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[{HE] B89 #FFAMEAN K -37 (interleukin-37, 1L-37) RAEAMHIA Tt HepG2
FFRE A o . TR R, iE O 1L-37 B8 i R R Ak pCDH-CMV-MCS-
1L37-copGFP-T2A-Puro ( pCDH-IL-37 44 ) 5 % H # &£ pCDH-CMV-MCS-EF1-copGFP-
T2A~Puro ( pCDH 41 ) 43 A SC B 20 550 R, 3 50T P 2H R A 595 B A 2 55 MR 8 R i
SR G e ARSI IR0 HepG2 40 38 2 SE A5 ' o bl i S SR A % )2 1. ( quantitative
real—time reverse transcription polymerase chain reaction, RT-qPCR ) R 5 e J 1) HepG2 4iififd
Y 1L-37 mRNA Ak, il g4 & -8 (cell counting kit-8, CCK-8) &k
IL-37 X} HepG2 4 i3 58 1 52 el o 88 5o 3 XA AR A I TL-37 X HepG2 2 i Jis) 1 A 0 T 1)
W, SR LT B RIER AR I, O R GR BoR 18R TR A A )
e F] HepG2 40 . RT-qPCR 4558 W78, HepG2 4RAIH 1L-37 AT £k /K. CCK-8
TR ZE R Bk, MMEEFE 24 h, 48 h, 72 h )5, 5 pCDH 4 He %, pCDH-TL-37 4H 40 iy
450 nm AL FEEE (optical density, OD) , B OD450, WOGIHBH BREK, 5 HAS%
IEE X (P <0001) , HRERFRIBEIAER, AT REEFEIC 40 AR
MR WL R R, 5 pCDH 41 b4, pCDH-IL-37 ZHAY S W40 A e 2R i A%, G1 4
Ji bR R T, AR AR BRI 1A A AR A I A O T 45 R B R, pCDH-
1L-37 AR TR B &5 T pCDH 20 ( 9.833% + 0.252% vs. 4.867% + 0.569%, P < 0.001 ) .
RT-qPCR 45 % 7%, pCDH-IL-37 ZH Caspase—3 5 Fas ) mRNA &3k /K F-FEA%, 20 IL-37
X} Caspase-3 5 Fas I F MR T- Al g LA HBTEH . i 1L-37 FEARSNAT LA 90 6 i
YA HepG2 (3G 5H , JREILIAT, K4t R 7E G1 W1, JFATBEiE S T I Caspase-3 5
Fas )21k, X} Caspase-3 5 Fas 55 HIH T R FEHRTTAE

[E52i7) AN 2 —37; M HepG2 4R ; ZRNEHAAY: Z0NEVET : 2400
[FEZEST R7357  [SCEARIRED] A
Effects of interleukin-37 on proliferation, apoptosis and cycle of HepG2
hepatoma cells

FANG Ping', CAl Decheng?®, MENG Ping®, WANG Rong', HAN Xiujuan', ZHANG Chengfang’

1. Department of Medical Laboratory, Huadu District People's Hospital of Guangzhou, Guangzhou
510800, China

DOI: 10.12173/.issn.1004-4337.202409192
HAETE: NS XA R E (22-HOWS-034) ; J7 N w464 X A K & b be W AH#F 2245 8 (2020005 )
MiEH# . F 3, Email: crystal10071@163.com

https://slyyx.whuznhmedj.com/


http://dx.doi.org/10.12173/j.issn.1004-5511.202203023
http://dx.doi.org/10.12173/j.issn.1004-5511.202407016
http://dx.doi.org/10.12173/j.issn.1004-5511.202409192

HIBE = 20254 3 H¥ 3855 34 J.Math.Med. Mar. 2025, Vol. 38, No.3 179

2. Department of Obstetrics and Gynecology; The Third Affiliated Hospital of Southern Medical University, Guangzhou
510000, China

3. Central Laboratory, Huadu District People's Hospital of Guangzhou, Guangzhou 510800, China

Corresponding author: FANG Ping, Email: crystal10071@163.com

[ Abstract] Objective To investigate the effect of interleukin-37 (IL-37) inflammatory inhibitor on
the proliferation, apoptosis and cycle of HepG2 hepatoma cells. Methods The lentiviral expression vector
pCDH-CMV-MCS-IL37-copGFP-T2A-Puro with the IL-37 (pCDH-IL-37 group) and blank vector pCDH-
CMV-MCS-EF1-copGFP-T2A-Puro (pCDH group) were divided into the experimental group and the control
group, respectively. The two groups were screened for viral packaging and puromycin, respectively, and then
transfected into HepG2 cells in vitro. The mRNA expression level of IL-37 in transfected HepG2 cells was
determined by quantitative real-time reverse transcription polymerase chain reaction (RT-qPCR). The effect of
IL-37 on the proliferation of HepG2 cells was detected by cell counting kit-8 (CCK-8). The effects of IL-37 on
the cycle and apoptosis of HepG2 cells were evaluated by flow cytometry. Results After lentivirus packaging,
infection, and puromycin screening, fluorescence microscopy showed that the lentiviral expression vectors were
successfully transfected into HepG2 cells. RT-qPCR showed a high level of IL-37 expression in HepG2 cells. The
results of CCK-8 assay showed that after 24 h, 48 h and 72 h of cell culture, the optical density (OD) at 450 nm
of cells in PCDH-IL-37 group was significantly lower than that in pCDH group. The difference was statistically
significant (P<0.001), and the cell survival rate decreased gradually with the extension of culture time. Flow
cytometry showed that compared with pCDH group, the ratio of S phase cells was significantly decreased in
PCDH-IL-37 group, and the ratio of G1 phase cells was significantly increased, and the cell cycle was blocked
in G1 phase. Flow cytometry showed that the apoptosis rate of PCDH-IL-37 group was significantly higher
than that of pCDH group (9.833%+0.252% vs. 4.867%+0.569%, P<0.001). RT-qPCR results showed that mRNA
expression levels of Caspase-3 and Fas were decreased in pCDH-IL-37 group, suggesting that IL-37 may have a
resistance to Caspase-3 and Fas induced apoptosis. Conclusion IL-37 can directly inhibit the proliferation of
HepG2 hepatoma cells in vitro, promote the apoptosis, and block the cell cycle in the G1 phase, and may play a
role in the resistance to Caspase-3 and Fas induced apoptosis by down-regulating the expression of Caspase-3

and Fas.
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5k PE I e ( primary liver cancer, PLC ) L5 i 1k 86%, 1 HBV B UL S8 (19 T 21 4k {k,
JE NN DGV, T 4 B i A ¢ FFREAL 2T [ HCC B9 FZR A M, Ik, "k‘?)”J
FET 5 = A0 My I 4 T 9 Chepatocellular (31| IRE= A EE /L AN 7/ b U N2 TIN 1A AR LN
carcinoma, HCC) J& PLC ) F SRR, 4 JE PG FERE HCC 187 ik ia sG&it.

PLC ) 80%~85%, & 4=FK 1l i) — 301 5 Ky 3t F1 40 i/ Z =37 Cinterleukin 37, 11-37) &
R P T HCC St fE it s, JiAReE EIQEHE@ 2 _1 Cinterleukin 1, IL-1) F % %
RN B AR K, Wi e K 250 HEa 0 e 40 . ATAE L5 R PT 2 BT VR e B e 1k

THRM, Hd T RAERITRL Y 3T AR, ﬁ%iﬁ‘?\ u&i@ﬁﬁ\ RS . A S etk
P2 SORE FIFEAE HCC 1Y & K J v B A5 1) A AE ﬁ*ﬂ%@ﬁ%ﬁﬁqﬂﬁﬁﬁgﬁ?ﬁﬁm o R
FHEAFR) 2 UEsE U7 R i i I e 5 A FEMFFR AL, 1L-37 E2LE S5 M M5
MRFEER ARG O, N SBUFLr4ifb . i BE IR, IR A Jﬂl”a"giﬁiﬁﬂ*ﬁééﬁﬂﬂﬁ
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B, i3RI 137 (AN Hep3B £S5 R]
PAISEAE S Z 00 H AR A5G40 (natural killer cell,
NK) , TL-37 £E K P4 A] i i 3445 CD57+NK 46 it
{18 6 R S AR FH A 3 T 40 9 4 e 1
Liu 25 76 A9 40 g SMMC=7721 F1 HepG2 4 fifs
HR L, i A IL-37 i@ i HOC FRENZE G2/M
290 T S v S o e A A, (EL AR R Y
WD ANREIH R T A T, T e R Ak B
2% DPP [a] Y5 % 3 ( phosphorylated mothers against
decapentaplegic homolog 3, pSmad3) 155 M c—Jun
AR AR IS ( c—=Jun N—terminal kinase, JNK) /
% H2 X B R 1k 19 Smad3 (linker—phosphorylated
Smad3, pSmad3L) /& %8 40 M J& & (cellular—
myelocytomatosis oncogene gene, c¢—Myec ) FY E( J&
G AN C- KRR LAY Smad3 ( C—terminally
phosphorylated Smad3, pSmad3C ) /P21 A9 fif J§3 #1l
T 5 S 240 M g g 2B 4 T L SRS
KB, IL-37 40 T HepG2 LAY I4 58, JF Al
T 00 T W R E LS —3— P47 ( phosphatidylinositol
3 kinase, PI3K) /&K [0 B (protein kinase B,
AKT) / 8 10 5 2 0 & 1 (mammalian target of
rapamycin, mTOR ) i #&1%5 5 A 20 il SMMC-
7721 1 Huh—7 4HE Y A W 5987 1, %8 1L-37
B 24 55 9 75 X A 9 40 i HepG2. HCCLM3
SMMC7721 5 Bel7402HCC 41 i 35 EL A 14 5 4l
BEM ", BRI IL-37 AR RS 1R
S S M SO R F 3 (signal transducer and
activator of transcription3, STAT3 ) BY B ER Ak K
FREAR, W] STAT3 5 HCC 4y 158 . 1B
FRZE# VIO, Li 45 & 8 1L-37 7£ HCC 4141
FILN T 3 20 M HepG2 5 MHCCO7H 1 i 3 3K B
", Guo 5% FIAE HepG2 5 MHCCO7H 40jE
IL-37 ] G ] 1 4 A2 —6 (interleukin—6,
IL-6 ) / \RAKRGE G 5 A F 4 (octamer—binding
transcription factor 4, Octd ) & 72 1 il HCC ) &
J& o IL-37 FE AR SMMC 7721 Hh i s
1 e 20 A e TP v AR ot A A R B I
Az R TR Rk ok KRB AR BUEH T ik
WF 98 K ZHURETERA 11.-37 7 38 o 410 1 40 it 4 g >
FHLIE HCC Ay %A=, (BAET5- S 4t A 0 T 0 &SI BH i
T AT E N, P, AROF5EE RS
FIRAMAR, VBB IL-37 X I HepG2 41
JRISE5E R R R TR

1 #ZREFE
1.1 FHiEER

N IL-37 5 20 18 %% B 4 35 24K 2 pCDH-
CMV-MCS-IL37-copGFP-T2A-Puro, X I8 % &
3 pCDH-CMV-MCS-EF1-copGFP-T2A-puro,
I3 BIAE Ry 5286 4 (pCDH-IL-37 £ ) £ %) R 21

(pCDH 41 ) o PiFhg A4 [ I IGE A= 8t

AR F, psPAX2 FIl pMD2G Jii ki I [ 25 [
ThermoFisher Scientific .
1.2 HpatEsF

N HepG2 41 Jifl 2 A1 X HEK293T 41 it 22 3K i
T E R BE L 1AM A A 2 B AR R TR AN
Jifd % . HepG2 41 Jifd 1 HEK293T 4 il 75 & A 10%
GR35 (Gibeo ) 1Y DMEM 15355E ( Gibeo ) 1,
37°C, 5% CO, {37,
1.3 [BRSERMMEMARNEL

Fe IR UL, fd H polybren ( Polysciences )
¥ pCDH-TL-37 5 pCDH {38 {4 i k7. pSPAX2,
pMD2G = kit gL 293 T 401, 72 h J5UCEER i
3 IR O R R P R PR R R
pCDH-IL-37 Al pCDH 3 FE ¥ A 1 x 10” TU/mL,
4% 98 & pCDH- IL-37 Ji 47 5 pCDH [ A7
s B IR L N R 40 L &R HepG2, 7E 5 mg/mL 2
W (Sigma) FEE T, JEY ZE0 (multiplicity of
infection, MOIL) /30, &Yt 72h )5, H2 peg/mlL
MRS R RO E AN, ESTARERARER .
1.4 RERMIHEXTEER G R

K 2R RNA P $2 B0 & (BioTeke )
PEICEE FR AN M B RNA, AN 066 B T 2
260 nm/280 nm WY EEAA, 153 RNA A9k B
M2l . 4% M8 HiSeript I Q RT SuperMix for gPCR

( +gDNA wiper ) & 7l & (Vazyme ) 3d B 45 X

S RNA HE AT 380 5% 5% & i cDNA, L cDNA S 45
M, 20 pl 4 2 thfin AR B0 41 43 Hieff “qPCR
SYBR" Green Master Mix ( Low Rox Plus ) JZJW
RAW 100 pL, W51 ¥ 08 uL, FHFsl 4
0.8 uL, ddH,0 7.4 uL F1 ¢DNA 1 pL. IL-37 [Jif
1% : 5'-TTCTTTGCATTAGCCTCATCCTT-3',
N5 #: 5'-CGTGCTGATTCCTTTTGGGC-3',
P R Bt K O 182 bp; Fas - JiF 51 ¥ 5'-
CTTCCCATCCTCCTGACCACCG-3", FiEsl
Y. 5'-TCACTCGTAAACCGCTTCCCTC=3",
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P38 R B K BE 117 bp; Caspase-3 |- i 51 ¥
5'-GGACTGTGGCATTGAGACAGA-3", R
51#%: 5'-TCAAGCTTGTCGGCATACTGT-3",
P R B K ¥ 189 bp ;5 GAPDH | i 51 #.
5'-AACGGATTTGGTCGTATTGGG-3', FiiEs |4y
5'-CCTGGAAGATGGTGATGGGAT-3', ¥~ #4 K
BERK B 211 bpe RV &A4: 94CHUAEE 1 min,
SRIG94°C 155, 60°C 20s, 72°C 20 s, 40 &
WG 4°CEREE. B IL-37. Fas 55 Caspase-3 5%
ik A —4b N2 GAPDH, R b4 13 1 17 35
(2-A ACy) A IL-37, Fas 5 Caspase-3 mRNA
AT IR o
1.5 pEitEtFIE-83KE

i A TG & -8 (cell counting kit—8,
CCK-8) (Beyotime ) 4% M8 130 B} 45 45 I 41 g 3%
FEAE T . ANMEAE 96 FLAR 43l EE 3% 4 hy 24 h,
48 h 1 72 h, 4 [ & L (100 pL) 1 A 10 pL
CCK-8 i 7, 4L & 2 h, i 5% 450 nm 4k 1%
JEAE (0D450) o SZI 20 40 A7 15 R =] (5L fL
0D450- %5 1L 0D450 ) / ( X} #E2H OD450- %5 (4L
0D450) [x 100%, SELHKHEE 3 K,
1.6 ZHAAEHAKEE

MRAERN T 6 FLIGFRAREL YL 48 h J5, AR 4H
i I B R 55 28 v ( phosphate buffer solution,
PBS) PRI, SRIGIMATE 75% L FEE %,
T 20 CREELIR . A PBS (7% 50 pg/mL fifl
HEE) , 100 pe/mL RNaseA, (0.2% Triton X—100 )
4 CHEEEMEE 30 min, # ] NovoCyte 2000R i
ZHff1{Y ( ACEA Biosciences ) #illl 4 x 10° N4,
F48 F NovoExpress 1.2.4 #4708, #BAF A
S TE AL T G1 T, S IR G2 MRS H 433
SEEE 3 K.
1.7 ZHRAT- LG

1] Annexin V=APC /7AAD kit il{F & (kM
REHED B AR AR A F] ), RS A5
R TE N R AR K RAFAI 4RI 0.25% Ik
I —EDTA T 465 FH 7% PBS PR —k. LA
1 x 10°~1 x 10° /4~ 4 il /mL 4 ¥ £ 7 1 x Binding
Buffer *p 8 &, 7F 100 pL 19 20 i & % P fin A
5 uL Annexin V-APC #1110 pL 7AAD, = i %
% F 15 min, R J5 N A 485 pL i % 1 x Binding
Buffer, 37 B[l {#f F§ NovoCyte 2000R i =X 2 Jifd {%
( ACEA Biosciences ) i 4% {7 40 jfg it B i, 7

https://slyyx.whuznhmedj.com/

WAR i A T OS2 N AR N IE
il (APC-/TAAD-) , 72 L5 FR M IRHEH) 4 i
(APC—/TAAD+) , A7 T 2R 5106 T 20
(APC+/TAAD-) , A7 b5 PR hy 0 5 0 T 4 Jifa
( APC+/7TAAD+) . i JH NovoExpress 1.2.4 Ak
HATEAR S, BAE A B s Y S BR A0 A L
R, MMRAT RN A TRRS 4 FRR R Z .
SEEE 3 K.
1.8 ZitoHih

IV FH SPSS 20.0 84 47 808 4 B TR BE
BEAE PR EE (x+s ) Fon, P40 R
KM REAR t K5, PIP <005 WESAYS
HeEE X (KK a = 0.05) , £ LA
Bonferroni #21E, P < 0.05/N NERA G5 X
(N M HERED -

2 R

2.1 BRIZEIL-37HHepG2AE I 5L E

R BRI IR A HepG2 4IMAE 7 s ¥l
WMEEF 80% LA F AL A ar (a5 RE, B
SRR DR Y HepG2 4, VLI 1-A
B 1-Bo 3l SR UM L 4N S RNA, SR FHSER o8
e B 5 S B G B4E SX V] ( quantitative real—time
reverse transcription polymerase chain reaction,
RT-qPCR ) 6 ) P4 25 40} tPIL-37 mRNA 1Y 4
Xk, 45 BoR, pCDH-IL-37 41 4 1L-37
mRNA %8 pCDH 41 2 2% F i (250.091 + 8.630 vs.
1.000 £ 0.043, P=4x107") , &R CHHEES
F3K IL-37 mRNA A HepG2 400, WA 1-C,
2.2 IL-37#PHIHepG24 patEsE

CCK-8 #5 I 25 B 7R, 40 Jf 15 57 4 h B,
pCDH 415 pCDH-IL-37 41/ OD450 JCHH i 22 5 .
BfEREFE 24 h 5, 5 pCDH 4 EE, pCDH-IL-37
ZH 4 g (9 OD450 W] W B AIK (P < 0.001) , UL
FI2-A. B BRI A EH, 40 A7 16 2055
K%, DLIE 2-B. UBEBA#E & HepG2 41 i 11.-37
IR A AN HepG2 AARAYIEEE , WL 1. &l 2,
2.3 IL-37{E4n A EHARE % T 55 — B PR ER

45 B W o, pCDH-IL-37 2 ' 41 Jf 45 —
8] B2 3] (gap phase 1, G1 #1 ) 40fig [lL X N

(51.623% +0.548% ) , pCDHZLG1 1} 4 Jfd [t
RN (45.683% +0.803% ) , ZFA G FEE XL
(t=-10.586, P=4.510x10™*) . pCDH-IL-374
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2ﬁpm pCDH-IL-37

El1 §3XIAIL-37 mRNAKHepG2fiE I 54 E
Figure 1. Establishment and identification of HepG2 cells with high IL-37 mRNA expression
iE: A pCDHALM G E R AFAE N (£: Kbt, 4&: %ARMAL) ; B pCOH-IL-372069 4k & 3 R AH L (£ kAL, &: KARBME)
C. pCDHJ5 pCDH-1L-3741691L.-37 mRNAM 2 L, *+%P<0.001,

& 2.0+ 110-
- pCDH -
s 15] = pCDHIL-37 =
B} S 90
[N #
Z 1.0- E 80
z = 704
0.5 g
© 60-
0.0 v . ; . 50 v . . v
4 24 48 72 4 24 48 2
B} [8) (B LE NN o))

E2 IL-377[#MEIHep G240 B By 1L 58
Figure 2. IL-37 inhibits the proliferation of HepG2 cells
iE: A.pCDH5pCDH-1L—37484 h, 24 h, 48 h, 72 h#9OD450 nmB kAL AR, P <0.001; B. pCDH—IL—374084 2m L7475 5

%1 pCDHZ 5pCDH-IL-37400D450, AT X R MMEASHHILLER ( x+5 )
Table 1. Comparison of OD450, apoptosis rate and cell cycle distribution between pCDH group and
pCDH-IL-37 group (x +s)

Y=l pCDHZL (n=3) pCDH-IL-3741 (n=3) HE PH
CCK=8[OD (450 nm)]
4h 0.479 +0.027 0.464 + 0.038 0.586 0.590

24h 0.965 + 0.024 0.702 +0.011 17.709 6.000x 107

48 h 1.158 +0.017 0.792 + 0.027 20.017 3.700x 107

72 h 1.502 +0.014 0.972 +0.030 27.781 1.000 x 107
JHT 2 (%) 4.867 +0.569 0.833 +0.252 -13.834 1.580 x 107
JaAs G (%)

G13 45.683 +0.803 51.623 +0.548 -10.586 4510x10™

st 40.627 + 1.508 36.327 +0.803 4359 0.012

G234 13.690 + 0.747 12.050 + 1.181 2.033 0.112

i£: CCK-8, cell counting kit—8, Zmfigit#iX#&—8; OD, optical density, X% E, £ 75 L (0.05/8=6.25x 10", ik H8) i f
HREER,

A B (synthesisphase, S ) 200 LR A S HHZM M R TR, G1 A4 bR B & T
(36.327% +0.803% ) , pCDH 1 S M4 L% K PEIR 20 L R AR B A G 1. R 9 HepG2

(40.627% + 1.508% ), 2= 7 A Hiit2¢ 2 L(1=4.359, YA IL-37 (3K, AT 4 At i 100 B d BH T

P=0.012) . 5 pCDH 4 It, pCDH-IL-37 411 G1 1, S HA4NMOE H B sk /b, 4345 2 21041
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il WA 1. K 3,
2.4 IL-371R#HepG24AAE T

ST IL-37 75 5 19 41 i FE B BH A 2 S 5
AN T G, A I = A0 i AR A pCDH 4
55 pCDH-IL-37 £ 09 40 JfL 4 T 25 =0 245 R &
7N, FE HepG2 4 ffd o, pCDH 41 41 g I 13K
(4.867% +0.569% ) , pCDH-IL-37 £H 21 Jitg 4 1=
N (9.833%+0252%) , ZRAFHIT¥E X
(1=-13.834, P=1.580x10"") ; S5pCDH4 It
3, pCDH-IL-37 ARy 4 TR & A, W

106

A

B " {cusimv f G2
s:35.62% || |
G2:12.65%

G1:45.24%
{s:41.78% ||
G2:12.98% ||

80 92

60

Count
Count

25 0 05 1 15 2
PE-A (108)

 4-A—I&] 4-C,
2.5 IL-37#k¥iCaspase-35Fasif S
BT

RERVE 1L-37 {2 2F 40 M8 T VR AL, 8
F RT-qPCR 72: #6041 fifl Caspase—3 mRNA 5 Fas
mRNA £ ikK T 450 EoR, pCDH-IL-37 411
Caspase—3 mRNA (0.564 +0.182 vs. 1.000 + 0.153,
P=0.034) 5 Fas mRNA (0.568 +0.090 vs. 1.000 +
0. 083, P=0.004 )ik /K-F-4 pCDH ZH 4 B A,
WK 4-D., K 4-E,

C 60 . E3 pCDH
. EJ pCDHIL-37
s
N 40-
R
i
B 20
=2}

E3 IL-37{EHepG2RI 4R E HA P 7EG 158
Figure 3. IL-37 arrests the cell cycle of HepG2 in G1 phase
E: A pCDHA W B AKX L R; B. pCDH-IL-37208)mfie B MR X4 R; C. pPCDHE5pCDH—IL-374164 4a it B 41 o A Hr oL rb 4%,

P <0.001, "P<0.05,

C

L@
$73%

ALTE(%)

3
25%

A B
1} Q2.
(l 5 0.4% . 09% <‘
[a] 10 3 [=]
2 g
< <
b b
2] o
& Y
£ £
8 a 3
38%

T = 5

-10 0 10 10

Comp-RL1-A :: APC-A

D E
15 15
*

5 3
310 31
~ o~
L] o]
H H
-?;-O.5 =0
= =z

0.0

pCDH pCDH-IL-37

pCDH

o pCDH-IL-37

Comp-RL1-A :: APC-A

pCDH-IL-37

E4 IL-37{#HepG24 i - H#kHniCaspase-35FasiF SHIAT
Figure 4. IL-37 promotes the apoptosis of HepG2 cells and resists the apoptosis induced by Caspase-3 and Fas

E: A pCDHA# e i X4 R B. pCDH-IL-372 09 2w e A X4 R; C. pCDHI5pCDH—IL-3720 49 2wl 1k »LIL4L; D. pCDHY
pCDH—IL—3741 ) Caspase—3 mRNAF ik H JLIk4%; E. pCDH5pCDH—1L—374069Fas mRNAF A E sLI4; P <0.001, "P<0.01, "P<0.05,

3 it

IL-37 J&—FhREAEA M i) KSR Fo 2 ik oy
EE AR R - 1 TL-37 ] S 2 A
RAET, IL-6. HAMHEAZFE -12 (interleukin-12,
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IL-12) | vy TIREREFNRIE, ISR RAE LR
KRR R E TR P BRPLRTIAESN,
K, IL-37 5MREMCR&ZE, HCC 2R
R REZ —, R GHE NEMERR. 28U
B &AM T HBV . T R 58 95 2 8% Y sl 0 G 4%
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FEUEY BN RE, HEERRRKEZAS
DilF 4% - IFREAL - s e kit #E . 78 HCC &
kR, BRI R A EEAE SR,
XN A5 BAT 58 KR RE I Y 1L-37 AT HEXT HCC
1) R A FE R TR DIRE, A0S e dE M AR
IR IFLT . FR I LT Ak SR 1 S A R 4
WEAE I 2 W, TL-37 n] 38 3 0  HepG2 41 fifg 184
FEORFLIE HCC &4, (HAEFES HepG2 4N ALYA
T SO B T o A e

AW 5T o 2 TR R G (293T+
psPAX2+pMD2.G ) X TL-37 &35 2 AR IE 1760 2% il
SR e, B AR FRIA TL-37 B HepG2 4L,
K H CCK-8, Mk A IE 5 Annexin V-APC/7AAD
AR R TR R R L R IL-37 6 N 9
HepG2 3458 . 4 BRI - Ay 52 m, hik—
WFFE 1L-37 1€ HCC KA K B i E -ALHI B e T
LA, CCK-8 SEImRH, i3Ik IL-37 X4 fi
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