K LV EH .
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[ Abstract ]

(EMT) is closely related to tumor invasion and recurrence. Hypoxia can induce EMT in a variety of tumors, but its role in pituitary

Background About 35% of pituitary adenomas grow aggressively, and epithelial-mesenchymal transition

adenomas is unclear. Objective To explore the mechanism of cell proliferation, cell invasion and EMT of rat pituitary adenoma
GH3 cells induced by hypoxia. Methods The study period was from September 2020 to June 2021. GH3 cells were divided into
normoxia group [without transfection of hypoxic inducible factor (HIF)-1 a —siRNA, oxygen concentration was 19.5%] , hypoxia
group (without transfection of HIF-1 oo —siRNA, oxygen concentration was 2.5%) , normoxia+siRNA group (transfected with HIF-
1 o —siRNA, oxygen concentration was 19.5%) , hypoxia+siRNA group (transfected with HIF-1 o —siRNA, oxygen concentration
was 2.5%) . The cell proliferation ability at 24, 48, and 72 h after the interference, cell invasion ability, HIF-1 a, N—cadherin
(N-Cad) , vimentin (Vim) mRNA and protein expression levels in GH3 cells were compared in each group. Results The
cell proliferation ability of the hypoxia group was higher than that of the normoxia group at 24, 48, and 72 h after interference
(P <0.05) . The cell proliferation ability of the normoxia+siRNA group was lower than that of the normoxia group at 72 h after the
interference, and the cell proliferation ability was lower than that of the hypoxia group at 24, 48, and 72 h after the interference
(P < 0.05) . The cell proliferation ability of the hypoxia+siRNA group was higher than that of the normoxia group at 24 h after
interference, and the cell proliferation ability was lower than that of the hypoxia group and higher than that of the normoxia+siRNA
group at 24, 48, and 72 h after the interference (P < 0.05) . In the normoxia group, hypoxia group, normoxia+siRNA group, and
hypoxia+siRNA group, the cell proliferation ability at 48 and 72 h after interference was higher than that at 24 h after interference,
respectively (P < 0.05) . In the normoxia group, hypoxia group, normoxia+siRNA group, and hypoxia+siRNA group, the cell
proliferation capacity at 72 h after interference was higher than that at 48 h after interference, respectively (P < 0.05) . The cell
invasion ability of hypoxia group was higher than that of normoxia group (P < 0.05) . The cell invasion ability of normoxia+siRNA
group was lower than that of normoxia group and hypoxia group (P < 0.05) . The cell invasion ability of hypoxia+siRNA group
was lower than that of hypoxia group and higher than that of normoxia+siRNA group (P < 0.05) . The expression levels of HIF-
1 o, N-Cad and Vim mRNA in GH3 cells in the hypoxia group were higher than those in the normoxia group (P < 0.05) . The
expression levels of HIF-1 a and Vim mRNA in GH3 cells in the normoxia+siRNA group were lower than those in the normoxia
group, and the expression levels of HIF-1 o, N-Cad and Vim mRNA were lower than those in the hypoxia group (P < 0.05) .
The expression levels of HIF-1 a, N-Cad and Vim mRNA in GH3 cells in the hypoxia+siRNA group were lower than those in
the hypoxia group, and the expression levels of HIF-1 o and Vim mRNA were higher than those in the normoxia+siRNA group
(P < 0.05) . The expression levels of HIF-1 o, N-=Cad and Vim protein in GH3 cells in the hypoxia group were higher than
those in the normoxia group (P < 0.05) . The expression levels of HIF-1 o, N-Cad and Vim protein in GH3 cells in the
normoxia+siRNA group were lower than those in the normoxia group and hypoxia group (P < 0.05) . The expression level of
Vim protein in GH3 cells in the hypoxia+siRNA group was higher than that in the normoxia group, and the expression levels of
HIF-1 o, N-Cad and Vim protein were lower than that in the hypoxia group and higher than that in the normoxia+siRNA group
(P < 0.05) . Conclusion Hypoxia promotes GH3 cell proliferation and cell invasion by up—regulating the expression level of
HIF-1 «, hypoxia promotes the occurrence of EMT by up-regulating the expression levels of N-Cad and Vim, while interference
with the expression of HIF-1 a can partially block these effects.
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1.1 SEBRIR]  ASCIRIE] A 2020 4F9 H 2202146 H .
12 FEUL SR HIF-1o THHA B (HIF-1a-
siRNA ) 1 B I S AR IR A DR A FRAR], GH3 4
Ml A &l ATCC Aw], [3- (4, 5- ZHIJEwEm: 2
-5 3- R EERL -2 4- BEFEIL )-2H- PUMRK( 455 ),



.88

WER; MTS | 1l B4t PR A BR TR A F], RNA #2
Bukil g A RARAEARHE (dbat) ARRAR], i
TR AN S i 2 e B AR & B 92 E Thermo 23 7],
HIF-1a . N- 5% 1 ( N-cadherin, N-Cad) . JJE
H 1 (Vimentin, Vim) . GAPDH —3{Ig 3 ¥ [E Abcam
o), /NS Transwell Hi4 H 5EE Corning 23w .
1.3 4iffsrdl ¥ GH3 4ifa o h i S84l (ANEL YL HIF-
1 o —siRNA, %EWEEN 19.5% ) . KA H (YL HIF-
1a—siRNA, EIKEHN 2.5% ) . H4E +siRNA 41 (55
HIF-1 o —siRNA, %N 19.5% ) | R4 +siRNA 41 (5%
Y HIF-1 o —siRNA, SN 2.5% ) o % GH3 4 &
T 2.5% MR IS +15% S g, 737 €. 5% CO,
FEFRAE R IR WAL X B K IR GH3 4 i e A
T 6 fLrH, FHLEESRERA R 80%, BB
W ¥ 3 w g HIF-1 a —siRNA BT 5 wl Lipofectamine
3000™ ., AIAR 5 w1 P3000™ BN H IR 4L, #h7E
SMAZRZE 250 pl, IRSEEEFE 5 min; ¥ DNA- I§
R APINA 6 fLAk T, o BNk A & T [ S
(A 195% 0,; RE: 2.5% 0,) HYIEIEAEIRIE A
HikESR
1.4 YUHIGEERE R s gl gl K GH3 41
2T 96 FLAR T, FEALFT 1 x 10*AN4HRE, BRI RE S
BRI T4 HIF-1 0 3635, 4kZ453% 24, 48, 72 h J5 4%
S 20 w1 [ 3- (4, 5— ZHIJEmEms 2 %t ) —5- (3-
BRI EEEL ) —2— (4- fioR3E ) —2H- UMk (455 ) , NEh;
MTS |, #kEERTSE 4 h, K 490 nm PR AMEOEEEAE,
RIS sERE J) . SEgRiar A 3 Ik
1.5 ZMARZERE IR B A X R K TR GH3 4
o, T4 HIF-1 o Fik 24 h )5, WFRFEIL, R4 C
WERRERZZ v 2 K, BREFIEAL)S, 4 °CF 1 000 t/min
B 5 min (BODFER 60 mm) , UREEK AN, JHHE
M BEEE R 2 x 10°/ml, 7E Transwell $2/N2S N FH 200 wl
Y, ARZEEEFR 24 h FBUE, R 4% HREE E, %
F/NENBIAINE, TR R Gt )5 LI S A A5 LR
( x400) , THEA4IEECE, BUSME, RIAiERZERET).
SEEMST A 3 K.
1.6 GH3 40 g # HIF-1« . N-Cad, Vim mRNA % ik
ARG B AR KT GH3 4, R E 1k
Jo R — A0 4R B4R A RNA, S %% 545 8 cDNA,
DL eDNA A 455 Mg ik 47 52 B %€ % 22 it PCR. PCR 93
% 1 M. 50 °C 20 min, 95 °C 10 min, 95 C 10s,
60 °C 1 min, 3£40 4 7F ¥, HIF-1a B I W 5] ¥
5 5" =TGCTCATCAGTTGCCACTTC-3", J [ 51 %1 K
5 ~CCATCCAGGGCTTTCAGATA-3" ; N—Cad I 1F [i] 5|
¥ 5 ~ACGGGCAGATCACCACTATC-3" , JZ Inl 3] ¥
A 5" -TTTCACAAGTCTCGGCCTCT-3" ; Vim HY 1F ] 5]
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Y1k 5/ ~CCCAGATTCAGGAACAGCAT=3" , In 514K
5 -CACCTGTCTCCGGTATTCGT-3" ; N2 3L [H GAPDH
1 1E 18 51 4 A 5" ~AACGACCCCTTCATTGACCT-3 ,
K1) 51 ¥ K 5 ~CCCCATTTGATGTTAGCGGG-3 .
FH 27449 9= 3+ 8 GH3 40 Jfd H HIF-1« . N-Cad, Vim
mRNA Fik/KF SEgephsr A 3 IR,
1.7 GH3 4/ HIF-1 o . N-Cad ., Vim 85 FHZIAK A
M BRI GH3 4ifd, 4 °CF 1 000 r/min
B S5min (BODF¥RE60mm) , WEKSHAN, R
FWEIR 28 vl vk 3 Ik, In AJEAEPE R, K I
BEE 2 h, 4 °CF 12 000 r/min &0 15 min ( B.02F R
60 mm ) , B EVER, K BCA PG we: i B8 Mk
o MUK, SRS E A 2 RN IR,
K 5% WiRg 248 ) 1 h, 43 S A HIF-1a —$i
(1 :2000) . E-Cad —%t (1 : 1000) . Vim —¥i
(1 :2000) . GAPDH —%i (1 : 10000) , 4 CF
i o SR TBST YRR 3 ¥k, IMAFHRIA — P E 1 h,
K 4518 Tris—HCl-Tween £% 3L S R DERE 3 Ik, A
ECL AR, /3t 45 IR BEAE, BV HIF-1 o , N—Cad .
Vim HARIKIKF LR HEE 3 K.
1.8 SGeilFJre: SRH SPSS 22.0 Gttt kAT 4k
0T IAMIEZS A RTHESTRILL (x£5) Fox, 24
[B] L3R FH A 2R 7 2500, ARl PR HL R LSD—¢
K. AP < 0.05 HZERAGIT#E L.
2 HR
2.1 SAANENTEEE iR WA, IREYL. wR
+siRNA 1. K% +siRNA 41 T4 )5 24, 48, 72 h 41
HWARE L, 2R AGITHE L (P <005) . ik
AU TG 24, 48, 72 h 4ULIGBH RE 1 o T8 EL A,
ERHGI#E L (P<005); % +siRNA 41 T
PG 72 h diMOIGFERE 1IN T A4, TS 24, 48,
72 h R IG G RE IR TR A, ERAGIEE X
(P <005); K% +siRNA 4 T30 J5 24 h 40 it 33 5
RE v T A4, TG 24, 48, 72 h 40U fig
ETRALE . & THA +siRNA 4, ZRASZHFE Y
(P<005) . %4 H. EAH. #% +siRNA 4. ik
S +siRNA TG 48 72 h 40M3E5E HE S0 i TAS
TG 24 h, ZRAGIFE L (P <0.05); H4HEA.
A, H % +siRNA 41, K% +siRNA 41 THL)5 72 h
YRR FERE 1 il AR TG 48 h, ZRA S
B (P<005), WE1,
22 HAMERERIILE WEA. KA. #
4 +siRNA 2. ik % +siRNA 41 40 i 2 22 68 11 43 5k
(301.3+6.4) %, (4773+202)%. (188.7+19.4) %.
(321.0£17.9) %, #HEA . AL, 5 +siRNA 41,
IS +siRNA AR 208 ) LLER, ZRAGIT2#E X
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(F=49.30, P < 0.001) . KA MMIIZZERE = TH
A, ZRAFITHFEX (P<0.05) ; H%H +siRNA
AR DR THAL., KAH, ZRAESITF
B Y (P<005); fK& +siRNA 41 40 Jfi 1= 22 fE 7 i
TREAH, BTHSA +siRNAH, ZRAGITFEX
(P<005) .

R1 KHANHRE L (325, %, n=3)

Table 1 Comparison of cell proliferation in each group

4151 5 24 h THESE 48 h THE 72 h
W 0.42 £ 0.01 0.57 +0.03" 0.82 +0.02"
L[k 0.59 +0.02° 0.89 +0.03" 1.54 +0.07""

W +siRNAZH 0.38+0.01 0.47 +0.03" 0.60 + 0.06™"
fiR4E +siRNA 41 0.48 +0.02™ 0.61£0.02""  0.91 +0.04™"

FAH 37.71 41.26 68.56

P18 < 0.001 < 0.001 < 0.001

I CFRGHW AL, P < 0.05 "FR GIVELILE, P < 0.05
CFRGH A +siRNA 41108, P < 0.05; ‘' FRGAHA TG 24 h 1L
B, P<0.05; “FRSARA TG 48 h [LE, P < 0.05

23 £ 44 GH3 40 it " HIF-1« . N-Cad. Vim mRNA
RBKFeE wA4., KA. 5 +siRNA 4.
ik %0 +siRNA 2 GH3 2 8 h HIF-1a . N-Cad. Vim
mRNA FikAF L, ZRAZRITEEL (P <0.05) .
4841 GH3 4Hffi HIF-1 o . N—Cad. Vim mRNA ik
K THEAL, ZRAEFGITFEL (P<005) 5 %
% +siRNA 41 GH3 g HIF-1« . Vim mRNA FiA/K
K FH A 4], HIF-1a . N-Cad, Vim mRNA ik /K
R FIRAL, 2R A%ITFEX (P <005) ; KA
+siRNA 20 GH3 40 Jfi " HIF-1« . N-Cad. Vim mRNA
TR TRA 4, HIF-1a . Vim mRNA ik KF
T A +siRNA 4, Z2RA5HFEL (P <0.05),
2.

2.4 %40 GH3 4 Jfd v HIF-1a . N—Cad. Vim % 155
A WRA. IREA. #E +siRNA 41, KR
+siRNA ZH GH3 41 Jffd  HIF-1 o . N—Cad. Vim % 155
A, ZRAE5FEL (P <0.05) . RE4A
GH3 ZHffirf HIF-1 o . N—Cad. Vim & #AK & T
WRM, ZRAEGIFENL (P <0.05) ; H% +siRNA
ZH GH3 4l f HIF-1 o . N—Cad. Vim & HFk KK
THEA . A, ZRAFIT¥FEL (P<005) ;
IR +siRNA 41 GH3 4L b Vim 8 A 23k AKF & F 7
A4, HIF-1 o . N-Cad. Vim & & EK R TARAE LA
T A +siRNA 4, Z2RA5IHFEL (P <0.05),
g3, K1,

3 itig

iR TR 35 2 e 20 0 e ] LIRS e 2

F2 AU GH3 4 HIF-1« . N-Cad. Vim mRNA Fik/KF AL
(x+s, n=3)

Table 2 Comparison of HIF-1 a, N-Cad and Vim mRNA expression

levels in GH3 cells of each group

bl HIF-1 o mRNA  N-Cad mRNA Vim mRNA
WA 0.012+0.002  0.029+0.003  0.004 0 +0.001 0
R4 0.091 +0.018"  0.166 +0.013* 0.012 0+ 0.001 0"

HAA +siRNA £ 0.003 £0.001"  0.006 +0.006"  0.001 0 = 0.000 1"
R4 +siRNA 41 0.011 £0.001™  0.046 +0.007"  0.002 0 + 0.000 2"
F1iH 20.66 68.65 37.75
PH < 0.001 < 0.001 < 0.001

1 HIF= REH RN T, N-Cad=N-4585E 1, Vim= JIEEM;
CRRHE AL, P<005; "ERSMALIE, P<005;
FRGH A +siRNA 41HEE, P < 0.05

R3 AU GH3I4IMIH HIF-1a . N-Cad, Vim # FH R 5K P HLEL
(x+s, n=3)

Table 3 Comparison of HIF-1a , N-Cad and Vim protein expression

levels in GH3 cells of each group

205 HIF-1« 1 N-Cad 2 Vim 1
ARl 0.323+£0.052  0.430£0.021  0.660 = 0.032
A 0.910 +0.035*  1.110 £0.055"  1.260 + 0.095*

W +siRNA 2] 0.140+0.026™  0.203 +0.024"  0.340 + 0.052"
IR +siRNA 21 0.283 £0.038"  0.493 £0.012"  0.983 +0.044""
F i 76.27 143.60 42.94

PH < 0.001 < 0.001 < 0.001

e CFRHW AL, P < 0.05 " FERSIVEL E, P < 0.05
C FORSH A +siRNA A, P < 0.05

HIF-1 o

N-Cad

Vim

GAPDH

. R i
L GRNA 4 +siRNA 41

WAL

. HIF= ([REFHES T, N-Cad=N- S5Ei8E 1, Vim= JIEHEN
1 BCA BAMA2H GH3 41fig HIF-1« . N-Cad. Vim A XA
TRy Ha k&

Figure 1 The electrophoretic patterns of HIF-1 a, N-Cad and Vim

protein expression levels in GH3 cells of each group detected by BCA
method

M. AR A R LD B AR L AR R O T 2 A A 4
H A SR [ AG LAY 0, TR SR RS 4 R A R K B
BREZEN. ERMEHARNRHEZ —, A5
Z R R B RS S RGO L HIF-1 o 240
JE R B A S5 B DGR SR 2 — , S5 dRE EMT 7
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M AR e D I E . AT B RSy
MR AA A R SRR IR GH3 4R M3E5E A1 EMT AOHL
] R g i 3 DR ZHL I B R A Y “ e FE IR 32 S 4
TSR, 7E 27 28 1 188 Fvsa ik v ki 21 21 Py K S
JE 5 LR AR BTUR AT O, AR SRR Sk PR 2 R R e
SEPESERR T OCHAE T Y L R 22N IR SR R A B
TR AT RS B L RN IR, AR
PN R IR GT1-1 4036 5E, 76 12 h ik B 0E(H,
B2 TRk ) RS R s, AL TG
24, 48, 72 h AE G S AR ) = TR A AL R4 +siRNA
MRS 72 h A0S AE R AR5 A, 5 24,
48, 72 h ARG FE R IR TR AL R4 +siRNA 41T
Y5 24 h AifO3G R )= TR A4, TS 24, 48,
72 h A BE RE SR TARSALL . = TR S +siRNA 41
WA, RAA. WA +siRNA 4, [R5 +siRNA T
I 48, 72 h AT RE 1 00l i T AR TS 24 by
WA, RAA. WA +siRNA 4, [R5 +siRNA T
PG 72 h HREIETEAE T30S TARL TS 48 hy R
A TR TR B AN 5, 40 HIF-1 o KAESE
SRR A A s 40 M A BV E . ISR AN iR 2 RE
TE TR, WA +siRNA 4400 E 226 T35 &
. RALL; R4 +siRNA A0 ZEHE SR TR 44,
o TR S +siRNA 45 B AR 4R PO 1 T R A i £
22, M0 HIF-1 o AKRAESE 4 BHBT IR A n £ i 48 =
ZEH . AR PR T HIF-1 o 4b, 84 HA
ROTREERLE, G 2- B R Y | IR B S
BRI R 7, ER T B TS IAIE
HIF-1J&/ HIF-1 o FTHIF-1 B 40 55 — 514,
Hort HIF-1 o AT S BRI S SRR B, Gl b AQT . 190
FILAE A S AN B R 5 S RE R R e L
HIF-1 o HEHE 55 P Rz 40l i ISR A 2L i B, R ik
EMT, A2 #E 57 A4 T . S4B R b EMT
SR 2 22 A G, 1A S EMT nl ek GH3 Zifif
HIARZE MGG, AR A GH3 4 i i (=2 28 Fn o
51 GH3 MBI T G, 911" o KA TR AR 1
A HIF-1 o FRikIF H AT 5 BRI =22 1% % 1]
A 5 A RO IE R IR L, TR
AR IS R, E R P A R AR AR AT T R —
S SR AR, T B A R RN SOY BCE A R S
LA IR L o 2R Y L RIS R R,
i 420 4 GH3 40 i3 1 HIF-1 o mRNA K H & H = kK
W TR A A W4 +siRNA 40 GH3 4 g v HIF-1 o
mRNA F B (A KP4 Al KR4 IR
+siRNA 2 GH3 4Hfrf HIF-1 « mRNA MR 13247K
AR FAREL . TR A +siRNA 4 SRR E T
GH3 ZH ) HIF-1 o FRIKAKF-B1 B4, AWF58 R H
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[ siRNA AR A BE5E AP HIF-1 AFRIA. E- F5%
#HH (E-cadherin, E-Cad) i % 75 b 4@ ik,
N il a 7 N ) DS B P v ] OB TR S 241

24 E—Cad ¥4 78y N-Cad I, S50 40 i 42 22 fn 9~
B2 ARBRSEAS R RN, R4A 4] GH3 4ifiaHh N-Cad
mRNA kK5 TH A4l H4 +siRNA 41 GH3 41l
i1 N-Cad mRNA FiAACHIRTAAL ; [R5 +siRNA 41
GH3 #ii i 'h N-Cad mRNA Fik7KFIE TIRE4L; (RA
2 GH3 ZHfih N-Cad 2 [ FRIB /K- T4 A4l H A
+siRNA £ GH3 40 b N-Cad 25 14 F6K KSR T 4
R4 2H; R4 +siRNA 2H GH3 41 i v N-Cad /& 133k
AR TARELL . & TH % +siRNA 41; 4878 E-Cad %%
kK N-Cad A48 1755 GH3 4 & Ak EMT (4 =2 HLH
X I AT BUR A 17 200 B 3001900 o S5 e v e ) GHE3
YN R 2 BB AR R 2, BIS2 IR E-Cad 1) N—Cad 1)
Ak, Vim fE S EMT RIEE S5 7, H BT B0A b 2
EMT [ Sede 4600 0 AL B R, (RA 4 GH3
AR Vim mRNA A8 T8 E4l; % +siRNA
20 GH3 4 Vim mRNA kKR T 7 444l . KA
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