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Study on UFC1 regulating the proliferation of liver cancer cells via YAP/ CCNA2"
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Abstract  Objective; To investigate the role and mechanism of UFC1 in liver cancer progression.
Methods; TCGA database was used to analyze the expression of UFC1 in liver cancer tissues and to detect
the relationship between its expression and the prognosis of HCC patients. Hepal-6 murine cells were

constructed by infection with lentivirus to form a stable knockdown cell line of UFC1. Colony formation

O EE£TH: P35 FFHAEEETELRE (HAAD20238031) ;7 & & KA 3£ 20 B (2020GXNSFBA159034) ; B £ A %
A5k AR B (82003129) ,

@ E—EBEN H, AL AT @ H IR,

® BIE{EHE K+, E-mail : chongzhang.1003@ 163.com,

.26 -



%14 #H

#4 .UFC1 % YAP/CCNA?2 842 I J m JoL X8 585 64 BF %,

% 36 %

experiment was used to detect the proliferation of cells. Silencing the expression of UFC1 by transiently

transfecting cells with siRNA, the mRNA and protein expression levels of YAP and its downstream cyclin

were detected by real-time fluorescent quantitative PCR ( RT-qPCR) and Western blot, respectively.

Results; The database analysis results showed that UFC1 was highly expressed in liver cancer tissues and

was associated with poor prognosis. After UFC1 knockdown, the proliferation of hepatoma cells was

decreased, the expression of YAP protein was down-regulated, and the expression of CCNA2 was

significantly reduced. Conclusion; UFCI is highly expressed in liver cancer, indicating poor prognosis of

patients. UFC1 silencing can down-regulate the expression of YAP and its downstream CCNA2, and inhibit

the proliferation of mouse liver cancer cells. It suggests that UFC1 may be a potential target for the

treatment of liver cancer.
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CCNA2 GCCTTCACCATTCATGTGGAT TTGCTGCGGGTAAAGAGACAG

CCNBI1 AAGGTGCCTGTGTGTGAACC GTCAGCCCCATCATCTGCG

CDC20 TTCGTGTTCGAGAGCGATTTG ACCTTGGAACTAGATTTGCCAG

CDC25B TCCGATCCTTACCAGTGAGG GGGCAGAGCTGGAATGAGG
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Investigation and DNA identification for Toxoplasma gondii
infection in critical patients in Guilin region@

LIANG Xue'? | YE Guishan?, TAN Jie', HAN Minghui', XIA Chunbo', LI Zhongyuan'®
(1. Guangxi Key Laboratory of Brain and Cognitive Neuroscience, Guilin Medical University, Guilin
541199 2. Dept. of Hospital-Acquired Infection Control, the Affiliated Hospital of Guilin Medical
University, Guilin 541001, China)

Abstract Objective; To investigate the infection status of T. gondii in critical patients in the area of
Guilin, Guangxi. Methods: 260 fasting venous blood samples of critical patients admitted in the Affiliated

Hospital of Guilin Medical University from Nov. 2018 to Nov. 2019 were collected, then the serum was
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separated, and the serum IgG antibody level of 7. gondii was detected by ELISA method. The correlation

between T. gondii infection and gender, age and type of disease was analyzed, and all T. gondii IgG

positive samples were identified through DNA extraction. Results; Our data showed that there were 73 male

and 24 female critical patients with 7. gondii IgG antibodies can be positive infection, with the

seroprevalence rate of 37.31% ; the seroprevalence rate in male was 41.01%, which is higher than

29.27 % in female; and there was no correlation between T. gondii infection and gender, age and disease

type of critical patients ( P>0.05) and no T. gondii-specific DNA sequences were detected in the serum

samples of patients with positive IgG. Conclusion; The infection rate of T. gondii is higher in critical

patients in Guilin region, but the age and type of disease are not the risk factors for the infection.

Keywords : Toxoplasma gondii; critical patient; Guilin region; DNA identification
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Premix Taq™ Version 2.0 plus dye () H TaKaRa
/AT]) ;DL2000 DNA Marker( 14 [ 28 3¢ A= M1 RH (1
W) A A BR 23 ) 5 MLV L 200 R 2H 1R PR 2 DNA
FRIGAR & (DP304) (g H RARAEALFHE (db ) A
FRAF) s ANH S IE B TG $TiR ELISA g I3 551 £
( BSOSO A BRA F ™) . PCR 1G4 o1 Uk
CFN iMark A1 ( 52 Bio-Rad 23 H 7=t ) s BEHC K
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PCR ¥ ¥4 50047 .
1.2.4 DNA 8 SIEH IoG HME MR UTEY
100 pg, N5 GA GRS , AR A , R HRS:
PR RARA AR (b0 A3 BR 2> w) LR 48 1 1 2 41
FEPHZ0 DNA 42 B30 & 00 68 F BB i AT, 75 2
AR BOGE R 4] DNA B, T 01 100 wl TE 28 uf
W, EIRACE 3 min S5, LA 12 000 v/min (1453 B 250
2 min , XF 1% DNA SEAFUER
1.2.5 PCR ¥ ¥ 5k vk LIREUY DNA g
iz, Toxo-529 F/R R 514, %} 5% B Toxo-529 & &
P HEAT R Sk PCR 93, B B A =S 1
XTHE PCR SV A % 4 ; Premix Taq 25.0 wl, Toxo-
529 F/R(20 uM) 1.0 wl,DNA 2.0 wl, #MiddH,0 &
50.0 pl; HHE 45K .94 CTHAEME: 7 min, 94 C 5%
1 min,55 CiE K 1 min,72 °CZEf{ 1 min,35 PMEH,
72 CRIEMH 10 min, FrA8 1k 126 Sl BE L
HL UK HEA T 207 o
1.3 GitFEH*E

K H SPSS 18.0 GEit2# B4t %k B i Ktk #4773
Br,P<0.05 £R2ZEFA LI L,

2 #R
2.1 SHHBLER

260 FlfEE B, S IE W 1gG R e HEPUIARBH AR
k3731 % s R PEIER 29.27 % KT 5 B PR

.34 -

41.01 % ; 5T HUR YL 5 fa 8 R 4 P00 (X2 = 3.3098 ) Fll
RIS (X2 =0.2721) B3 JC M 6 (P>0.05) , L3 1 F0
*2,

X1 SHEHRABLESHANNERSH(n, %)
IgG ik IgG Fifk
H n SH Pz 222 UU
4L BEEG) B RO
3 178 73 105 41.01
5’8 82 24 58 29.27

K2 SHHEBRESFRHXEDIN(n, %)

w o R e
DA 17 7 10 41.18
= 22 9 13 40.91
AR 93 34 59 36.56
HAE 128 47 81 36.72

22 SEHABLSEERERRLREAEIE

PORSHIA e LT TN s e b i) [P
RIMATHHTIT KB, 5 I8 L 1eG PUIKs 5 BR
KRITCHIFAE (P>0.05) , W 3,

K3 SHHREEREREBREXBENXERESN(n, %)

leG Ptk IeG ik

4 n T () B () PSR (%)

FEAE 61 18 43 29.51
WERIE 36 17 19 47.22

Wigps 47 23 24 48.94
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R TgG PP L TR 7 Xk B R 25 B
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AR 5 R RO R B T ¢, 5 STk e
A
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