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Abstract

Objective:

The purpose of this study was to investigate the effect of rhPDCD5 combined with cisplatin on
chemotherapy of A549 cells and to explore its possible mechanism.
Methods:

1.Draw the A549 cell growth’s curve by Cell counting method;

2. Using laser scanning confocal fluorescence microscope to detection the expression of PDCD5
protein after treatment with various concentrations of rhPDCD5;

3. Using Elisa method to measure the expression of PDCD5 protein after treatment with various
concentrations of cisplatin;

4. The proliferation inhibition rate of the A549 cells that were treated with various concentrations of
rhPDCDS5 and cisplatin on 24h were detected by MTT assay; The cells were divided into 5 groups: the
control group, rhPDCD5(15 mg/L) group, cisplatin group (20 mg/L), rhPDCD5 15 mg/L + cisplatin (20
mg/L) group, rhPDCD5 30 mg/L + cisplatin (20 mg/L) group , after 24h treatment, the effects of drugs on
growth were detected by MTT assay;

5. The apoptoses and cell cycle were measured by flow cytometric;

6. The Caspase 3 activity was detected by fluorescence detection kit.

Results:

1.Draw A549 cell’s survival curve according the cell counting method and the cell doubling time was
18 h;

2. Laser scanning confocal fluorescence microscope showed that with the increase of rhPDCD5
protein concentration, the expression of PDCD5 protein in A549 cells was increased;

3. The ELISA showed that with the increase of cisplatin concentration, the secrete of PDCDS5 protein
in A549 cells was increased (F = 354.125, P < 0.001);

4. The proliferation inhibition rate of the cancer cells treated with different concentrations of
rhPDCDS5 were similar to those of controls(F=0.114, P=0.949), while those of the cells treated with
different concentrations of cisplatin(F=88.564, P<0.01); Compared to the single treatment, the combined
treatment with rhPDCD5 and cisplatin has a higher inhibiting cell proliferation(F = 130.147, P < 0.001), the
proliferation inhibition rate of the control group, rhPDCD5(15 mg/L) group, cisplatin group (20 mg/L),
rhPDCD5 15 mg/L + cisplatin group 20 mg/L, rhPDCD5 30 mg/L + cisplatin group 20 mg/L were
(0.00490.00)%, (0.61.07)%, (49.6741.43)%, (68.1741.49)%, (78.0340.94)%, respectively, and there was
statistically significant among these five groups(F=1095.472, P<0.001);

5.The GO/ G1 phase of the groups were (26.4340.95)%, (27.3440.34)%, (47.88+0.39)%,
(59.7540.38)%, (73.7842.11)%, respectively, there was statistically significant among these five groups
(F=365.501, P<0.001);

6.Apoptotic ratio of the groups were (6.56330.49)%, (5.0740.49)%, (22.3140.64)%, (43.3030.62)%.
(64.2540.54)%, respectively, there was statistically significant among these five groups(F=2054.594,
P<0.001);

7. Fluorescent protein activity tests showed the groups’ Caspase 3 activation were 22.28+0.06,
2.2640.13, 3.9340.25, 9.76140.11, 11.6240.24, respectively, there was statistically significant among these
four groups (F=877.907, P<0.001).

Conclusion:
1.RhPDCDS5 protein could enter the A549 cells to play a role, and cisplatin could promote the



expression of PDCD5 in A549 cells in vitro;

2.RhPDCDS protein alone couldn’t work for A549 cells;

3.RhPDCD5 combined cisplatin could arrest A549 cell line cell cycle in GO / G1 phase, and inhibit
Ab549 cells proliferation ;

4.RhPDCDS5 protein combined cisplatin could enhance the activation of Caspase-3 to promote
apoptosis.
Keywords:

lung cancer, PDCD5, chemotherapy.
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(Abbreviations)
EE FELAER LR
NSCLC Non-small Cell Lung Cancer BN i it e
SCLC Small Cell Lung Cancer /NG i il e
PDCD5 Programmed Cell Death 5 T A AET: 415
Cysteine Aspirate Specific PR, ST
Caspase y P P eIz R B g o R
Protease
Confocal Laser Scannin . " e et
CLSM . g BOGH#IL R B
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DDP Cisplatin %
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TUNEL Nick End Labeling SRS T
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HE National Comprehensive IR — e gethyk
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Ethylene Diamine Tetraacetic , .
EDTA Y L 2
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51 &5

(Introduction)

VAR, e 00 53 28 LA R B T 28 B A R 535 G PR320 i in 2 DA RO N 11 () 5 HAR
WIR BBAE F IS, OB A NS A A R — R R BUOR T i 3E ERAE P 222014
FEHRE IR GE T BE B, AE 25 AN 20144 il B K W KOk 45 224,210, kR
5 T B IR 1 13.46%, 55 i 36 2R s 20144F B T2 491 £ 159,260, K
T2 G A B R 927.19%, ArE e, SEi e (P EEERT A2 RIERI%
B AELTT R B A TR R G it 45 B IR, 20114E AR X 1774 B Ak
Guit I A IR R 1 B2 33T T3, FET AL 21 a4, A e 1R AR
#%1519.31%. FET-% (525.04%, 145 I B R R R LA e TR A, oI E
R RS At T A N T R R

IEH B RPIRGE R AR A A %, BUE T e A R RS R A, AR IR K
AR BT, FANFETT R £ BE T4l M RS il AR 4 22 A B i,
/N fitigeg (small cell lung cancer, SCLC)IK N 5 HARF S il i A AT N EE A
[, Frbh, HRIAMIGKRAEEE, ARG M 2 3E /N0 B it (non-small cell
lung cancer, NSCLC)UA K /N o fiifes 9 K3, Hirpr80% LA FANSCLC, bl 4120% Ky
SCLC. T i & 35 5 HA 22 TG0 B WG RORE R BUAN AT L L 2% 5 S SRR AOIE R T 4 J 3 22
MFBUE R 2 A UL R 1R W2 W LA 1R KRR BR T, DAEINSCLCH HA R IR AR,
1A 2120%-30% 1) 3 v T AT T, T AT (5 L3129 940%-50%, #x30% & & i i2 i)
OO R IR I . & FIRSEER T — e 2 him b i 7, RIVIH, &R mtEF
RIS R LABOTILEE, bk, 2593R 97 46 /N BB B 1R )7 b B
X INSCLC 8 B AT BN EZRYT 771, SR, BT 24 rd i sm: 5850 R x
RLDL R BB N 2SR R, AT APyt a8, Rt —Dek
NSCLCHEFH FIMARLEAZ W, H BX T 24 88 MRSV Z G, BT HTIH#E
RITER TR, KZHUEE FAREIN 32 A 88 76 BT A 1 EE B Ry, s T e
NSCLCALIT BT 80 LK, B A=) TRE 5 S A M 7 AR ) 2 55 22 FE A A RN
R IR () R AE R R T g 5 S s A A 0T 1Y) AR R s A ) e A T B0 B A R e
Ry TEALEIRAR, S 24 Pt S 84 9 A e 4 PR 2 A R T L AR L S 1 P 3 A
5io BJGAEHE— D 5 A g R B 1 R RO B RT RE ) B EEEL RN A, L T R FRG
7 AT« EIRIT = RAEGIRTT I W X — 3 Ba 7 5, BUAERR G YT . 1Bk
2, BEAREARr R FRIE /NSO AR 7 7R R TT 259 (U0 6 2 R T
55 AL S BRI ) IEE AR, H S B TS 1R 259 FH 24 10 JR3 IR FA 1 DA R i 2444
H A s 16 97 1k = 20N BREAH 8259

Jifi%A( cisplatin, DDP), {EN—F 1EHIHUMIRE 29, iAo s — ARt
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RMEIE & BAEY), J8 T AN SRR 259, 1ERAGEAR], BA i EtE.
i = 72 AR 240 AL ) DNACRIAE B s, BT DUAE ] T-DNA 85 (8] DL S B N 525, 5 DNA
255 ¥ DDP-DNAE &4, 8 M s fiRs 41 s O DNAE il FE A8 2 3m o), sl
IR 20T N A% B 1 S B B A SR S S A R T, R A B s A, R e AL
R I Z G 0 DU SR Z5 W IR & Ay 7 %8 B AR [ e A 2 41
HEFF ) AE /NG it 28 () — AR HEA ST T R, IR T — B YT AL (R PR A 0
eV L, AN T G b2 5] R IR A R AR 2 e AR T 2 1, A AR AT KR B
SRR, RN, 70-800% W) i 3 A 5 LIRS FE R I A AL T I, 6
ST BT H5 155 T T B 7 B0 S A, 0L o I R 1] (19 S T 2 S R 2 B (R R 2R 25 7
AputE, SENRE R R R e R Eke0% LA I, T kM il B R N 2
PEEA I, kEAd T LU IR A4 ST 25 W IO 2R R A S 300%08), 1 HL 472 A o
SRR P I S L o GRS 245 1k DA K 5 BIAE FH A AN B i 52 O R 24 1T {45 it e v I 2R I
HEEFER . FE, Wfe GEW 7 JER T M A0 B B A G I AT 32 R A R KR 2
F kB AR AT 25T R — A e e AL, T S AR R e A v T I U A
RN T B AR B RIG IR L.

YT Capoptosis) , AR AFEFIEAIMISET:, RAELE T I H I— R A
AEWDEILG, A RN N BT (1A e DA K ph 2 PR % i A () —F B 200 A 7 IIE
T WTIEMIE R B ISR gEFRrfeoe AR iRk N FR5E 7 T DA K 2 A AR M B R B &
i E R E L EEER . A T 0 FE 2 2 SRR A 4 1 A L R AR )
IR, fncaspaseZ IE A . I TR K ANBCl-2 5 LR . AR ER T R P53, XU
VLR WNC-myc S IE R . ARG T AEM SR S B DR 2H 2 H AR I SR AN W 4G 31 Jg
AR LG AT 2 P i B9 T AR T 4B, (E2 B H AN R D) R Tl R
PUHI AR A e, ERAFELFFET IR CIE R S 2 MEmN kA . KEA % HiE
[ OC R, WA AN 20T LT e DL & B B e e, AT ad BE AT LT 0 8 R 4
PR, AR TR R BR S, sk, WEEY. 9% T E R R 40
P T AL S B R S e M B Bty , I AR e iR e, AR 15 UAE AR A R R 1Y
e R 1), R G U R i 24 P 7 A S T e M B R P

TFAR19(TF-1 cell apoptosis related gene 19), s&—/NAJSHFER, & H A MHETF-1
2 it ke T T A 30 B T 19994 HH AL R 5 N R = DA vh oo A2 [ BB SRk, XORRCOA
AL 4H B AT T Al F-5(Programmed Cell Death 5, PDCD5) , ZFREINA E 32 5iH 7k
3 D e R R 1), PDCDB3E R 4 K24 H6Kb, & 64N 4h & T FI5AN & TR, HcDNA
4K H559 M, 1T PDCDS5 A A 4 H 45 25~399 /0 Bl 3k 132 A HE 22 2 I 1) 1251 2 i i ik ik
MR E PS5, Western Blot & i+ S HL 7 #r S 2sPDCD5EE H HIAHR 707 £ 09 14kd,
R[5 A T Ye(4k19912-913. 1, H2 A5, 6501, PDCDSAE Jy—AN 3T A T2 o6
N, EFZHR. M EAIEdanim T rER . R Em, £ AK50FH
PDCD5JmMRNAYA ik, HAEE M RGBS EIE O B BB SRR
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RIS IHADH LR G, TAEMIGH R E A B BAK T U448, PDCD5%E H {E & idt 1k
AR AR AR ST 2R R, JF HL R E P e DRSS B & 5 10k Ak, RV TEAS B fn, PDCD5
DR R AR AR 7 B 2 e LA B A A T e A O,

PDCD5 5 g 25 47), 76 fnop gymt® . st il PO A 5K 2 o oy e ik 14
T8 . Spinola 2% P ¢e 4 [ 1 7% kR w5 Al o A % H S SNP - C Single-nucleotide
polymorphisms, FAZTHIRZ A1) 42 R A A AT i 5 B R TR L, 1E%
it 20 24 1 (¥ PDCD5 I mRNAZE 12 7K 1~ L it i I 2 24 (1) PDC D5 Y mRNA & /K - 5
2.41%, XHE7"PDCD5JEKIENSCLC R A KEHEEIMHIER, ENSCLCEMER ]
RERCPRYER o B AT 4l B R CoALH Bt — D 7L, KRBT DAEE T2 00 8 1 i =
% F i 52 J= (cysteine aspirate specific protease, Caspase)ff i A1 AR Z2 b4 DL K2 A i k)
ik K58 i 2 2 VAL AR ) A Caspase A 98 12 1 H BT AATT 7 AR5 2 R T2 I8 i
FEIE T 3245 SR AL RAR T 1815, Y N Caspase i #ii iF 7 T-iM %, Atk Caspasefk
FEPE T 4 T 3 B E L i B Caspase TS A4, A 1 Th e A 1 LA R 45 44 i PR A
BT S EAnE TP, 1 D2 K IHI144 Caspase I K e A 1, b TR T4 FF R
N B R U R BROAT 1R I SR R 1R & Caspase-3,  [A] Il Caspase-3 /& x B 2 ) 2% v Y
Caspase!®!, #;Caspase-38% [ H BOR B FFEE 4L, AT LU 22 Fh i 8 M 3¢ . 4R B &5
45 1 DA S 5 DNAE S A S I £ 1 BN 2R 0, A &AM 40 B sl il S B Tk A, T
#5 Caspase-3 £ [ 2 G Bl v 1 B B i, gt v] DASE 40 Bf 388 4 i o A B R 1 Sk A
SR FH o % A A0 G R AR I 1 AR /)N 4 i s i e g 4H 23RN T il 4H 23
Caspase- 351 PDCD5% H HIFRIAIE L LA K 5 B35 I R ZERHAH G, g5 R B RfEdE
/NG B it e £ 21 FR PDC D5 2 [ i Caspase-345 [ R IA K I BAR T IEH il 4, H &1
AV /)N 24t B it 25 2 e 4 2R3 b 1 SR B RR R PRI PR 43 HA R BT DA A 2R 22 43 2 1 R Bk
IR S5, FF H.PDCD5H! Caspase-37E A /)~ 4 A il fi 58 35 9 24 2 b R 08 2 IE A OG,
PDCD5%E 1 7] g1l i 2 5 L 1 2% 53 im 1 18 =47 1) ) 4 i 8] -7~ 1F 18 4% Caspase-3 /8 = y% 1k
B AL HE K T 20 B R 12 DA AT e 4 AR FR AT IPDCDS 2% [ M AT AT REAE A (AR
[ F 25 T NSCLCHI KA LR A Je, T AE A /N4t o il A8 5 41 23 | T-PDCD5 3
FEIE I 3t T £ Caspase-3 85 314 FEAK T B0 T BH W, (R dk MR A K.

51 PDCDS5 fEHUEI 1E ] A BT 78 &L, F I i o 4K 45 PDCD5 B 2H JE PR HY
(R S NG EL S S B E A IMA S MYNE, EAIMAESRET, @i kd
BB AR, (BE AT 259, Wl B R R s e /e, PDCD5 BX &k
Fr ) B A FEPUIMRE FE A, B R DUE REE T S 2 R Sk s AT 2
WIFIHT R SR, 07 2% DT A1 s DUL45 ZHJf J9 R 556 4, K PDCD5 i 4H 5
WA E 1 7 G 2 A s B VB A 3, 17 1) i e 41 B /=i %6 08 PDCD5 8 [ Jis B8 18 5i i
BV SR 5 AR AR MR T (BRI PR R £ PO, Li LU gL PDCDS 21 5 R
LR ORI PR 28 I SR AR BN ST 5, 0l . R4, KEFTR. KIEH
FF DU A i S5 988 5 FALTT 259035 SRR am B R T2 R B, #%4% PDCD5 L4 lie . 41
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DA KA BRI 1Cso ¥ BAR T AREL G, it FARFEIA 5 S i i T &R 2 0
XA 5, 40 Py PDCDS5 i 234 1T LA o 3 e ALy 7 269 I SUBME (B AN 5 4 0
[M4IT #5%). HE41 PDCD5 (rhPDCD5) %[ PDCDS5 A 1Y B 4H it ki N\ H &
1 FE 40 S5 2Rk . rhPDCD5 & H ] Uil & 4T HSPGs (Heparan sulfate
proteoglycan, WRIE LM/ 28 H 208 %82 LR AR AL B HCH: T A% & B 1 N Frags A it
NG 4 A P 28L, K S 4 DA AR SW353 £ LA K% L SW1353 il i 48 R,
RTINSO I, rhPDCDS5 & AN AT DAY 5 £ % 40 B A4y 7 BBUsevE, (RIS 50
B T LIS A6 B T RS B PR A 5 B R AT A4 AR i/« BBz, 4R rhPDCDS 5 1
AT LGk MR T B PRI VE ST U . S8, SIS HiE rhPDCDS5 £ H AT LABK & A
EE B2 (IDR) I Bl i (Ara-C) AT 25 R A e ERE &2 (CML) [ I jpi 40 L K562 41 i,
R 5 BR 5256 IR BH PDCDS H4H 8 [ ] LR & 4215 IDR (A MR, Rl HE 3¢
0 TUNEL S22 7~ PDCD5 & H AT AR SN A B i, VA KL & RIE
FIBO, 38R rhPDCDS 2 [T fE/E A CML (78 Rtk T I 80, 55 4, Wang 2538 1)k
PDCD5 H2H 2 [ A LA A Py A8 088 8 25 42 1 ok L B (0107 R B S et e $Rm 3.
i1, PDCD5 7% 3 L6 i g7 20 (1) AIC 2R ] g FRAIS 17 Jieg 4 B ook A0 7 25 M i i, AT
SRS 257242, rhPDCD5 & H 1] ReAE AT BE GRS T35 43 I 6 97
gi bprid, PDCD5 ZEEENEREH EM AR — R, HAEFTBHNMERET
WRBE TR AT Re S Mg KA. RIEEERTIMIG, ZENIMFRI . el
L5 PDCD5 Z [A[FAH A FT, [ Py AMESCHRIE R D, rhPDCDS5 & [ 5% i A 7 sk i 1
WF TR R AT TR0 . ASHE 7T LU R AB49 4H IR/ AR 7E Rt %, @it Bkt AR
4% . ELISA W52 rhPDCD5 £ [ A A X4 il PDCD5 & [ R IE M, @il MTT.
M AR AR S %E rhPDCD5 & A AR X AB49 AR ARG FE . 4 1= 5 i iR s2m, FF
PR HAR A T B AT bl o m e f P ROR SR A S g ARk dE ,  dEim AR AR/
A M it e S R MR TE T IR AL S S T R, SRR B AT R AR
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e 5 R E
(Materials & Methods)

1 #rt
1.1 ¢RBEkESKRIE

it g 20 L AR ASAQIA [ Hh [ 84 22 e St AU 15 55 ) P ik e

1.2 FEKF

A YL .

pin

A% % g

PR

164085 F5%:

G2 3% (FBS)

/N A\ PDCD5 B 78 [ i 4
FITC Frid=EPi/hij 19G
MTT

PBS

rhPDCDZE [

ITESIbE)

ligze!

0.9%4: 3 £ 7k
Caspase-33 P 2 't ar il i 7l 4
Pl CREAL A IED

RNAF

Ji 2R 1

R RIEW

To/K 2 HE

ZHETK (DMSO)

O A ) TREA TR A A
BUNERBHEH ARG R A A

% [EHycLone /A A

% [E GibcoA ]
BN 13 R BE 6 g e

U A ) TREA TR A A

% [EH Sigmaa 7

% [F SigmaA 7]

R EFREMEAR LA R A 7]
Jbst Bt AL AR A R A F
RS & 24

Bramtett P2l

LAY

% [F SigmaA 7]
% [F SigmaA 7]
% [E Hyclone A 7]

% [ Hyclone A ]
Je 2R A A
FE Amresco AT

hal

hal

1.3 FELWNEFEE

HIA 3 KA 2B Oty 5 RIB s AOm) #0a i s = 42 41t

CO, ¥r7ff
ERHERARS
SW-CJ-2FD #isT/EG
3 B O L

H A<Heraeus /A ]

H Z<OLympus /A ]

IMNFR RS EARAF R A A A
KADWACES oML A PR 2] 72 i
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{5 A6 2 .54 B XD-101-2B HAOLympus A 7
S 2 BT H ZAOLympus 2 )
P H AOLympus 2 &

K s MBI VN A2 R IR 24 FH o A
10uL. 20uL. 100uL. 200uL. ImLFi#i#s f&EEppendofA &7~ i
TYK-4021 84 45K HL R A

SIN & &7 540 HA=FA T

YLD-2000 7Y H #viE i A WAL TE T2 g7 2 BR A ]
6fL. 127L. 24l A TIEA R A A
gk E [ MilLipiore 2]

it 2 A FE BD A

Al FRAX %[E Bio-Rad &) TIEA
Ha FAVIE IR K IR AR JEHOC BRI ES
N UG ERAESA TR A 7]
TR IETR %= USRI A PR A A
4°C. -20°CUKFE(HEIR) Ll ZR ¥R A ]

-80°CUK%E & E ThermoA ]

B FF#ENunc /A A

R B OAL % [E Thermo A &)
BOCHARIL R A R H Z<OLympus /A 7]

1.4 FERBRARWESSHRE

1.4.1 10%3¥55 553 #& AR5 (FBS) 10mL. %R RPMI1640 %5353 90mL Al
10° U/mL 755555 2574 1000pul Ao 100mL B9 E L H M, HBBRVITIRA G,
ACUKFRAT, & H.

1.4.2 1>PBS CHFRERZZ M) = BL 20PBS5mL A 195mL X&KL H A,
BE, mikk, FIE=ERGET 4CKFERA, &R,

1.4.3 A H_HITHK (DMSO) . FBS. RPMI1640 #%M& 1. 4. 5 HLHIES)
Ja, N ACUKFEIRAE, &, — OB e A Z A RT 24h BCH) .

1.4.4 WULPRE (PD « 7E7 10mgPI ¥ 7 BRI & I 1PBS 2211l 4mL DGR
5), FANVAR, BCHIARRBORE Y 2.5mg/mL, JRE T 4°CUKFEREGIRTE: FHIEC 40pL
BERIIN 960uL 1 X PBS, FCHl & IKE A 100ug/mL, THS%E, BET 4CUKFERDE
A7, &H.

1.4.5 70% .1 : HX 95%1] £, % 73.68mL Il 2 & 7K 8 45 2 100mL, i+t J5 B T-20°C
UKFEORAE, 25 H .

1.4.6 MTT (Methyl Thiazolyl Tetrazolium, PUFIEEEMELL) « RPFHRE MTT B K
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05 7%, T 100 ml ¥ PBS, PCil| &Nk 5g/L, H 0.22pm JEMEE JERRER, 236,
20 CHEEIRAF . TERCHIAIRAZ I AR R, .

1.4.7 JikH: #% 20mg I PN 20mL ToE AR ER K, T RIS N 1 g/L, 37°C
IKIARTEAR, TRAT, IR, 0%, -20CHBEGIRAE . ERHIFIRAER T, FE
B

2 SLWFEIE

2.1 A549 M E A S51EF

PR M -80°C UKAH H A ASAOGH IR A7, ELERIR AN 37°C~40°Cllf /K B 1,
FEAWIRE 6 B A NI e AR, — R TR HIEl-2min 2 G B R], fEEE ARG
P, AR A R BRI RS 2 LB mIBS 7R S (K B0 A8 7, 1200rpm. 5min gL,
FE VWL N 10%FBS. 1% 1116405 F:52mL, BRI J5 iH4, K 241X 10°
AR BB IR, B T37°C. B5% CO MR FRMRT IR, KH FH— RIS, 4k
53T

2.2 A549 AL R
AL T3 BUE K AR KOIRAS [ 40 HL4H o 25 5 0k 1 77 LIRS 8090 11T AS 494 il

3MLPBS/E Y3, F, INAImMLEEDTARI0.25% 5 (H BERH AL 4, 3288, 41
AT et VE B, TR B BB NS, 440 B 5 (9145 156 40 il 43 5 L
R BEIE, A IMLE 10%FBS G L 41 EiH Ak, BRI T B 32 MO 2= 41 g
TR, MM ETE S 0%, 1200rpmE - L5minjg, 3 EIEW, 10 FBSIY)
16405 2 RomLE B4 1130 1R8I0 mLIt S B aph T3 i B b, 48hiiuiil
Ko

2.3 A549 MRHYETE

HHUIRAS KT HANT X3 BUE K I ASA941 i, JHAL G W EE BT B0, -5l
o J5 F-1200rpm &.005min, 3 _FIE, RIELAIAEH INNGIBRGEAAR, WRETIRE], #%
RIMLEEEHAE S, B0, 5 EREAEREE. HaFEE, 213 4°C 30min, —20°C
1hE ¥ 2 —80°Cukst.

2.4 THEUELHI MR AE KLk

PEEUAE KORAS BT H AL T 0504 KW ABA94H B, 15 0E . WAk USCHE 4 i 2 T 1 S
O, 1200rpmEL5min, 3F_EiE, A 10%FBS. 1% 1164055 775, TR,
M IR, RGN 10N mL, F IR FLL <10 N g 3 T 24 5L
RHEEINEIL, T EFM TS, 20h5HH 8B L an s, HE-FME, e
FF240THE— R, BRI BB FLANME T2, TFECPIME, S ETd, RGN e )


http://baike.haosou.com/doc/5403235.html
http://baike.haosou.com/doc/5394699.html

rhPDCD5 & [ %} i i i A549 4 A y7 1 FI AT 5%
ABAL A= K 2%, T 0T B K T4 i Fr 2 38 ) ], 42 HE Patterson A BA4. TD=
T>d.0g2/(LogNt-Log NO)(T: £5F&Hf[a], NO: EEFEIGMMEL, Nt: 553538 T A4
B@lﬁo

2.5 HAFEHEERAERIRRNAEIRER rhPDCD5 ZR{EAHAfE PDCD5 &
SESW

25.1 AR EBUAEKRES RIF H AT XA K I ABAOZN L, 53t e H R
B AL USCEESR M I B B, RS IR B 1< 0™ mL, K1 ><10% 4 i %
FirE6FLIR R I3 b, 3 RN RZE. rhPDCDS5 15 mg/L41. rhPDCD5 30 mg/L4, fF4H
MG H 5, Fisadt, APBSHEIIR, IIAMKEE HOmg/L « 15 m g/L. 30 mg/L [JrhPDCD5
FARE R, KigR2dn)a, FRERE, HTAMPBSYE3X, BB A m s -5 T
B b

252 [HE: R EINANA 4% 2 RPBRE SR, Eil FEE20min, PBS
Ve3IR, WK AR A 5

2.5.3 B I EIONIER LR ME200p0, 7F = FEH30min)G, ANk,
1 W K AR 3 P

254 —PUE: B BNEE, BENMA—ERMPBS, ik H LR
1:100%5 B 1 S 5t APDCD5 ¥ 50 [ Hifkd4oul, #E, 4°CHEE K )GPBSHE3IK, K4
W A 5

255 TP E : s LN iR 1: 200/ B 2E Bt R IgG-FITC 40uL, 37 C i & 1h,
PBSPE3IK, WK AR Tk

2.5.6 e K40uL H R INTE 5 B b e VR B B, SR B R AN P T S R
Bk, H s

2.5.7 tll: KB B THOCHE IR AT RS TS & 441 fRPDCD5 & H
ZRILE L, FFds.

2.6 Elisa JEMAELREIf$ExT PDCD5 & HAIZRIAFZ M

K FHElisaid 7 S A 40 i 35 % -HPDCDSE A & &, #/F i FE ™ 4% 1% I8 Elisaid 7 &
I P TR E IR L B AL, IR IR bR Ry B ISR N PDCDS B A & & . ELARER
(7 L

2.6.1 FRAEMPIRRE: B ImLbRHE SRR ARRAE S rf (AR o R B
40ng/mL (330D, FEEUE 250NN B 750 bR v St A By mP i I R & 10ng/mL
i, ERTNFRRELIEPE, H—A EP &N ImLK EE N10ng/mL AR tE i F
B, 2-TAEPE N 25 NS00 bR HE S A6 BE W (Ong/mL),  EX500uL 145 N IR IR 2%,
TSI JEHS00ul 2 WA NN 23%, KIRE RINETE, B PR s ek
10ng/mL.5ng/mL. 2.5ng/mL. 1.25ng/mL. 0.625ng/mL. 0.312ng/mL, #x k& # B (Ong/mL)
HIEEERAT AL
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500uL 500pL 500uL 500pL 500pL

/\I\/\I\

Stock ' ﬂ ‘
Standard \

N\ ]
N ; ' \f
v v /] \

.

A4 \J/ v \./
Tube 1 2 3 4 5 6 7 8
ng/mL 40 10 5 25 1.25 0.625 0.312 0

2.6.2 FFIAE S A5 IEHUAE KRS R4F HAS T3 8 2E K BRI ASA941 M, T 885
PR AR B AL S WA R IR 5, 20 N i e 6 FLAR, 20 92 X IR ZE. (It
10 mg/L) + 410 mg/L4L. 420 mo/L4L. %40 mo/L4L, FR4mpubieE s, 5%
He, HIPBSEE3WR, MM N10m g/L. 20 m g/L. 40 mo/LA AR -5, 0.9% 43 L
KAE R EXTIE, 55972405 359755, Al IS & EDTAR R 2 1 A USC S 4t
B USRS, B USCEE B 40 i R A IPBSYE3 IR G, A M JECE T--20°C LA R vk G
TEIRRAE, REGRBIK, SAIMERBRE, HT4°C 1500x<g #0210 min, Y& Fif
% H

2.6.3 fnAE: BEARAR A bR ESL FRDURE AL L. bRdAEFL N ARIE S IR
B anEED , FAFLIA100u LEI’J*T/EW?FE**JTQ, FRIEE S LI 100p L& 2H A5
at, EEFRAROIN EERE, B T3 CIRA P E 2/ e Ik, T

2.6.4 INACMNATA: IR RATAER 1000 L, B, 37 CERATIEE LN,
TR, BRI A T

2.6.5 JIAIIVARB: INAKCIA KB ILAERL00p L, K, 37°CIHAH i &304,
WA, T, BRI

2.6.6 ISV AN INKPEROOW L, B, 37°CilEt R,

2.6.7 ZIb N 2T 3-4FLEIARHE LA BB R FE IS (AR AL, 1 )5 3-44 LA BEAN B
B, FAFLLIMA SO 1L R & 1 SN

2.6.8 fwill: 21k e B 7R FH BEEAR A5 B A50nmis K AL il & 15 21 1 & FL IR D' 3 B2
(0.D.fH).

2.7 MTT L &AM AR 4. ARIKEIERT A549 AR fE 484 < HHIER

PR A: KOIRAS B HLA T 6 34 K ABA94 i, PBSTEBEAHA3YR, FH0.25%F) Ji
BB A A S IR AN IR R R, RN N5 <00 mL, o 100 AN At 5 b
FE96FLIR, FranfuliREfS, SFEEFRdk, PBSIEVE2K)G, 434 TrhPDCD5EH GRS
mg/L. 10 mg/L. 15mg/L. 30 mg/L)  JiigH CG¥RFE 75245 mg/L. 10 mg/L. 20 mg/L.

9
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40 mg/L) , WPBSHM AL, RN B HESL, TG 4k2:855%24h, &ALINIA20 ul(5
g/LMTTIHEW, 37 CHEE4A NG, % BIGH, MA150 L DMSOV RS thsh iy, 2
BERE10 min, FEEEGZ AR C 0 M ICAEA90NmAL K 96 F LI i, B AF—AbFHAL K2
FLRIMROC FEE - FIME, THE IS . G R (%) = (1- SZIGAAMEST A
{E)><100%. A= 472 (%)=3L5 HAMEK A ><100% . R E3NFATIL, AR
ENCKY/ @
2.8 MTTEE A MEL & B 255 R A0 A K HIHIE A

RIEMTT S B S A e SRR IS, % rhPDCD5H 15 mg/L. 30 mg/L, MK E A
20 mg/L. 4UfaEit T vER b, e FE24 hig, KBl sy Jynt 4. rhPDCD54H (15
mg/L) . Ji4AZHL (20 mg/L) . rhPDCD5 15 mg/L+/ii£420 mg/L4... rhPDCD5 30 mg/L+
JIfi4H20 mg/L4L, F-Fii24h )5 , B FLINIA20 pL(5 g/L) MTTIEW37 CiF B4 hjg# % EiER,
BMIA150 uLDMSO, 42327410 min, FHBEEC %% bR ic 2 BT A E490nm AL 4G I 96 FLIK Y
JE, ETEINH R R AR T E VAR R . R EIAPATIL, AR EE 3R

2.9 AL R T

AR KOIRAS R HLAG T 36 B4 K ABA94 i, 5% 5 P 6 2R I B v AL 4l i, i
S AL, K2 <I>NI R FE6 LA, 43 Xt B4, rhPDCD54H (15 mg/L)
JIAZH (20 mg/L) - rhPDCD5 15 mg/L+)ii%120 mg/LZH . rhPDCD5 30 mg/L+ii4120 mg/L
M, FramfiEEfs, FEREFREE, FIPBSBE3I, MIAIKIE20 m o/LIEHES F7 R 8k 220 m
o/ LIIF4AA LA K2 & 915 m g/l 30 mg/L rhPDCD5E [ 35553k, B53724h )5 #1595 5, PBS
THEVEIE 73 MM S EDTAR RS B BvH A I S 4i i, &0, &:4LI01A500ul Binding
Buffers &4 /fd, JAS uL FITC. 10 pL PR, &EJGHT H 15min, A=A M Ak il %
HAMP I T,

2.10 TR 2 B JE] HA

U KARAS R B B K I ASA94N i, g & (B 10 5 ISR Al IR 1120,
110N GH I FP ZE6 LR, 4> AR IR, rhPDCD54L (15 mg/L) .« Ji%I14H (20 mg/L)
rhPDCD5 15 mg/L+/[§i£H20 mg/L#1. rhPDCDS5 30 mg/L+/i%H20 mg/LZH, 7252 Mo G B s
FEREFEIE, FIPBSYE3IR, MIAMKREE20 m o/ LIRS %35 IR 20 m g/ LIAA LA K IR N
15 m g/L. 30 mg/L rhPDCD5%5 [ 5577 2E, TT24hf55id% 5745, PBSIEBLE 7 Al i
NEEDTARIIRE AR UICEEA Y, &0, HEEYM, WPBSHE2IX, 70%0K ZEET-20C
& 2 dhpfi24h, B0y, FFLEE, PBSPE2IX, JHA100ug/mL RNase 200uLT-377H4£.30min
JE IEAPISOpg/mL, S .30min, AL

2.11 Caspase-3 j&EM AR FI E 1N & H 40 Caspase-3 JEMHEFRIX
Caspase-3¥ 11 F 18 A I (1 # A 1o F2 4% 422 /8 Caspase-3 ¥ 14 ¢ S AR il 771 & P9 i B
FATEAE

10
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2.11.1 FFA R BV RIRES R HOW U K ABA4H L, 1515 )5 IR R 1 g I
s W2 K20 BRI IR N, 40 ot RAE . A4 (20 mg/L)
rhPDCD52H (15 mg/L) . rhPDCD5 15 mg/L+)ii%H (20 mg/L) #H. rhPDCD5 30 mg/L+
JiEa (20 mg/L) 2, frgmpliBefs, FEEEFREE, FIPBSYHEIIR, IIAMKEE20 m g/L)ii4d
BE R L ER E20 m g/LIET LA S B2 915 m g/l 30 mg/L rhPDCD5% [ (18577 3%, 5%
24hJE FEG TR, 7NN S EDTAR i B AL fE S B4t e,  HPBSBE4H 21k e
E50» (2000rpm, 5min) , WEEAM, R & ZBRPBS i, MIA100 pLiK# KLysis Buffer,
AT 35157 J5 B UK E24#20-60min, HATEIMERZ 54K, £FIR10s, 455 [CREE &0 (10000rpm,
1min) , /NG BiEEE 2 HIEPE H, BEIK R

2.11.2 ERERERNE: FHUINE FR IR

2.11.3 SR T R AR 7E  (£100-200 pgiEHD)

2.11.4 FHFLA%E: PA30uL Lysis Buffer+50uL 2xReaction Buffer+20uL XXz 7K AE
7S T R

2.11.5 K. FIRS 5 W B30 pl£100-200 ngE F 40 i 2@ B, FEInAS50
uL2>Reaction Buffer (50 pL 2xReaction Buffer I N0.5uL DTT) , #R/GHIIA10uL X%
7K, BIA10uL Caspase-3 Substrate < Wi (19.5uL 2xReaction Buffer+0.5uL Caspase-3
Substrate ) , FT37CEEIEHFE LS/, FBEFRAGN 2 % OEomE (UK K=485nm,
KO K=535nm) ;

2.11.6 115 73572 Caspase-3 1) iE AL AR FE AR FERFUE T FHINRFU B P x0T Ji i) 435 250k
W T

2.12 GitrFEAE

R FISPSS 17.080HH 0 AFHEAT Goit Bl o007, T BRI DL X as 3057, 2 40 i) 2% S ot
Rl 7 2 0, 416 2 5 LSRR F LSDiE (5 % 5% ) B Dunnett's T34 (5 ZA5%), LAP<0.05
INNERA G5 .

11
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g =R

(ResuLts)

1 AS494 BRI A AE 1< Bl 2 F0 (5 1L B 8]

H¥ d1-d7 bR AB49 UK B H, 3 1, AKMEreEmE 1, BT 24
FLIR [ ABAQ 4IITE RS FE 1K d1~d2 KRG, M E d3~d5 I, 4K 55
REANBR, IFE ENGIE RO K, & d6 I, ANk T4 . ABAQ 4R { s i [a]
4 18h.

< 1 A549 MBIt
Table 1 The number of A549 cells
R 1 2 3 4 5 6 7
2 i i (<10*
s 1.00#0.25 1.474.13 2.240.10 4.034.25 7.8840.15 10.50#40.50 12.2840.26

—_
=y

—_ =
[ R |
1 T

MEaH (X1 )
[ TR S TR VY . R o 1

1 Ab549 A FFHhzk

Fig.1 A549 cell’s survival curve

2 AR ERER TR IEBHEBERNAEREBIrhPDCD5E H%TAS494H
fPDCD5%& B &RiARI S0

ANFEIRFE R rhPDCD5 45 4 (Omg/L. 15mg/L. 30mg/L) 1EF T A549 4Hjitd 24h ),
WOLF I R AT BB 45 R 2 s, SRt e a5 43 708 A: 10.7140.25,
B: 15.7630.18, C: 19.3540.10, [#% rhPDCD5 & IR EE I N, 4Ry PDCD5 &M
LIk (F=531.235, P<0.001) , &5RFEHIFEFHE 45 rhPDCD5 & HKEE RGN, 40
P PDCD5 & H 758 0, rhPDCD5 & [ 1] LAME4H L ) PDCD5 £ [ 284 39 it iy &
FEAEH

12
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A B C

£: A: rhPDCD5 EHMKE: Omg/L. B: rhPDCD5 EHKE: 15mg/L. C: rhPDCD5 EHKE :
30mg/L

2 ¢ HEmEREEERIRKRNAREIRER rhPDCD5 B X A549 4iffl PDCD5 & H3RIAH
A

Fig. 2 LSCFM assay showed that the PDCD5 protein expression is up-regulated in A549 cells as
the increased of concentrations rhPDCD5 protein.

3 ELISAZEH AN 17K FE RY IR $A X+ A5494H BIPDCD5 % H 3Rk HY #2M

FRiE g BN 2 s, MBS y = (A-D)/[1+ (X/C)"B] + D, 3¥rehz )y y
= (2.61485+0.2605) / [1 + (x/3.35378)" (-0.94924) ]-0.2605, AS[FEIMZHINFET (Omg/L.
10mg/L. 20mg/L. 40mg/L) fEH T A549 4iiji 24h J5, Zi}uki N PDCD5 & HRIAR 77
S5 0.269240.0001, 0.272340.0002. 0.275440.0002. 0.277340.0002 (K 4) , FEF
PEREEE, F=1.021, P=0.433, J5 5%, dialtl, Z7A G it2%m= L (F=354.125, P<0.001) ,
HPIP LSD LR, P<0.001, &[0 2 FA gt 2am X, R UIBEE IR B 1Y
. ZHAN Y PDCDS & A E# N, PDCD5 2 544147 DNA IR, M & 54
AT U2 HELH A Py PDCD5 2 H RIS

=2 InERGERKITEE
Table 2 The standard results and the calculated value

X Y Y-FEME CV (%) Y-iFEME Y RE
0.312 0 0.0126 0.0126
0.625 0.249 0.2246 -0.0244
1.25 0.543 0.549 0.006

2.5 0.958 0.978 0.02

5 1.468 1.4465 -0.215

10 1.855 1.8623 0.0073

13
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3 fRfERhZL
Fig. 3 The standard curve

0,278

Mo+

0. 276 |
0,274
0,272 =

027
0. 268 |

H

PICDSEARINE

0. 266 |

0. 264 L L L !
0 mz/L 10 mz L 20 me/L 40 mz /L

NEgrye B

4 Elisa #U AR R E B0IREA%T A549 28R PDCDS & H &Rk 8IS0
*Fr 53 RBLAEEL P<0.001
Fig. 4 The impact of different concentrations of cisplatin on the cell’ s expression of PDCD5 protein

4 BZAMTTER

B A EIA 1K) rhPDCD5 25 I 1EF T A549 4 it 24h J5, & 4H 1) 45 S an#k 3 Fias, B
¥ rhPDCD5 & HRFE I3 K, #-2H (A 40 B 3G B # b 26 AH 22 AN K, F=0.114, P=0.949, %4
RIS =R G M A FIRERIREEH T AS49 4 24h J5, SR 3 R,
6 S MBI B R AN T I 1, A4 A i i B K A 2 B o, HL R A IR A B ) AN B 1
I, EERT AB49 4R BRI HNHIE FH IR o sy, 25050 S A M G FE A ) 2 2 EAH
%, F=88.564, P<0.001, %Al ZERAG =R, £ rhPDCD5 F/EH T 4 A
Re KAEAER , BEE VAR BE 3G =y, A m] LA AB49 4 A 1) 34 4E

14
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%% 3 AFKIEZ rhPDCD5 2 F G 5 2450 ASAQ 21 i 34 5 #it) 22 ¥ 52l
Table 3 The impact of different concentrations of rhPDCD5 protein and cisplatin on the A549 cell
proliferation inhibition rate

A HII% (o)X 35, n=3)
RhPDCD5 & [
0 mg/L 0.0026.00
5 mg/L 3.7547.68
10 mg/L 2.7746.09
15 mg/L 1.1146.56
30 mg/L 3.6444.21
JigiH
0 mg/L 0.0026.00
5 mg/L 12.66+1.16*
10 mg/L 23.2249.02*
20 mg/L 51.4042.50*
40 mg/L 57.49+4.61*

*FRr5xtBBLAFEEE P<0.001

5 MTT;A#&MrhPDCD5% B B & i $8 % A5494H At 2 A 1458 1 52 M

SHHEZH . rhPDCD5 4. Ji4A4H. rhPDCDS5 15 mg/L +)ii%1 20 mg/L 4. rhPDCDS5 30
mg/L+I55H 20 mg/L 41341243 519 (0.0020.00) %. (0.6+1.07) %. (49.67+1.43) %.
(68.1741.49) %. (78.03#0.94) % (WK 5) , HEFFMHML, F=2.842, P=0.082, 77
ZE. L, ZRE%iFE X (F=1095.472, P<0.001) . ZLAPH LSD thik &on,
rhPDCD5 H 5 xR, ZR gt % L (P=0.712) , A 55A H 4L,
ERAG ¥R X (P 1<0.001) , rhPDCD5 15 mg/L +ii4 20 mg/L 415 rhPDCDS5 30
mg/L+47 20 mg/L dAHLE, ZRA RIS E X (P<0.001) , FPIZ &R R A
FAXE ASA9 YR AN A A5G 1E 158, HEEZE rhPDCD5 & K EE K THEr, 25%0% A549 4
AR b A AR FH B o
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5 rhPDCD5 &R &IMEAXT A549 4hAAZHREIETE HY 200
*ZR R~ P<0.001
Fig .5 The influence of different treatment on the A549 cell proliferation inhibition rate

6 VLR A MrhPDCD5% B B & i $A 3t Aifi BR #2 A5492H At 2 BA RY 2201

I ¥ A AR s B ZE . rhPDCD5S 4. A4, rhPDCD5 15 mg/L +)iii% 20
mg/L 1. rhPDCD5 30 mg/L+lii41 20 mg/L ZHFidH (A E =R, Wik 6, X4 Go/G,
WA 5 EE A (26.4340.95) %, (27.3440.34) %. (47.8820.39) %. (59.7520.38) %.
(73.7842.11) %, AL ZERA I %= L (F=365.501, P<0.001) , J5Z5FPERL:,
F=2.607, P=0.10, J7%5%, 41N LSD EMMLLEL, . rhPDCD5 4 -5 % HEZHAH bt 22 =
LR L (P=0.564) , HEXAMWMHILE, ZRAFTFE X (P<0.001) , Gi/G,
AR 5 LB 2, A Y GER S WD, BRI AT Go/Gy B, K
rhPDCD5 &5 KA NI EH BEAM 1 40 i A 1) DNA & i, AT 1) 40 B3 3
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A XtBB4E; B rhPDCDS5 4H; C Ii$A4E;
C rhPDCD5 15 mg/L +/i5i$8 20 mg/L 22; D rhPDCD5 30 mg/L+Jli$8 20 mg/L ¢H
6 RV SUN A [EIACTE 75 7% 40 A B HA RO 520
*3 7~ P<0.001
Fig.6 The influence of different treatmenton on the cell cycle

7 SRINMBAENrhPDCD5%E B Bk & IR 3t 40 A 1= 520
B2 FH Annexin V-FITC/PI 40 i 1A a5 & i o B 2H . rhPDCD5 4H (15 mg/L) «

J4AZH . rhPDCD5 15 mg/L +/ii4H 20 mg/L ZH. rhPDCD5 30 mg/L+/i% 20 mg/L 41 F.4H
@ T 2R, &R0OE 7, 5 TS558 (656340.49)% . (5.0740.49)% .

(22.3140.64) %. (43.3040.62) %. (64.2540.54) %, J7 =75, F=0.224, P=0.919,
HESF. W, EZRA G E L (F=2054.594, P<0.001) . PP LSD Huik
BN, XTRE4LS rhPDCD5 41 (15 mg/L) %R Lguih2# & X (P=0.088) , H AR &AM
LR SSA gt m X (P $4<0.001) , RIAWZ G M HECER A IED ST AS49 A T-1F
Fi¥45%, HPBE# rhPDCDS5 & FKFE T, 25905 AS49 20 B T 4F FH BE 8

A B C
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T -
6l -
a0 -
40 +
51T
20 +
1 r

Hi ¥ (%)

A XfB84H; B rhPDCD5 4H; C Jifi$H4E;
C rhPDCD5 15 mg/L +)lii$A 20 mg/L 28 ; D rhPDCD5 30 mg/L+iii$A 20 mg/L 28
7 SR LHRESCN AN B QTR 75 33X 40 Bt T RO 52 i
*2R R P<0.001
Fig. 7: rhPDCDS5 facilitates cisplatin-induced A549 cell apoptosis.

8 JEMIIEARMIAFI ZNrPDCD5EE B BX & i $HX AS494H Bl Caspase-375
HRERIF N

MASFTHEZL . rhPDCD54. Jii4A2H . rhPDCD5 15 mg/L +)lii%120 mg/L41. rhPDCD5
30 mg/L+iH20 mo/L2H .40 85 5 43 79 7930.077 mg/mL. 31.042 mg/ml. 5.476
mg/mL. 11.452 mg/mL. 10.428 mg/mL, 73 5WEX150pgHs (45 2% 2H [A] Caspase-3 1)
TEFEFE S 7 2.2840.06. 2.2640.13. 3.9340.25, 9.7640.11. 11.6240.24 (/&8) , &4
B %A gt = L (F=877.907, P<0.001) . J7ZEFFMHAL, F=2.305, P=0.13, ;%
. NP PILSDEE Bor, AN PILSDELE Bor, %I ZH 5rhPDCD54. (15 mg/L)
ErgityE N (P=0.947) , HR&HARZERASHY (PH<0.001) , £HHXT
MR R IFEA LA L, W25 BK & 5 Ae W5 fdicaspase-3 AL HE— B 10, 19 24 &5 I8 FH 26 # P I
Fixtcaspase-3i& MEA/E G 5, AP T, HFE3ErhPDCDSE IR E &, 1SLPE
J5E e b el i R
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ZE =
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ikl

JE:A XtB84H; B rhPDCD5 ¢H; C Jifi$A4E ;
C rhPDCD5 15 mg/L +)ifi$8 20 mg/L 22; D rhPDCD5 30 mg/L+Jlii$8 20 mg/L ¢A
8 JEM RSN TSN A549 4Rl Caspase-3 jELHITRIA
*3R 7~ P<0.001
Fig. 8: The influence of different treatment on the expression of cleaved Caspase-3
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Wi

(Discussions)

T, W DN BN LR R 2 —, R R ANBE T R AR A R 1%
P 2 —, HRIET EFHEE, NSRS A ) O R b o 4 DR i B 25 11
NE L 140 7B, Hoep, J/NRME 2 G 809%604%,  Bodfs dn b g K R N B H R
Juik, Wi AR a1 IR W AN BB, T R B T2 W S IRYE TS Z s, B g
M, BEBEACIZWEEILE T FEARNS, BMEEsi. SRS, XFiXEs s
. RGMTNECAFEFE . HET, DA EA RS 1IT 7 2 IR PRV I W HH A
NG BRI e ) e VR TT T %8, TR B i FH SR 2 —, R BN A RN 259
Z— BT HERERME Wo KA 2 E N 7 3P DA S B R B, e T8
J7 R BRI, ERREAT 7T, FHREEASIEIZMA BN X ] DLk A7 254 1
P25 BE T3 S AT 7 R 3T 7 1552 BRI 5210, g 7 SR e dx — 1) 1 T g
J7i%, ATV s AS49 AUtk AT i &, id B AL R E RS . ELISA W
%2 thPDCD5 £ [ LA I5EA X 21 il PDCD5 2R A AR IR SEIA , [R] A28 A3 0 60 751 & 1) iy
&N, JnA rhPDCD5 HEH, #id MTT. Jii ARSI S rhPDCD5 & H & 4
XF AS49 A3 e . T A IS, RS AR R T T REALE, WE%Z rhPDCD5
X R A7 B0 R 2 i B L PTREATLAR], Sl /IN G PRI A0 22 068 97 S (8 B mT A7 0 T

e

1 RhPDCD5% H 5.4 57 FA % A5494H B 4 A

IR T R MNE N Z RS 5 TR, PUR R &R P2 TR
O] DR A TR IR A VR R S S T L, 4R S N R SR TR U e T
PR AR 3R DR R0 T i R AH LA R (R e X 45 5 . PDCD5 R/ H Ab K NS 2t
BRI TE-1 4Btk 235838, Ci TRT RS IEIER, 782 Rl i3 40 iy
R T, B e PR et s pR . SR e e B gk
L 2 1 L9 TR0 L e 2 M R A B T L e BRI L AT T TR N DA B
rhPDCD5 & [l % IS R 8L, difig b4 X\ PDCD5 2[5 $ AN E 24 A\ PDCD5 5 H
Jo » A ARAS 2 H G S F ) S AR A, (R SR R IR R T A B A AL SR TR R,
YHfrT LR AR T2, K] PDCDS5 & [ Al i i (i kAt 75 5 08 12 R 2R 51 e 1 4 e 17
T2, (HEARRUIST 25— B A AR T,

AR MTT. XA He4% & Caspase-3 i PRI M &5 R Eox, AN A rhPDCD5
B, 52 ARt 2 R IS4 (P $7>0.05), 1H rhPDCD5 & [ -5 4 & 5
I4A% 5 ASA9 41 i 7 T 1 AE ) 18 55 (P<0.01), 40 it B 31 & A= FH M (P<0.001) 3 B
rhPDCD5 &5 H HA N F % A549 4E R ER, AN R TR R A se K (e 1
BT, X—4555 FHO5E A U937 Afpki s R —5B%, [mEsH0Y Filgu
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S e ok BA— 5, FRS A PIE BRI SGC-7901 N rhPDCDS & [ 8% 4
& PDCDS5 ki fa, 40 po s pg 1h 52 2 0 B4, Edoal S R BUEE AR U2-0S 41
i PDCD5 LRI R0k, R M5 Jo 4 JY 5 2H 5k 4 240 B 1) 34 e 4% B 2 4k, m) D
rhPDCD5 & [ B FH A2 75 0 40 Pt 18 6 2 F i V8 F Uik A g —, 5 R 3I— 5 T n]
AE -5 41 B 1) e B AN [ T L AP W LER AR 22 S M S BUNSE IRA—3 73— T ml e
T B BBk M S AR T R S T 720, ) PDCD5 & [l et iy S T2 38
AN o3 FE A7 BFNH],  PEORTRATERAE TR A, PDCD5 AR AT REAZE — R R TR,
T F57 . PDCDS fEA—MEAT-RIEE A, REOEHIHI LM A, FHnE
ToHIRAE, (RGN ZH A0 M 3 58 A RN S 3R BT v R 38 B B R R TR A

2 RhPDCD5%& H Xt A5494R AAPDCD5 % H AV £

AHEFT AN g ASA9 AT SN 5, AMEIIANAS [ FE 1) rhPDCD5 25 1, B H#E0E
FIR R A R AR B35 rhPDCDS5 25 1R B (19 FH 5, 4y PDCD5 & 114
#5%, rhPDCD5 & [ Al LA#E 41y PDCD5 &5 380, fx-, Spinola % A DA [E A1 5K
FINFEAW . TR G, W R IIEF HiliZH 2 PDCD5 1 mRNA ik 7K 4 fifi i 9 2H 21
PDCDS5 ) mRNA ik 2.4 {521, [ 5 v [ 2735 58X 75 45 th SR 4 % 4 4k . Real-time PCR
ST IR 7T R PR /NG B g 1R e 4 23 PDCD5 AR A 13RI K& mRNA FIRE KT
AR EE R, H B 2 R BEG. TNM 20 3R BT JOopk 45568 T B4
DAL 45 5 35 2 B PDCD5 25 A 7 il 41 23 i BL 1E 5 2H 2R 2698 R 141227, Wang 25 rhPDCD5
R EhR0 B 7 BE AT B R 75 S ) PDCD5-FITC & EGFP-PDCDS5, ) H i [A]
PR A% . 9900 TS X i 7 BB S H R BF AT R I, rhPDCDS5 & [ AT LA 5 40 il %
TH# HSPGs (Heparan Sulfate Proteoglycans, il ZBEIT R & E B EREDKE T
I 58 640 O s 2 T ) PA) S A R N 4 o 47 = 4 28,

3 NG EA%T B R 22 AS 4940 B FE A{PDC D52 B B 52

WAV LR, BEE AR E BN, A549 4iiuRik M) PDCD5 2 8 il. Chen
S DVCE R SW1353 A it FE 0t 5, B A Western-blot DLz qRT-PCR & I £H b 2
J&i F) SW1353 Ziififi iy PDCD5 % [ LA K& PDCD5 #: K (A AL,  H HA I AR
e R EARERY, Wang SR8, SR B A E I O FLIRE 4L PDCD5 & A KA L
W, ELBEE A ER I I3 0 LA R AE IR ZE K, PDCD5 & £k 2 ETHasi b,
FF L BRI, £ PDCD5 Al GEE4I DNA 5% — 2 fI{ER, PDCD5 #isH)
PRE AT LAnIE 4 B T

4 RhPDCD5% B 31 i $81% 4 /B T= & Caspase-3BU5E (L AU F2 M

2T HYE T IX — M A R TE 1972 4F thBURC R TR B 22 5% Keer S50 AR H k1, HE X
R PR B S R AN, TR DR I A R A B AR AT T AR, g v
TR E S, EHEAMNB. ZREFLEZARGELFAS S, BRERINT
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2 55 20 i 0 T 1) 4 P R DR 2 R S 0 v A T ST B B, R TR A R T o DA R Ak
J7 25473 s R A B 0 O T R AR T R HE A B R R KR 4 B D 2R R I A
T T2 36 b 5 e A o [ -7 T i S e B 1 36 B 1) BELY T DA S5 50U R 4 B AL T 25
i 25 LABLC S B0GTT R DRI, A7 24 4 X6k S e e 400 s 75 gk AR g 75 110
T8 P2 JHO 08 T PR R B R PEAR

A FCIER, rhPDCD5 25 [ 8%, PDCD5 & [AI AT DABC & A1 e i2F 2 Fhan i i 1,
AR AR A M I R R, (EE Bl b BT SO R R . SRR AT
RO, TEfflREE AS49 4ifr, AMJEEIN rhPDCDS5 & H, A7 S A AS49 2 i3 in

(F=1908.874, P<0.01) , HPB#3% rhPDCD5 & FIREE I m, JHTE (P<0.01) o &

TUL BRI, A o] AR A5 3 & PR A . s R e T, [RIR
PDCD5 tH A] DA IR 75 5 1) AS49 A 1, J9dE N Mo filides 10 vea T 4t 1 3 i 318
(&

UL HEONIE, U T R L 7T 35 L S8 Caspase HCHE I T S, TR PE
S K] Caspase /AN], ¥ Caspase KH T TEES XN 1) IR TR, RLH
RNt C R, TRt R C-IT- A G T 1 N2 Rk, T3
Caspase-9 J5 b 1 YRR g2 NAR kiR g e ; 2) iiG TR mAt o524k, HidiE
BEARSMEYS, HRETIESEASWILM, Gt Caspase-8 MIAMNEMEERE, NHCNIET:
ZAREAE, 3) M T N33 Caspase-12 #% Fik 117 5 50 Caspase-9 B V1% AL I 4 i
Mi&1%, Kk Caspase G HIHGE L4 i T FE e B ER, iU Z ST
i BRI, TG AL Caspase-8. Caspase-9. Caspase-12 # J& ¥ 7] LAVH AL 1) E1
Caspase-3, HUTHIMEIT:, [KIt, Caspase-3 7540 A Tt F2 b 8 2 4 i IR PA %
FEYRN T, AT SRR EEEPITEER, HiEhrEE T IEAA TS
BB T A A 2k R S A B T R A

1241k, PDCD5 £ M A i i T 2 s AL i AN 48, B BT 98 32 240
[ 32 55—, PDCD5 mJ LMEH T 4H 8 B £ W4 72 8 Tip60 1) biie, JFaee 5 HAH AR,
1 H T PARG 0 Tip60 fofsse . [REtnT UsEfE Tipe0 /i S H4E A LBt (HAT)
Hanm, WA FHFA TR Bax (J8T Bel-2 KRR A, 1 Bel-2 Z %] LLs i %
| AR P DA K &7 B 1) 38 32 A 2 e 4 B A DR R T %) BERaA B, A2 2E DNA
B9 SRR T, 45— PDCDS5 A LA B 41 Caspase-3 45 - A L 18 K34k,
[¥) Caspase-3 -5 /], & #% Caspase-3 L1 1028, fRt4ufyET-BY, 5=, PDCD5
I AE p53 (MR s R, T 524 . T BVRSEAR A EEE) @
B R AEAE BT R 4 R T, SO P kR kA% — /& PDCD5 7 LAY p53 DL p53
[t E3 & H:l MDM2(RT LAF P53 iz AR 2O B 345 &, JE i PDCD5-MDM2-P53
¥4, PDCD5 5 MDM2 3t 4545 p53, R4 p53 1 H 4k kpfa e, b i e ok i3 41
PP, —s2idid PDCD5 548 H LB A% F2 s Tip60 < 8] (1 AH B.AE H 5200 p53 ik
fRAk, Btk p53 Mz iR 120 fi7, BEMIAE F T A4 F Bax KR Ei, (kg
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MOPET . BT, p5b3 AHEER, MIEW4IMA K DNA KA I HARIE R,
I FIR AT p53 4EFFRRE I 41 E 2R R AT ¥ Caspase-3 5l #2401,
fEZ B AP R AT, e T S2 P AN MR AN B AR s A A, A, #5 p53 AEH 32 2
PO, MR T R A AL, WA AR R G, I AR R . DL BRI OR
PDCD5 25 [ ] it i i & Fih i % 5 1) Caspase-3 [ 232 HE 11 A& 4% 55 32 (0 F R 1 o

AR T L5 BTN 7R, rhPDCD5 & A IBVE BE 96 (e 12 il i des AB49 4 S bR 4n i 2,
HPBE% rhPDCD5 & H R FEER G N, A0 T2 m, Hidk it bRl Caspase-3
PR AR B 45 SR S5 7R A e 6 s AB49 4T B HH ) Caspase-3 V1L, BRA FZiReng it
—BEE AN Caspase-3 HITE AL, MR e 40 M T . 7EifiJ PDCD5 & Caspase-3
FRIBIF 5T o, 5K 35 M E 70 IR & B0 PDCD5 Al Caspase-3 7E A7) i fifi i 63 e 5% 11 5 Fili 4.
GUhRIEPHE S TEAY, H o E R b RERE NSCLC IR 43 i T e 2H 412
SRR T BRSSP, X 427% PDCDS5 &5 Caspase-3 7£ NSCLC &k 3% 25 B 2 E .
BT UL g5 5, BAHEK PDCDS5 £ A VR o] B8 I 0% Caspase-3 G T 1844 &
FA % DNA Fr Bt S5 — R 50T T [ S B R AT 755 AS49 4 JH T

5 RhPDCD5EX & Jifi 8 Xt Aifi BiR 2 AS49 2 etk £ B &) HA R 22 01

A L E 445 H, PDCD5 ] LUl 5 20 % ([ LWL # RS Tip60 2 6] 140 B AF A g2
p53 WEERAL, TMEERILET p53 7T LS G1 HHBH AL Rl p21 1k sciiTE, i p21 i)
F5 B, BRI, S A A M I R B 1AL 3E4T DNA 8 53 B4 i
JIANH DNA S A EK:, 3 1T (5 52 453 F 40 B Pk 52 10 B30 {66 e 8 &0 it 26 K BELT o I
HUET AR T 259, vT DU 20 o BEL A 7R 40 P 0 24 AN, A 45 R R,
I AT A SRS 2 B rhPDCDS 21, SxtBRATAHEL, AB49 4ilfAb T Go/Gy MK L
BT 2S5, 1 4RI A rhPDCDS5 & [ J5 7T LA I AB49 il Go/Gy HFT o Lb B 32 i 4
Z, MERIGHEN S WizHkl, MmN T Go/Gy i, FW rhPDCD5 & Bt &
NIFEA BEAMHI4T A P Y DNA &R, M idignfuisss, BB rhPDCD5 HIR T, B
AR I R . FRATTIIX — 45 B 5 Han S0 R IORT 70 45 A &, Han 28 a5 (1
PDCD5 2 [A #% JL 21| 5 I MG-63 4 i, /346 4% PDCD5 (12 R 4 Gy HA LL A B,
B Gy WIZRM AT &5 B L L R BB G AR = 1.4-1.7 . T 5045 5 10 22 53 v] g 5 i FH BEL Y 4
Hi S I 240 F 22 555 PDCD5 1] Rgifiid 2 F &2 s sz 4 i o 1, FRATTIE 75 IR
A2 7 ## PDCD5 2 [A

6 FIIRSRE

L PR, FRAVBTET R I, PDCDS R % /I A i 240 B ) 41 B 1 J% 400
JE B 2 AR AR, S8 rPDCDS 2 1 /MBI S5 AB49 41 il Py 45 41
P PDCD5 25 [ 7 2214 1T LA B B8 S G041 75 5 O 0 00 1 % 200 L J 300 EL Ve, 3 7 A 0
SIXT ABAQ 4RI LT R (B B3R 5 . PDCDS {E J9 3 [ E 4T 48 % B8 (8 1 5
T, A5 R R U T A B DA S A ) A KA B, o 2R K
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FERIEHEZAEH . Kk, PDCDS BAMRMEMURUI A E LN AT . IR, B

A3 PDCD5 Jik [ (18l 25 258 LA K FLAE A0 i ] T3 A v (R P B A ZE WL AR S5 O 5T
B2 RN, SR RN O R UL ST IAE IRz 8 3. AT
9t &3 PDCD5 & FAI7E 1 g e st @t st Kinsm PO 2 f
AP RIE RS, HEEEMIREK K e, PDCDS5 HIRIAHEAR, MahA R R ERE M

Ris g, XTI IR SIS W LR A e IR R A IR B0 B AT E 22 (i PR A
ir{E. PDCD5 4 35 iR 2540 7 UK B FE IR IZ BT %2, 45K PDCDS5 1E R iR T
IR, S5O R S, RT DLBH S Ui JE A AN RS N3 T 8 6 Ay e 32 4%
PUB B R 3G 5T T 28, SRR MR IR R VR T RN 1% 2 KA 1 2k

24



rhPDCD5 & [ %} i i i A549 4 A y7 1 FI AT 5%

& i

Conclusion
1.RhPDCD5 4 A AT DAk NG & HE/E A, e mT A 3E AS49 41/ 4 PDCD5 25
RIE;
2. BN FH 6 AB49 4 i TS R A5
3.RhPDCD5 & [ Hc & MK 41 i J5 ST BEL T GO/GL 3, ot A g, 400 Ao 494 4 5
4.RhPDCDS5 5 [ 5 & AR 4 i i es AB49 21 Caspase-3 T AL 3 5, (B o T2
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{2 AT E X PDCD5 5 PR gt R

URE] AR TS S AL 5 = MR LR R R R R R 2 — . R4
JZET: AT 5(programmed cell death 5, PDCD5)#2 H1 b 5 k2 NS 3 K] v i B 1)
T ARCHT RN, B MR isIE R, fEamms. SN, B A e S B g b &
BN REREGR, HAEMIE R R AR R B HER R X, BEA X PDCD5 1R e ik
i HIHLE BRI FT, PDCD5 A B oy — > B BRSO E B IR 6 T #E A

(X471 PDCD5, M@, i<k

Recent advances on promoting apoptosis gene PDCD5 and tumor

[ Abstract] The dysfunction of cell apoptosis signaling is involved in carcinogenesis. The
programmed cell death 5 is a new apoptosis related gene cloned in the human disease center
of Peking University. The PDCD5 has the function of tumor inhibition, and plays an
important role in the development of cancer. Furthermore it has been reported that the
expression of PDCDS5 is down-regulated and even deleted in some kinds of malignant tumors,
such as leukemia, ovarian, gastric and lung cancer. Increasing new findings on the precise role
of PDCDS5 in the regulation of cancer development provide new insights into the potential use
of PDCD?5 as a target for the prevention and treatment of cancer.

[ Keywords] Programmed cell death 5, tumor, correlation
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1&4y 41k, PDCD5 5 H s ia i T3 3w L i ANTE 2, H AT R8T 78 32 2 i
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#H, PDCD5 5 MDM2 3i 444 p53, {37 p53 Al Feai g™, 3k i {2 3t b yga 41 g
HIE T, il PDCD5S 5S4 HEH ABALHF2 B Tip60 2 [A] () AH HAE HI 520 p53 1tk
Btk, . MEAL p53 iz EE 120 £, BEME I 1A 5% Bax FIRIA B, Rt
MO T AP, p5b3 AHEERE, MIEW I DNA KA BA R R,
I PSR AE p53 dERFFR T HE B 4B T AR AT ¥ Caspase-3 5l AL 4 1=,
fEZ B MM R AT, B T S22 MR An B AR s A, A, 35 p53 HIAE FH A2 2
0, 4HBRE TR AR ZREL, W2 RI AN R A, A AT IR

¥ PDCD5 FH KIAT i Rk EAH T A B E R RIA A FAZ AN )E, 40t
AR, (HIREE HME TR, W7 208 . Besaniu i . H4
MRS, 4uierT CLRAEBIREIEH T, KU PDCD5 &AM et L Fan i s, HEA
fe B4 S HOE T, PDCDS (15 SCEAZEFRR T LAR 23406 VP16 53119 Jurkat 21 i1 f1)
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PDCD5IMRNAZR L 7K F b 1F 5 i 231%2.41% . X3 /RPDCD5ENSCLC KR4 . KET
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— 5 B e i P S e A RS AN, B SPLE R B, M ELT 25T
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PDCD55 % Il R 4t e

PDCD5 ¥ 56 #7811 I 4 MU bR TR-140 e rh e B 73 21100, e B 3092 A & BLPDCD5
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PDCD5H 2H &5 1 7] LA 32 S IDREI AR M E A, [RIBTHESL I TUNEL SE 514 72 i
/~NPDCD5& H BA R B RERER, WA KINERIEH . X$E/~PDCD5HEHEH
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miE 690 TN, FEFREIET G CEHER] 7 AL, (R E RN R AR T 1
B 213 R TE R, B E DA R E30%. 1E B S H IR B RS
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PDCD5#KIA Z HI P v] REJE B s KA R (G 5, I XM RRIRRIE 5% A\ 1 1 % V)
o B, st 232V 4 2 20 434 2 -y A M £ A5 i 20 4RI 55 4 41 rP PDC D5 AL
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0 K e« I8 AN 1 S8 RE F 3 R 4 41 PDC DS BCl-2 45 [ fh 234, 45 5 &% /xPDCD5
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