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(# ZE] B FHUERCKE KL (FOXKD) B HGC-27 41 3 i . T A AR 22 i, It
FEIE AT RE R AL o Rk BT RERKKPEM BRI F G (GEPIA) U8 2R 2 if) 76 1 9 4141
FIEH H A2 FOXKI mRNA £iE K P RS 6 AT si-FOXKL R AM % 34 B i HGC-27 40 i,
SEHG Ay AS AR IR ZE . ne-FOXKL 240 Ml si-FOXK1 2, % il Western blotting ¥ ¥4l 8 20 1Y %5 e 3 %
MTT A5 si-FOXKI % 4% J5 45 41 B 9 HGC-27 40 M i 3 5 8 1, sa BRI LS 30 A I si-FOXK % e
J5 45 41 B i HGC-27 20 i 19 50 B T2 A, 48 S0 IR S 30 4 I si-FOXK L % 4 5 45 41 8 9 HGC-27 48 i 1)
EF A, Transwell /N SEE G I si-FOXKL % 94 J5 #5241 5 98 HGC-27 4 A (%) 48 A 108 B8 B50R 48 i 12 28 %
Western blotting ¥ k5 I si-FOXK1 #% Yt J5 4% 41 B 9 HGC-27 4 P #% I 7 kB (NF-kB) 3 M X8 M1
[NF-kB p65 FIB M % 7 kB p65 (p-NF-kB p65) | MIFEAKF. &R GEPIA¥IEEA M, H
g 20 20 FOXKT mRNA £ kK F & FIER B 4140 (P<<0.05); Western blotting 3J& &l , 7£ B 9%
HGC-27 2 jfd b FOXK1 8 R Ak P T A ER 8 & GES-1 41l (P<<0.01); 5725 14 B2 Fn
nc-FOXKI 41t #2, si-FOXK1 4 FOXKI1 2 [ %A K- B AL (P<<0.01); MTT &M, S5%H
XF A A ne-FOXK1 4 Fb e, si-FOXKI1 4 B i HGC-27 401 i (4 3 58 B 71 B A% (P<<0.05); SEREIE i
SERKEI, 52 X B R ne-FOXK1 41 He %, si-FOXKI 41 8 8 HGC-27 40 i 7 e JE s 5 /> (P<<

0.05); ZHAERIIESZIFIM, 525 (X B M ne-FOXKL 4 b #, si-FOXK 20 '8 i 4 I (1) 3 7 2R A%
(P<C0.05); Transwell/NE L8 KM, 525 3 X FBAH Al ne-FOXK1 4H AR, si-FOXK14H 8 HGC-27

20 fE B 3T F% 40 i H RN 42 22 A0 O S W] s (P<<0.05); Western blotting ¥ &M, 5 2% [ % F& 20 #1
nc-FOXK1 41 L #%,  si-FOXKI 41 H 9 HGC-27 41 it f p-NF-kB p65 & 11 3R 5 K FFEAL (P<<0.05) .
5. FOXKI17E B HGC-27 i rh & 35, VB FOXKL I #0 i B  HGC-27 40 R iy 34 41 . iE A8 M0
fRZ268 07, HAEFIHLE AT A8 5 NF-«xB i A K
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Effect of silencing FOXK1 gene on proliferation, migration, and
invasion of gastric cancer HGC-27 cells
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ABSTRACT Objective: To discuss the effect of silencing Forkhead box K1 (FOXK1) on the proliferation,

migration, and invasion of the gastric cancer HGC-27 cells, and to clarify the possible mechanism.
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Methods: The expression levels of FOXK1 mRNA in gastric cancer tissue and normal gastric tissue were
consulted based on the Gene Expression Profiling Interactive Analysis (GEPIA) Database; the synthetic
si-FOXKI1 was used to transfect the gastric cancer HGC-27 cells in vitro, and the cells were divided into
blank control group, nc-FOXKI1 group, and si-FOXKI1 group. Western blotting method was used to detect
the transfection efficiencies of the cells in various groups; MTT assay was used to detect the proliferation
abilities of the HGC-27 gastric cancer cells in various groups after transfected with si-FOXK1. The clone
formation assay was used to detect the number of clone-forming of the HGC-27 gastric cancer cells after
transfected with si-FOXK1;wound healing assay was used to detect the migration rates of the gastric cancer
HGC-27 cells in various groups after transfected with si-FOXKI1; Transwell chamber assay was used to
detect the numbers of migration and invasion cells in various groups; Western blotting method was used to
detect the expression levels of NF-kB pathway-related proteins [nuclear factor kB p65 (NF-kB p65) and
phosphorylated NF-kB p65 (p-NF-kB p65) | in the gastric cancer HGC-27 cells in various groups after
transfected with si-FOXK1. Results: The GEPIA Database results showed that compared with normal
gastric tissue, the expression level of FOXK1 mRNA in gastric cancer tissue was increased (P<C0.05).
The Western blotting method results showed that the expression level of FOXK1 protein in the gastric
cancer HGC-27 cells was higher than that in normal gastric mucosal GES-1 cells (P<C0.01). Compared
with blank control group and nc-FOXKI1 group, the expression level of FOXKI1 protein in the cells in
si-FOXKI1 group was significantly decreased (P<C0.01). The MTT assay results showed that compared
with blank control group and nc-FOXK1 group, the proliferation ability of the gastric cancer HGC-27 cells in
si-FOXKI1 group was decreased (P<C0.05). The clone formation assay results showed that compared with
blank control group and nc-FOXKI1 group, the number of clone-forming of the gastric cancer HGC-27 cells
in si-FOXK1 group was decreased (P<C0.05). The cell scratch healing results showed that compared with
blank control group and nc-FOXKI1 group , the migration rate of the gastric cancer HGC-27 cells in
si-FOXK1 group was decreased (P<C0.05). The Transwell chamber assay results showed that compared
with blank control group and nc-FOXKI1 group, the number of invasion cells of the gastric cancer HGC-27
cells in si-FOXK1 group was decreased (P<C0.05). The Western blotting results showed that compared
with blank control group and nc-FOXKI1 group, the expression level of p-NF-kB p65 protein in the cells in
si-FOXK1 group was decreased (P<C0.05). Conclusion: FOXK1 is highly expressed in the gastric cancer
HGC-27 cells, and silencing FOXK1 can inhibit the proliferation, migration, and invasion abilities of the
HGC-27 gastric cancer cells; its mechanism is possibly associated with the NF-kB pathway.

KEYWORDS Forkhead box kl; Gastric neoplasm; Cell proliferation; Cell migration; Cell invasion;

Nuclear factor-kB
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AEZ 50 S B . A Ok FOXKT #EIA R J2:

Z R E 1 OC s S 4 -, AR Bl L R
P L T REAN IR Y ORN R g A 2 R
SRR, AR SR b 2IRRE . HE
e AR A A, BRATAE AR I 1, WRlAE N
e B, FOXKL A LA 42 B ot L 3 33 it
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Wnt/B-#EHEH (Wnt/B-catenin) il 2 ki 22 i
JoT 96 4 AR K AR B i HGC-27 4H i b it Bk
FOXKL T 5 #5 48 Ml 9 30 Pk A= 90 2 47 R 10 5% i Je 3G
Al BE ML A SOk R IE L e AR A R O
HGC-27 4 g i FOXK1 2K [ % 15 5 B, I it
FOXKI @ )5 H s HGC-27 41 i i 8 5t . 1285 F{2
ZENE 00 KT e B AR FABILR L A 9 A G 5 A1 1% 4 o)
TR IT P& AL S 0K

1 #MHERE

L1 e 2Z2XAPNE HRHGC-27 41
NIEH B &I GES-1 40 gy A b B B2 B 1 i 40
ML, PRAF T i N BE R R A R Ak R 2 B AR ko
SFAEYFE K E; DMEM B9 (R3ERRHE
ARAWE), M4 (0235588 TREA R R
AH), sIRNA (B PEXT A 519 )5 5 8 F: 5-
UUCUCCGAACGUGUCACGUTT-3', R: 5-A-
CGUGACACGUUCGGAGAATT-3'; 41514
FHHF: 5-CGACAAAGGCUGGCAGAAUTT-
3, R: 5-AUUCUGCCAGCCUUUGUCGTT-3")
(il AW ey A BR A w) ) . Lipofectamine™ 3000
(%ME Thermo A F]), MTT (EzmKAEYHEAAHR
AH), DMSO (bRt REERHARAF), H
e (it E R R A A, FOXKLHTER
B-actin PL A& . B4k % (lymphoma-2, Bcl-2)
Piik |, Bel-2#k X EH (Bcl-2 associate X protein,
Bax) LAk, BYUTRY & 2 Me iR 1 K4 &M 8 H oK
fit Mg 3
protease-3, Cleaved Caspase-3) dUi&k, # [H T kB
(nuclear factor-kB, NF-kB) -p65 $it & 1 # iR 1k
NF-kB (phosphorylated NF-kB, p-NF-kB) p65#i
I (CBEEREAEYAA); ZHEMRERME (85,
150i, & E Thermo A H]), f#% Wi (A5 .
Ti-S, HARREAHR), Wik{ (#%5 . 1658025,
FKEARAH) .

1.2 AR &% #EZXEEET S (Gene
Expression Profiling Interactive Analysis, GEPIA)
BEEIWHAT FZAR P FOXKI mRNA & #& K
F A JU GEPIA #t 48 & (M 4k : http: //gepia.
cancer-pku. cn/) 43 #7 H 9 41 41 K OE W OE 414
FOXKI1 mRNA £ ik K, 165 50K R A A -
FOXK1, #iili Boxplots, 7 % & 4 14 % 4l 4
i B H
adenocarcinoma) , P-value Cutoffi% & 0.05, H fth

(cleaved cysteinyl asparatate specific

(Datasets Selection) (stomach

B WERIA L A plot HEAT A 9T
1.3 @R AAERHE  HIEHGC-27 411
DMEM ¢ &85 33 (& 10% M2F g m 1Y% 5%
RHEHE) T 37°C. 5% COMEEFA IR, 5
B0 R 2s X BB . ne-FOXK1 4 #l si-FOXKI14H .
1.4 si-FOXKI1 #= nc-FOXK1 # % % U4 A7 i 1A
6 -FL 240 Jif 555 5% b v AL AR MV A B IR 3 7006 LA H
o IR S R4, §% 4k 2D 3R #& M) Lipofectamine ™
3000 UL HA B HEAT, B ge 4 H J: Bk 6 FL A0 KE 37 A
MIIHEE TR AL, JHPBS PG vk 1k, &AL mA
1.75 mL TG I ¥ &5 77 B, fE LW E LS
125 pl JC I 7% % 75 3646 B 5 pul siRNA, £ 55 — 4
B0 8 125 L JC i v B R RE OB 3.75 pl
Lipofectamine ™ 30004 447, R F#+E 5 min,
1R A %% Y43 7 Lipofectamine ™ 3000 11 siRNA i ¢
W, BRWRIRST, M2 5% RFHE 15 min,
A E] 6 fLan g B IR b, fESL 250 pul, RPN
BFMRA 5. K di s i E T 37 °CL 5% CO,
WiFh g 48 h Ll I, SR Western blotting ¥ £
D Qe R, L d A 33K,
1.5 Western blotting 3k # o & 42 § & HGC-27 &
A% FOXK1. NF-kB p65 #= p-NF-kB p65 & & & &
K CHE B G JE A0 M B R AR O e AR e
£, A SDS EREZE W, 100 CHE kB .05 b
B, TRHUK ST B 8 M5 % 2 PVDF BE, 5% B g 05
¥ E A 2 h, B4R 5 R RS B9 FOXKL, NF-kB
p65. p-NF-kB p65 Hl B-actin P& F i %, TBST
VERE 3R, AR RS P E 1h, WK 3K,
M ECL &G W e, #18. RH Image T 34453
Br &t B, IR HE R RIAKE . BER
FIRK V= H W8 4 KB H /B-actin & 11 4%
JKEEMH, EHREE 3.
1.6 MTT ZAn &4 8% HGC-27 MY A
1 B HGC-27 40 i 2 J5 115, #efhF 34
96 FLANMIR FEt b, AL 200 pl, FALLY 2 X 10° 441
ML, BH6NEA. ARITEERR ) 24, 48, 72/
96 h £ B 14~ 96 FLANAE RS 77tk , B FLINA i f2 ¥k
ERO0.5g LW HEMTT W 15 pL, & THK
F 37 CHOEIFE 4 ho 4 hJRFiidssRit, HfLHEm
A 150 pL B DMSO %W, & T #% K I #% 15 min
Je . SRR T USRS F R 2 A o8 A R, K 96 FLAN
JL 55 I B s R R AR A B, TERE YIS 240 48,
72 196 hF 490 nm P < 4b 43 5K DU 45 20 W b B
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(A) fH, DL AHACIRAH NI ] 50 200 i 3 58 fig
T EL 3R

1.7 ABHBREBRARNE LT & HGC-27 @18 %
BB KL 5 0 B 9 HGC-27 48 i 9 i
fb. \mE, M TeMmMmBEREm T, HA4%
30040 fig, AMMEEEFRA 14d, Wim A 3 dHRk
LR, W BE T WS¢ 5 R T i 4 4R i R 507,
B4 M 15 = AU, ] PBS Z vh s vE 3k,
A 4% Z R P EEE 2 10 min, FE 2 B ES InA
0.1% %5 f 2 4L 5 15 min, PBS 2% w4 ¥k 31K,
et 5 0 BE T 90 % 45 4 40 i e B T O B, SE K R
23,

1.8 @RI REEARMNEATEHGC-27THE T
A& A6 AL MR IR 3 A% E B 0. 5 cm B
et FLAYSE AT 2R, 1 Rl A0 M S R 40 M 9 Bk 70 %
U5 U, A A T 6 FL 20 M 355 3% A s A Sk o
BT 6 FLAN MR = AUR IR . {4 PBS 2% M
VE2UK, IMASE LT B35 = R gk sk 55 9%, 7E 0.
24 F1 48 h WL 2% 488 HGC-27 41 M 1T 6 1% 1 JF 7 8] &
WMETIE, LREE 3K, R Inage J 3
IR M A, METEHEE (24h) = (0OhH]
JRm A —24 h XIJR mA) /0 h &R 1w AL < 100% ,
A ERF (48h) = (0 hRPJR AL — 48 h &R i
) /0 h R AL X 100% .

1.9 Transwell ) E L RAMNEHE & HGC-274m
FO6 L Rt B R e tm IO R R B XIS o N Bl L T
JBE AN il R BT S, B S A I FOXK i 1% J5 1 9
HGC-27 L i 1R 28 68 1, AHH I & I FOXKI i
fiKJ5 B HGC-27 40 i iE RS . 1, FF Matrigel 3%
T AL R R DL 1 s SRS, B /NE N
A 60 pL Wi BEUF I BE TS, TS SR 555 3 h, fiff
B R R, K L E 2 R, A
100 plL B filt K5 5% 5L 05 A 55 32 46 P 30 min 47 5&
JEBK AL, W kg, 2N = A 500 pL 58 4
Frge gk, B RS 5100 4 M B 5 Al B 5
200 pL, [A]EF G b5 f R S R = AR, 24 hs
Wt /has, W in R, i1 PBS 28wl Uk 31K,
oA B B E S, M 0.1% 45 48 4 {5 15 min,
PBS Ml i vk 3k, AR EmIE L /NS L2
R, BT, AR R T A0 BRIE 400 SR A i T S
BRI f= 2R, SR 3K,

1.10 %% 54 KM GraphPad Prism 8.0. 14
TR AT G 2= . 45 4l FOXKL, NF-«B

p65 Fl p-NF-kB p65 & 1 & ik K-, se k&I ni 4,
MMER R, AT R EZ BT ES
IR, Phats FoR, 2 41 A RE AR 180 H SR FH T
SEREAR R, 20 2 MR AR BRI BCR IR R Y
2570, ZH 1A M LR H SNK-g K 5 . DL P<<
0.05 h2ZRA G2 E L.

2 & B

2.1 BRAZHEAFEFHALHA P FOXKI
mRNA & & ARF T GEPIA Budi P2 K & I 1 5L
K UE T A L 41 B 3% (The Cancer Genome
Atlas, TCGA) 15k K A 2 21 % ik (Genotype-
Tissue Expression, GTEx) %4 2 1 408 i B % 41
BUNEAR e 211 ) IE B A2 A, I Hr FOXK1
mRNA R B K 45 R B on . 788 A A
FOXKI mRNA £ 5K/ T IEW B 440 (P<
0.05), WK1,

Expression level of FOXK1 mRNA

Tumor Normal

(n=408) (n=211)

"P<C0.05 vs normal group.
M1 BHEAHABRAXAER B HRAEALRSD FOXKI
mRNA RikKF
Fig. 1 Expression levels of FOXK1 mRNA in human

gastric cancer tissue and normal gastric tissue

2.2 E¥ BB GES-1mA 8% HGC-27 &b
¥ FOXK1 % & & & AKF Western blotting 1 £ Il
SRR 15 H 9 HGC-27 41 il vh FOXK1 & 1 %
KKOER FIEW B 25 GES-1 408 (P<<0.01)
ILE 2,

2.3 BWAEEHGC-27T @i+ FOXKI & & k&K
F  Western blotting ¥ &I 45 R W oR : 525 X -
H M ne-FOXK1AH L&, si-FOXKI1Z4H FOXKI1&EH
FRIKF I BRI (P<<0.01). WK 3.
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A': Electrophoregram (Lane 1: GES-1 cells; Lane 2: HGC-27
cells) ; B: Histogram. P<<0.01 vs GES-1 cells.

B2 IE% BE#BGES-1 4 #0 B HGC-27 A g v
FOXKI1%E HREHKE (A) R EKE(B)

Fig. 2
expression of FOXKI1 protein in normal gastric mucosa

GES-1 cells and gastric cancer HGC-27 cells

Electrophoregram(A) and histogram(B) of

K 45 B 8o . 525 (% B4 ne-FOXK1 4 1k

1 2 3 Mr
FOXKI  ouep @EED = 10500
pacin - i D S 2 00
A
1.5
G
2 o=
[
z ig 1.0
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.% § *A
2 0.5
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m
0.0 1
Control Nc-FOXK1  Si-FOXK1
B

A': Electrophoregram (Lane 1: Control group; Lane 2: Nc-
FOXK1 group; Lane 3:Si-FOXK1 group) ; B: Histogram. P<<
0.01 vs control group; “P<<0.01 vs Ne-FOXK1 group.

B3 A48 HGC-27 @M FOXKIEARBAK
B (A)FNE&E(B)

Fig. 3

expression of FOXKI1 protein in gastric cancer

Electrophoregram(A) and histogram(B) of

HGC-27 cells in various groups

B, si-FOXKI 41 H 4 HGC-27 41 My %) 3% 58 g 1 78
AFEIEFE B (24, 48196 h) HFEME (P<<0. 055k
P<<0.01)., W% 1,

£1 FHAHBHGC-27 MR aE S

Tab.1 Proliferation abilities of gastric cancer HGC-27 cells in various groups (n=3,2%s)
A(490) value
Group
(z/h) 24 72 96
Control 0.6540.06 0.7440.04 0.9340.03 1.15+0.07
Nc-FOXK1 0.6140.01 0.7340.04 0.8340.18 1.13+0.08
Si-FOXK1 0.53+0.01"* 0.58+0.01"44 0.67+0.03 0.7940.01"44

"P<0.05, ""P<C0.01 s control group; “P<C0.05, ““P<C0.01 vs nc-FOXK1 group.

2.5 BHABEHGC2T@mMM LEL RHE Tk
W L m kg RE R S ANKEA
[ (327.30+34.43) 4~ ] 1 nc-FOXK1 4
[ (340.00+33.87) 4~ ] H #& , si-FOXKI 4
[ (239.004+11.79) A~] B % HGC-27 41 jitg i e
BT B OE /> (P<<0.05). WK 4,

2.6 BABRHGC2TmMHEHmMBE T
18] SUBE 20 ) 6 R O 24 148 h Y 40 i k47 41

M, SRR TEHMERIRS 48 h, 525 [ 4
(35% 4+2%) Finc-FOXKI4 (37%+2%) %,
si-FOXK14] (27%+1%) B9 HGC-27 41 i i 41
LA 7% R A FrREAIR (P<<0.05). LI 5.
27 BZHE B REHGC2T Mt w12 & %
Transwell /NE SZE R 25 R B8 . 525 A X
M4 (163.30 4~ £14.74 4~ ) Hl nc-FOXKI1 4
(158.304+21.784) L#, si-FOXKI1 41 # 41
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A
A B ¢ A:Control group; B:Ne-FOXK1 group; C:Si-FOXK1 group.
A:Control group; B:Ne-FOXK1 group; C: Si-FOXKI group. Ee6 SAFEHGC-27MIHBEES
El4 &4A5EHGC-27 40 B w B sl Fig. 6 Migration ability of gastric cancer HGC-27 cells
Fig. 4 Clone-forming numbers of gastric cancer HGC-27 in various groups

cells in various groups

(101. 301=+6.661) LA, si-FOXKI141 (69. 331+
Control Ne-FOXK1 Si-FOXK1 8.08 1) 1= Z& 40 M % W W o > (P<<0.05) .
K7,

A': Control group; B :Nc-FOXK1 group; C: Si-FOXKI group.
B7 £4HFHHGC-27 JMAYRERE R

Fig.7 Invasion of gastric cancer HGC-27 cells in various

groups

H5 HAEBHGC-2THRKNIBELR
Fig. 5 Migration of gastric cancer HGC-27 cells in 2.8 A4 B 7@ HGC-27 & Ji& c]:v NF-k B p65 Fa
various groups p-NF-kB p65 % @ % ik KFE  Western blotting ¥ i
MEE R IR 52 A A A ne-FOXK1 4 32,
Mi% (95.674+19.4041) Bl (P<<0.05), si-FOXK1 4 H % HGC-27 40 Jfid 1 p-NF-kB p65 # [
WK 6. Transwell/ NESLIMEE R TR 550 RKXAKEUBEM (P<0.05), NF-kB p65EHF*E
Xf MR ZH (98.67 A +4.93 4 ) Fl ne-FOXK1 4 KK ERTGIT#E L (P>0.05). WA S,

I 2 3 Mr

NK-kBp6s W S — 05 000

mm Control
=3 Ne-FOXK1
= Si-FOXK1

1.5

P-NK-kB p65 s W S 65 000 i &

FOXK1 -__— W e )5 0.5

Expression level of protein

B-actin S o > ()

0.0

NK-xBp65  p-NK-kBp65  FOXKI

A B

Lane 1:Control group; Lane 2:Nc-FOXK1 group; Lane 3:Si-FOXK1 group."P<<0.05 vs control group;“P<<0.05 vs nc-FOXK1 group.
B8 & EMHGC-27 4 T NF-«B I8 B2 [ R IA d vk (A) M E & (B)
Fig. 8 Electrophoregram (A) and histogram (B) of expressions of NF-kB pathway proteins in gastric cancer HGC-27

cells in various groups
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3 3

FOXKI1 /& FOX ZE M i 2 —, HE5H iy X
S 5 A0 SR EL A B SO MR E T, fEFOX AR
i g 410 o) 0 s AE OB OO A . WANG %
H B9 s . FOXKI BE 5 46 958 e 25 44 8 2 11 43
(coiled coil domain containing protein 43, CCDC43)
YEHL, MO 42 F 45 B B 9 40 e 12 28 F i B
LONG % " fff 58 878 . FOXK1 Al miR-195-5p
AR A I AR A0 A &R . b T T
FOXKI17E B iy Rk RAEH, ARFRER T A
IEH H B L GES-1 41 i fn ok 4 4k B 9 HGC-27
A0, FIJH GEPIA 78 2 £ 4 4l Western blotting
1253 IAE mRNA K- B 8 KRl FOXKT Y &
KB, RMFOXKLTE BEAM b mERL, X5
FELHEY . WATE " N ZHANG % U [ BF 5T 45
2.

N H R R R R 2B B, Horp
W AN 7 1 ) 0 40 M 3 A . AR SE R T RNA T
MH AW FOXKLITUR G, KR MTT 2 f 58 B P
B 52 6 B H 8 s HGC-27 40 it 48 5 B 1 19 5
i, g5 REM . 525 [ AL ne-FOXKL 4 H
i, si-FOXKI 41§ 2 HGC-27 40 i /) 41 i 34 42 fig
JI TR, FWILE FOXKLJFME T H % HGC-27
0 M B AE, WANG 277 fF gT 45 R R W .
FOXKI i3 A {2 o B @i fg py 3 a0k 5 B s i
MR R BUS A 5. MR IR RIS SR E T
B D PR 22—, s 4T B % 2 35 35 VS SR 4T i 4 3
Jo 4 2% A R A 4T e A e A% L TR g o R
240 P 1Y 3 RS AR 28 BN R TR T I — A AL
12 1T AR SE R 40 R IR 525 A Transwell /N3
S5 K i T BR FOXK J5 H 98 HGC-27 4 i i i 78
KAzZ8ae )1, 459 KW: WM FOXKLE, 5% M
X B ZH A ne-FOXK1 41 k48, si-FOXKI1 40 HGC-27
ML R KA ZERE S TR, X5 FENG % ' Al
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