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HH: SR ERRE& M TS S MN- 2B AR B2 (GALNT2) 5GBSR REAKE 724
(Phosphorylated epidermal growth factor receptor, p-EGFR) 34 ¥ &I & P4 Fz 40 g (HRCECs) 4 &
PRI . 7% FHFEUERE (25 mmol-L-1)RE T45MEFRMHRCECS AT X R, HHRCECsS
Amock# (25 mmol-L-13E%$#). mock + shGALNT24{(25 mmol-L- V&% % + GALNT2RKIFE).
mock + NC-shGALNT2 + Chrysophanol4i(25 mmol-L Y% + XIHB#%F + Chrysophanol). mock +
shGALNT2 + Chrysophanol (25 mmol-L- & &% + GALNT2RK%3 + Chrysophanol), #FEFEH
FE37° CHHBEFFA FIE3R24 h, HELHGALNT2 mRNAMIXTRIEE . MAHAME. MRAT R, Uk
GALNT2. EGFR. EGF. p-EGFREHMXMN REE. 4R: mock4. mock + shGALNT2. mock +
NC-shGALNT2 + ChrysophanolZifimock + shGALNT2 + ChrysophanolZH4i/fi # GALNT2 mRNAMEX}
RIEEWE, ZREZH2ER (P < 0.001). mock + NC-shGALNT2 + ChrysophanolZfimock +
ShGALNT2 + Chrysophanol + 41 /a4 fE 1k Fmock + shGALNT24H, ZREHFGITHRE (P <
0.001); mock + shGALNT2 + Chrysophanol4H 4liffa 3£ {6 & Fmock + NC-shGALNT2 + Chryso-
phanolél, ZR EHF G115 & X (P<0.001). mock#. mock + ShGALNT24. mock + NC-shGALNT2 +
Chrysophanollfimock + shGALNT2 + ChrysophanolZH 4 HuJA T-% 751 °4(8.66 = 0.22)%. (5.47 *
0.16)%- (11.94 + 0.85)%(6.70 * 0.26)%, BEAEHEERE G2 X (F=96.56, P<0.001). mock +
shGALNT2 + chrysophanol 411 JA T-% & T'mock + shGALNT24, ERELHERX(P < 0.001);
mock + ShGALNT2 + chrysophanol 41 f#f T- % /X Fmock + NC-shGALNT2 + chrysophanol4l, =&
BEiH%E X (P < 0.001). mock + NC-shGALNT2 + Chrysophanol #Hfimock + shGALNT2 + Chry-
sophanolZ1GALNT2 % A AN RIAE R T'mock + ShGALNT24H, ZFEFZiH%E X (P < 0.001). mock +
NC-shGALNT2 + ChrysophanolZ1EGF. EGFR. p-EGFRZE A% #&i& & T mock + shGALNT24, {H
ERLHTEEX(P > 0.05). &ib: EEBEFMGT, BUEMGALNT2H LLEE S F p-EGFRT] AR &
HRCECs#H fi 13458 RE /1, /> HRCECsZHMa AT -,

eI 40!
PERBRAL R EE, ZRAN-Z B b g2, p-EGFRINHF

CESEE .

YES A ARE, & HBE. EiE%IE T HRCECs 1 GALNT2 5 p-EGFR MHCHERFFTL]. GRS 3453 &, 2024, 14(6):
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Abstract

Objective: To investigate the effects of knocking down peptide N-acetylgalactosamine transferase
2 (GALNT?2) and inhibiting phosphorylation of epidermal growth factor receptor under high glu-
cose conditions on the proliferation and apoptosis of retinal vascular endothelial cells (HRCECs).
Method: This study focuses on cultured HRCECs in vitro under high glucose (25 mmol-L-1) condi-
tions, and divides them into a mock group (25 mmol-L-1 glucose), mock + shGALNT2 group (25
mmol-L-1 glucose + GALNT2 knockdown virus), mock + NC-shGALNT2 + Chrysophanol group (25
mmol-L-1 glucose + control virus + Chrysophanol), mock + shGALNT2 + Chrysophanol group (25
mmol-L-1 glucose + GALNT2 knockdown virus + Chrysophanol) and culture medium were cultured
in a constant temperature incubator at 37°C for 24 hours. The relative expression level of GALNT2
mRNA, cell proliferation value, apoptosis rate, GALNT2, EGFR, EGF, and p-EGFR proteins were
compared between the groups. Results: The relative expression levels of GALNT2 mRNA in the
cells of the mock group, mock + shGALNT2 group, mock + NC-shGALNT2 + Chrysophanol group,
were compared with mock + shGALNT2 + Chrysophanol group, and the differences were statisti-
cally significant (P < 0.001). Compared with mock + shGALNT2 group, the cell proliferation values
in mock + NC-shGALNT2 + Chrysophanol and mock + shGALNT2 + Chrysophanol group were sig-
nificantly reduced, and the differences were statistically significant (P < 0.001); Compared with
mock + NC-shGALNT2 + Chrysophanol group, the cell proliferation value in mock + shGALNT2 +
Chrysophanol group significantly increased, and the difference was statistically significant (P <
0.001). The apoptosis rates of mock group, mock + shGALNT2 group, mock + NC-shGALNT2 +
Chrysophanol group and mock + shGALNT2 + Chrysophanol group were (8.66 + 0.22)%, (5.47
0.16)%, (11.94 % 0.85)% and (6.70 * 0.26)% respectively. The overall differences were statistical-
ly significant (F = 96.56), (P < 0.001). Compared with mock + shGALNT2 group, the apoptosis rate
of the mock + shGALNT2 + Chrysophanol group was significantly increased, and the difference was
statistically significant (P < 0.001); Compared with the mock + NC-shGALNT2 + Chrysophanol group,
the apoptosis rate of the mock + shGALNT2 + Chrysophanol group was significantly reduced, and the
difference was statistically significant (P < 0.001). Compared with mock + shGALNT2 group, the rel-
ative expression level of GALNT2 protein in the mock + NC-shGALNT2 + Chrysophanol and mock +
shGALNT2 + Chrysophanol group significantly was increased, and the difference was statistically
significant (P < 0.001). Comparison of relative protein expression levels of EGF, EGFR, and p-EGFR
proteins in mock + shGALNT2, the mock + NC-shGALNT2 + Chrysophanol group showed an in-
creasing trend, and the differences were not statistically significant (P > 0.05). Conclusion: Under
high glucose conditions, knocking down GALNT2 can enhance the proliferation ability of HRCEC
cells and reduce apoptosis by mediating p-EGFR.
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1. BY

B PR (diabetes mellitus, DM)J&—2H Higi A% . R85 B B G 10 5] g AR Mg . KR
AR 2L AT S BN AN LTI MR IR RCRESE o B R I95 P X 575 4% (dliabetes retinopathy, DR)J& DM
Bl LD ™ B UM O ROREZ —[1] [2]. 42BkA 1122 A4 DR [3]. DR j&—Fhidb 71 & B 1%
o, SRS EA I A R 4] 103 B AR K Rl T- 2 44 (Epidermal growth factor Receptor, EGFR)
IR DR B Ry EH[5], HIERZ EGFR B SHEAL & BRI, FHaRBERRL, B3l
LA NS 5L SR [6], I MAPK. PISK-AKT il STAT3 Fll STATS, i id X S8 i ok i 5 40 i )
HEAE . TR E AR [7]. 2K N- L LB Ik % % 5 2 (polypeptide N-acetylgalactosaminyltransferase 2,
GALNT2)Z AT &2 1 O-FEE LRGP IRINEE, @it EGFR HvEPE(WER L) Mk /e [8]. 4i%-N-
2T BB 1 (O-linked N-acetylglucosamine, O-GIcNAC). 15 545 S A S0E X 1 3 (Signal Trans-
duction and Transcription Activator 3, STAT3)# I v, 1] Ja42 J5L AR I JIEE ifiL 57 P4 B 21 (retinal vascular en-
dothelial cells, RVECs) {141 fiaJ# 12[9] [10]. KMy (Chrysophanic Acid)j&—fh KR Bk, Fodid #0 ] Gt
Z 10 £ K A (epidermal growth factor, EGF)i% 5[] EGFR Bk - #1#] AKT A1 mTOR/p70S6K )3 1L 1]
2 BELIKT A 1 B R AL T TR B, 72 DM AT /N BRUAA AR AR Ah S o JRATT AR S HE , GALNT2 5 P-EGFR
RIEEGFAREL], I, FATHEN, SRR T GALNT2 ilid /& EGFR B 1L XS DR &3]
TRYER . SIS R0 FE B 024 AP 48 178 P9 52 48 (human retinal capillary endothelial cells,
HRCECs) & T b &1 T, SR 7Tk GALNT2 5 EGFR B2 L] 771 (Chrysophanol) X HRCECs [ 521,
XA LA, 2 — DR SEREUIRHT GALNT2 il 45 EGFR BRIk 7T LS = HRCECs 41 /il i 15 5 e
/> HRCECs 40 9 1, LA DR IR ARG TT SR HLH 1 % S 4 R

2. M5
2.1 #5

HRCECs Iy F 3£ [E ATCC A w]; DMEM 553300 B aQi e 2824 an RHCA IR A\ M Talsn & B
1% #h 2% 15 (phosphate  buffer solution, PBS)J 5 35 [E eBioscience 4 #]; Trizol & H & E Sigma A
(T9424-100 m); Hiscript QRT supermix for gPCR (+gDNA WIPER)I [ B 51 Vazyme A=WIRHE 4 A TR
7] (R123-01); AceQ gPCR SYBR Green master mix il & H ¥ 5t Vazyme EXRHS B A R A
(Q111-02); Real time PCR 1 #3114 H £ [E ABI AF(VIT); F2E KA. HEAB. SDS-Acry/Bis & 1
VKA 1 _E g R BE R A BR 23 &1 ; Nanodrop 2000c 42483 5 % B 116 1 26 [F Thermo Fisher BH% 23 7
TR E 25 E Millipore A7) 5417R & AR i B0 WL E 72 [H Eppendorf A fa4- i iE
H 3£ [H Invitrogen 22 7](10099-141); %t GALNT2 £ 7 [EHi 1A (Ab262868). i1 4= KK+ (epidermal
growth factor, EGF) % 1 Hi /K (Ab184265). % $i EGFR £ 1 Hi /K (Ab52894) . % ik 1k EGFR (p-EGFR)

ik
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% o AR (Ab40815) 34 H D& [E Abcam A Rl s Gt H vH & -3- 1 2 JIi 2§ (glyceraldehyde-3-phosphate
dehydrogenase, GAPDH) % 7 [ Hi 141 1 3 [ Bioworld 2 & (AP0063); EGFR T4 14,4141l (Chrysophanol)
I H A Sl A R 2 7] (110796-201922) .

22. Bk

2.2.1. MHPEIESE
¥ HRCECs MM E T&4 1 x 10° U-L ' F/8E 5 R AR5 10944 7% 1) DMEM 35 75 3L rhidt 47
g%, 1F 37°C. KR4k 5% CO, [IE IR 7248 h kAT s 3%

2.2.2. HHESBEMARIETY
FHE B PBS YA 00K # 2 BETC B K 25 mmol-L 7 o B K R47 ) HRCECs 40, 78 4 FLIR b,
FFFLYIMIECA 5 x 1084 . A AR FLATIE_E N 25 mmol-L % ¥R 2 (1 A bR 75 48 h, STy B ps Y

2.2.3. MRS EFBRBESR

HU HRCECs %327 mock 4H.(25 mmol-L ™ % %) [12]-[15]F1 GALNT2 FfC/5 7525 (25 mmol-L % %5 bE) .
4 mock A4t — 35 3 2H . mock ZH(HRCECs A AT 4L ) . mock + NC-GALNT2 + Chrysophanol 41(25
mmol-L & + XK E + p-EGFR BERRALIMAIF); K GALNT2 Wil d4lit—25 /3 41: mock +
ShGALNT2 41 (18955 25 % Y4 J5 AMEUT AT 40 FE) .mock + GALNT2 + Chrysophanol 2H.(25 mmol-L % &5 + 18
TR LG (AR + p-EGFR BERRALANHIF]), 4G 4kSE8E 37, 24 h G MISRE YRR, 18 37°CIEE B 9%
b4k s % 24 h, YWEE S HANA -

2.2.4. KIGHRTR

1) RT-PCR ¥ERMI %40 GALNT2 mRNA FRiEBIL $8I0“1.2.3" B8 72 (¥ 52 40, Fot 2 g v 10,
B, USRI, SRH Trizol JREUAS A0 A RNA, MRIEHHE FRA & U 154 B cDNA, UL cDNA 1
NARARAE PCRAX EHATH 3G [ B, PCR 43 e BigkfF: 95°C 20 min, ifiji5 95°C 1A 30 s, 95°CAE M
5s, 65CiBk 30s, 340 MEH. FAH Bt 3 MNESL, LIEE 3. LLGAPDH NN Z, K 27°4¢
Pt & A GALNT2 Bk K

2) CCK-8 Al HRCECs 4R A= {8 R HL“1.2.3 " 1% 52 (1 &% 440, PBS ¥&¥E )5, I\ 2 mL 0.025
gL M HE AN L. B, FFELE, BT 20 mL g, BWAIWRET, KA A iR E) 96
b, FAEE 3 ANEIL, BLARECN 5 x 105U, 37°C, KI5 5% CO, 4% 3= #8437 24 h,
FALINA 10 pl CCK-8 ¥, IRMWEHE 4 h, S5 d WIE LB 450 nm I K AL 1 40 MO FE AR (A
fH). LK EE 3 K.

3) WMALPAREN HRCECs GHHIFIT-R $LEL “1.2.3” IS4, 0.025 g-L ™ Bl
1, 5min 202 BiF, PBS VRN 2 Yk, BUH PBS HEANM, FREL, 3 B, A 1 x Binding
Buffer #iF A 1 x 10%L7", HY 100 ul 40, B 5 ul FITC Annexin V 1 5 pl PI, JB%4)J5 25°C &
H 15 min, JEEE A 400 ul 1 x Binding Buffer, N4l { E#HATm 0. AW E 3 ANEIL, 5L
BEA 3, W RIS MREFET R = BEIETR + BUTHET R,

4) Western blot ¥4l GALNT2. EGFR. P-EGFR fl EGF MY EZE 2 “1.2.37 it
%L, AR AEEH L, FI T4 PBS Wik 3 . JII 500 pl RIPA 2R B4 4140 5 85, BCA
A E &SRS, 100°C 10 min, REEEAAYE, BCH| SDS-PAGE #t/ki, LA GAPDH AW Z,
00 40 ug SR AR UGEAT LUK . R ISR PR RE . P E . AU E P SELF PVDF B, AR —
PL(GALNT2 $ifAk 1:2000 #iks. EGF $iifA 1:2000 #iF: . EGFR 1:2000 ikt p-EGFR 1:2000 #if . GAPDH
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Pifk 1:3000 Fike), 4CRKBEER: —Hi: IASR —HCET RPUAETE 1:3000 k), =HEIEE 2 h,
G ER, RABKRGASGELIERE, Imaged BT S HEALWREME, SHEKE 3NEAL,
SEIGEHE 3 K.

2.3. GIHESH

K SPSS26.0 B 34T G i1 2420 Hr, GraphPad Prism8.0 # At iE47 22 B A, 744 IEAS 20 A7 B i
HEOE + FrlEZE)RAR, ZAIEHECR A R =T 2 (F) o i & 4L 83 < [ 1 22 5, 2H 1R 9 LBk H
LSD-t #5538 . P <0.05 BIAAA B3 Fiit 24 = 3.

3. &R
3.1. POZE4ABash GALNT2 mRNA xRz EELE

JE T SE % f PCR RS mock 41, mock + ShGALNT2 ZH. mock + NC-shGALNT2 + Chrysophanol 41
H1 mock + ShGALNT?2 + Chrysophanol ZH4i /i -F GALNT2 mRNA X} 215 8437l 2.946 + 0.532.0.613 +
0.081.1.011 + 0.186 f10.356 + 0.041, A Lb 5 7= 7 H Gu i & L (F = 50.83, P < 0.001).mock + ShGALNT2
2H . mock + NC-shGALNT2 + Chrysophanol ZH.. mock + ShGALNT2 + Chrysophanol 2 GALMT2 mRNA #H
KL EILT mock 4, 77 Gt 5 X (P < 0.001). mock + ShGALNT2 #H. mock + NC-shGALNT2 +
Chrysophanol 201 mock + ShGALNT2 + Chrysophanol 4195 EL#%, RS 2% 2 X (P > 0.05), UL

K 1.

4=

[ |

K

H 3=

R

P

~ a

Zz 1+ a

= a
0 T T

A B C D

F =50.83, P < 0.001, 5 mock 41tt%¢, %P < 0.001 (
&N Z5Hr, LSD-t#3%, n=3). A: mock 4;
B: mock + sShGALNT2 #4H; C: mock + NC-shGALNT?2
+ Chrysophanol #1; D: mock + shGALNT2 + Chry-
sophanol 41,

Figure 1. Comparison of relative expression levels of
GALNT2 mRNA in four groups of cells
Bl 1. PH4A4AE+ GALNT2 mRNA Xt RiA 2L

3.2. P9%4H HRCECs 4= {7k EELBE

B35 5d J5, %43 T HRCECs 41 it 2E (6 4t it, mock + ShGALNT2 41+ 4 g4 4 % T mock 41,
mock + NC-shGALNT?2 + Chrysophanol 411 mock + ShGALNT2 + Chrysophanol ZH = 4 ff 1 4= {5 {&. T mock
H, ZREZI#E NP < 0.01). mock + NC-shGALNT2 + Chrysophanol 151 mock + shGALNT2 +
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Chrysophano 2H H 4 g3 A4 {E (KT mock + sShGALNT2 4H, 2 5 Gt & L (P < 0.01). mock + ShGALNT2 +
Chrysophanol 2 740 fio 144 1 % T mock + NC-shGALNT2 + Chrysophanol £, %34 4iit & X (P < 0.01),

WL 2, % 1.
3- == mock
=== mock+shGALNT2
21 _ Mock+NC-shGALNT2+C
hrysophanol

14 . MOck+shGALNT2+Chry
) sophanol
0 T T T T T

1 2 3 4 5

I 1] (d)

BEEZELE 5 d I3ETE, SAMMISE A [EIHF=ES, mock + ShGALNT2 A5
A EZWE T HAL=24, mock + ShGALNT2 + chrysophanol Z1#44: A HiZHis T
mock + NC-shGALNT2 + chrysophanol Z1 A: W 6% ; chrysophanol: p-EGFR BRI
)57 o

Figure 2. Changes in proliferation A values of four groups of HRCECs at different time
points
[ 2. M%H HRCECs NFEIRt[El miE4%E A HEL

Table 1. Comparison of cell proliferation A values ( X + S) and total apoptosis rate (%) of cells treated with FITC/PI dual
staining method on the 5th day of four groups of culture

= 1. PUL4AIEFEE 5d BT4mpmIEE A EEEE(X = S)UAKER FITC/PI A IRAY4MAR SR T2 (%)

5 FEA R Afl 21 T3 (%)
mock 21 3 2.164 +0.004 8.66 +0.22
mock + shGALNT2 41 3 2.822 +0.008° 5.47 +0.16%
mock + NC-shGALNT?2 + Chrysophanol £ 3 1.585 + 0.008% 11.94 +0.85®
mock + sShGALNT2 + Chrysophanol 41 3 2.023 +0.018%° 6.70 + 0.26*
F 5731 96.56
P <0.001 <0.001

7 5 mock ZHEL#E, °P <0.01; 5 mock + ShnGALNT2 ZHEL#:, PP <0.01; 5 mock + NC-shGALNT?2 + chrysophanol
HELEE, °P <0.011 (AR E T Z40HT, LSD-t /i) A: WG/ ; chrysophanol: p-EGFR BEER{LANHIF

3.3. P9%H HRCECs ATk L %:

S 4% BB 7R, mock + ShGALNT2 411 mock + ShGALNT2 + chrysophanol 2041 T~ i T mock 41,
mock + NC-shGALNT2 + chrysophanol ZH4H M T3 5T mock 4, ZRA %= (P < 0.01). mock +
ShGALNT2 + chrysophanol ZH4Hf17H =% & T mock + ShGALNT2 24, ZF4 4t (P < 0.01). mock +
ShGALNT2 + chrysophanol ZH 4 i T- 31 T- mock + NC-shGALNT2 + chrysophanol 41, ZRHFiit2¢5E X
(P<0.01), W3 &1,
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¥E: (a): mock 41, (b): mock + ShGALNT2 #1. (c): mock + NC-shGALNT2
+ Chrysophanol 2. (d): mock + ShGALNT2 + Chrysophanol 4.

Figure 3. Flow cytometry detection of cell apoptosis in each group
& 3. LA LHARATIR S\ ZH ARG I E

3.4. MLEZP S GALNT2, EGFR. EGF. p-EGFR BEAHEMRIAELLE

SEIGAE R B OR, mock 4. mock + ShGALNT2 41, mock + NC-shGALNT2 + Chrysophanol 2171 mock +
ShGALNT2 + Chrysophanol 41/#] GALNT2. EGF. EGFR. p-EGFR fiXl &k B, ZRWH L%
M (F =775.7,107.9, 78.58, 255.8, P < 0.05). mock + ShGALNT2 2H. mock + NC-shGALNT2 + Chrysophanol
201 mock + shGALNT2 + Chrysophanol 241 EGF Fl p-EGFR & HAHXT # A& & T mock 41, GALNT2 Al
EGFR HHRIAEML T mock 4, ZER A S5 (P <0.01). mock + NC-shGALNT2 + Chrysophanol 21
FI mock + sShGALNT2 + Chrysophanol 41 GALNT2 & FIAHXS 1A & T mock + sShGALNT2 24, ZRA 41t
2275 Y (P < 0.001). mock + NC-shGALNT2 + Chrysophanol 41 EGF. EGFR. p-EGFR X KB & T
mock + ShGALNT2 41, {H 2RI 4iit2 7 (P > 0.05). mock + ShGALNT2 + Chrysophanol 41 EGFR & 1
AN 2Rk & 5T mock + NC-shGALNT2 + Chrysophanol 41, EGF. p-EGFR & A %f #iA &K T mock +
NC-shGALNT2 + Chrysophanol £, 7% BA it L (P <0.01). WK 4 K& 5.

4. g
DR /& DM [ 3 BEAR SR A0, 2 thh 550900 BBl Py 0 7 453 2 R0 5 ) S B LR 16 ] o s I 2 5 SR G 1.

TN B A0 M 52 B AT AR AL — P R, ALV R AR L SR BTSSR 3 RO I K
B, X I7E e [17] [18] [19]. riiRES T DR B R b2t 15 9 S i o, sk,
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W B A i D) e P RS 2 S 8 DR R AR BRI HLE 2 —[20]. PR ICAS SCAE 95 i i 464 HRCECs
GALNT2 5 p-EGFR FIAHISHERF 7T, X DR PG B B & .

A B C D

GALNT2 | s s = | 65KDa
EGF | = = e = | 133KDa
EGFR | w— | 134KDa

P-EGFR | e smmm— e | [34KD,
GAPDH | s s s s— | 37K Da

VE: A: mock Z1. B: mock + shGALNT2 #41. C: mock +
NC-shGALNT2 + Chrysophanol 1. D: mock + ShGALNT2 +
Chrysophanol 41 GALNT2: ZJik N-ZBt I bE%#H 2; EGF:

REAEKFET: EGFR: REAKHEFZH; p-EGFR: BRILE
FAEKE T GAPDH: A G H I B it SR -

Figure 4. Western blot detection of relative expression levels of

GALNT2, EGF, EGFR, and p-EGFR proteins in four groups of
HRCECs

[&] 4. Western blot 3%#&3M/P942H HRCECs #f GALNT2,EGF.EGFR,
p-EGFR EHMEXFRILE

-
o
1
-
o
1

*x
*
. Hhkk
s

EGFEREANRZE
e o o =
5 » ® o

GALNT2ZERHEXN&RZE
o
N

EGFREBHEXNRLE

Fkkk

7E: 7P <0.001, TP <0.01, P < 0.05 (BRI E 5 20 M, LSD-t £ 46) GALNT2: ik N-Z Bt FLHi % 42 W 2; EGF:
RNAEKNKT; EGFR: REEKRNFRZMA; p-EGFR: BT AEKITF; GAPDH: R H ith s M 2UA -

Figure 5. A-D shows the statistical graph of relative protein expression levels
5. A-D AEAEXNRIEELITE

GALNT?2 & White 267 1995 4 1 X MR B P 4lih I S L BB [21], GALNT2 [ R &5
Wi 22 P e RSB M FE . GALNT2 1J LMEM EGFR MEFEALAEYE, MMiEST HCC 4 1% 47 A [11] .
GALNT2 5k [ 5214 1% 2 R I (receptor tyrosine kinase, RTKS)HIiE 1L 3¢, EGFR J& i - )38 AT 58
RZ I RTKs [22]. EGFR & — M S BRI 32 14, FAT I8 5 DX RI4H i P 15 el BV Bl &5 M 4k [23] . K2R
KR FE5REAKHETZEMIIX LG, SFBO2E R, B R, 5% N
G5 RGP BEAE T 7R B, EGFR B O-FE 5, GALNT2 2 & 8 1 O-FE I vt 4 D IR 1M g,
T EGFR RIS TE L /E A [8]. EGFR /& PISK/AKt 342 () B 1, 4E WG i S miie ik .
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EGFR & 5@ 25 DR it fg, [ nl DO i 08 B (5 5 40 1520 DR i g [24].

W, GALNT2 rld ™5 EGFR fiEPE, B sm it g . Wu YM S[25)10F 7k, 1F
JHE T, GALNT2 AJ 75 EGFR I O-HE R 458, GALNT2 i&rJ 75 EGFR L H FiEf5 5 70 1 1%
PERBYAIBERRA KT, BE T #0012 B R AR 28 . Wang X 55 [26]F 7R B, fE B, GALNT2
PRI bR o] LASG N B 4 M EGFR BEERAL I =y, I EGF. EGFR I#IA, M40 5 s 41 s
B KB AR ZE . ASCREFEH, mock 241 GALNT2 mRNA & [k & . HRCECs 41l T2 4% T mock +
ShGALNT2 4 Lb%:, mock ZH HRCECs 4t 34 4= {E 7K 15 T mock + ShGALNT2 2. st 4 &, mifk
GALNT2 %J DR A 5471 FH « BEAE I %5 & W, GALNT2 Al il it/ 5 EGFR B2t %) DR & FI R4/ H[11].
I GALNT2 n] LLdt EGFR Riif5 5 18 B G (BE IR 1K), ¥%/> HRCECs ZHfiE T, wJLAX DR & iR
PUEA[21]. EHSS27IHF TR, RO T, f] EGFR FifE5 4 F PISKIAKT/mTOR @1, nI%f
O S G G5 R AR 2 B E AR . AT, mock+shGALNT2 4 GALNT2 mRNA &
H RIS EALT mock + ShGALNT2 + Chrysophanol 44, {HIEG 1245 L. WFA 4SRRI, Mk GALNT2
L5 EGFR B & A 31| 77 #0553 ik BHL T EGFR B RR AL TS 5 18 %, 12F 11T ZE 2% DR ()33 & « A SCfE 704 EGFR
B IR A0 4] 771 (Chrysophanol) 51 AN BREFSUE, 0 AT IS “mdll GALNT2 A fgifiid % EGFR, p-EGFR
%5 DR kA K RE[20]7 HHATRIE M2 . Western blot A4l GALNT2. EGFR. EGF. p-EGFR
T M XS 2214 B : mock + NC-shGALNT2 + Chrysophanol £ 5 mock + sShGALNT2 + Chrysophanol £H EL %,
HRCECs "' EGFR AXf Kk B EIE 2, p-EGFR FHXIFRIAE W E /D> . mock + ShGALNT2 4H5 mock +
NC-shGALNT2 + Chrysophanol i b4, HRCECs ' EGFR #X} RIA £ EIE L, p-EGFR HXfFikE L
ZIRD L ARSI T AE R, i GALNT2 I p-EGFR SRR 1L 07544 o] LLi % EGFR #1 p-EGFR

2i ERTR, AEsE REY, EEMAEE T, HRCECs WHK GALNT2 f1E ] 5 EGFR i ER 1k 3|
FIFIVE I BUR —3, @ik GALNT2 JE[HJ5 EGFR BERR AL [FIFERE B IR B M . BRI FRATTHEN, 7E b 2% 1
T, KM GALNT2 7] USR5 p-EGFR 7T LA#E = HRCECs 2 (34 e AE /1, 987> HRCECs 4B
JHTZ, PN DR B R IGIT S AR 1) B 5 5 A

e HE

WEE T EIE X BRRHEA RS (Y5 2021LHMS08064).
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