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FR2"™M' 2 pcDNAG. O-TNFR2'M K A Bg i kst e ik 5 A sk Z Evitm P 264 48 h 548 A A4S B 1 ML 6
k4R EIBEE LR, BRI ARG ESL MLy A, = G5B pecDNAG. 0 = R 4 41 peD-
NA6. 0-TNFR2"M 28 & pcDNAG. O-TNFR2'*Y 28 | % A #by BW| i % 2 ¥ 407 4, RT-PCR # M) iF 5 3758 B F %
# 2(TNFR2) .cIAP, .cIAP, mRNA #j % 4t ; Western blot 4 p-JNK . cIAP, .cIAP, TNFR2 % 4% B F «B( NF-kB) # %
& % ik ; ELISA M| fm i b % & 7T %0 TNFR2(sTNFR2) . & e -% 1B (IL-1B) Ao & m A% 6 (IL-6) K, G R
By 45 R 2T AT TNFR2 A BV fa Ve ik B4k, 42 Edmies, 5= & sr B4 A pcDNAG. 0
7 JR ALY EL | peDNAG6. 0-TNFR2*M 28 pecDNAG. 0-TNFR2'M 42 TNFR2 , cIAP, \cIAP, \IL-1B.IL-6 #= p-JNK &5 & ik
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[ ABSTRACT] Aim To discuss the correlation of the polymorphism of tumor necrosis factor receptor superfamily 1B
(TNFRSF1B) in the 196ed gene (T mutation for G) to the inflammation reaction mediated by the macrophage TNF-TNFR2
signaling pathways. Methods Genetic recombination technology was used to bulid eukaryotic expression vector pcD-
NA6. 0-TNFR2"™" and pcDNA6. 0-TNFR2'**® | together with pcDN6. 0 being transferred to macrophage by liposome
transfection method respectively.  In order to establish stable transfection cell lines, blasticidin was used to select them for
4 weeks after transfected 48 h.  Digest the macrophages by pancreatic enzyme and divide them into four groups: control
group, pcDNA6.0 empty plasmid group, peDNA6. 0-TNFR2"™* group and pcDNA6. 0-TNFR2"*** group.  TNFR2,
cIAP,, cIAP, mRNA were detected by RT-PCR, the expression of p-JNK, cIAP,, cIAP,, TNFR2 and NF-«kB were detec-
ted by Western blot, the level of STNFR2, IL-1B and IL-6 in cell supernatant fluid were detected by ELISA. Results
TNFR2 gene "™ and '*** expression vector were successfully constructed which was verified by enzyme sequencing meth-
od.  After transfected to marcophages, TNFR2, cIAP,, cIAP,, IL-1B, IL-6 and p-JNK expression were increased (P <
0.05) in TNFR2"*** and TNFR2"*™" overexpression group compared with the blank control group and empty plasmid

0 196Arg 9 196Met

group. Each index decreased obviously in mutant TNFR! cell group compared with TNF cell group, especially,
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the reduction of NF-kB activity mediated by TNFR2'**"* was significant.

pression TNFR2'***® and TNFR2'*™" vector will lay the foundation for the next inflammation research.

Conclusions Successfully building stable ex-

The mutation of

TNFR2 mediates inflammatory disease through TNEF/TNFR2 signaling pathways, which is molecular mechanism of chronic

inflammatory disease.

MyE SR AL R F (tumor necrosis factor, TNF) i% 5
AR S HE AR T R 18 PR S RE 1 e P B S B4
}EHQ H*@%%%%ﬁi 2(tum0r necrosis factor repor-
tor 2, TNFR2) 1 it 83 R A8 X 788 28 i 61 1B JE [A]
( tumor mecrosis factor receptor superfamily 1B,
TNFRSF1B) 4ifith, 43 A HRALFI AT 35 M P, AL TN-
FR2 RStk A e e e A 2 i, 11 ] 4 TNFR2
(soluble TNFR2 ,sTNFR2 ) 2 1 25 FH il 7K i 111 1l , A7 7
TR S TNE (4= 4527 5500 #0238 3ot 240 ffg
LA P FR TNF 3244 (tumor necrosis factor reportor,
TNFR) 5% , HAF 555 T i = ZA 45 Caspase F %
ARG T BT 1 TRAF A R A T «B
(nuclear factor-xB, NF-xB) fl JNK & H 8 B 09 75
£, TNFRSF1B JE R T4 Ak 1p36.2, H1 10 4
SRR AN T AR, BRAN BT 4,910 BARE S
T IXAFAEIE R 228 MEA, fdln B 6 A 21 196 1if
(131061622 {7 SAZIRIT 1 676 1) A PRI IR L
(T/G) . FATC 83 R f 1 9 ) % HRATF 5 6] Lo
SR TNFR2 FE[N Y53t e B A 4 rs10616 22
B GG KA B A IR 4H A Be it 2% 22 =, $2 78 TN-
FRSF1B JEH ) 11061622 137 5 T/ G 2751k 57600
BHE S RMEARICE B SRR S S0 A 5 0 58 A%
{& TNFR2"" 0] eI S AE (5 53 % NF-kB I P I
LD Y5 S A0 M 0 T (R BAAE T AL ] v AN B
W, ASWFTE B 164 B A% 35 TURL peDNA6. 0-TN-
FR2"™M I pcDNA6. 0-TNFR2'M | Ff5 AN [ B 0 s
QR MEAF G TS TNFRSFIB 38 KR
EP T mRNA FIEE K F A9 22 4k, 73 #r TNFRSF1B
FLN L2515 FVEAN A TNF/ TNFR2 {5 58 4 S8
i SN A AH DG

1 #RFTTE

L1 EZERXHA

JE 8RR A & PCR 7% 5| 4 | Trizol | 3 #%
WAl &, %ot E & PCR X Al & ( B K TaKaRa 2
) RENGR A £ (& 72 Geneaid A 7)) 5 R & K
VI8 Hind Il #2 EcoR 1 . T4 DNA Ligase ( Fermentas
/A#]) TIANprep Jt AL /N E K A & (b R AR 4 16 #
BWARANE ) REAF BEHRRY TR (XE

Sigma AN ) , A¥XFEEN(LEFILEREAA
RAE ), Lipofectamine TM2000 . AREWER ( *
Invitrogen /A & ) ; DNA marker S plus,PCR 5| 4 ( £
BETAHTREARAE); ZARBEAA & (X
LR AT ) ;cIAP,  cIAP, [ TNFR2 47tk (b o # B
A AF) ;NF-xB 8 B b JNK & INK Hi 6k (£
Cell Signaling Technology /2 & ) ; 3 %L % — ¥ ( Santa
A8 ) sEel-plus & R & (R X E4E A ) ;sT-
NFR2 IL-1B8 IL-6 ELISA & 7| & (b 7% 1 iE 44 & 40
BEERAF),
1.2 B RALFIZEAE

A LA K pMDI8-T simple-TNFR2 "™ B 1y #
H A& TaKaRa A & ; B 4% %k 3k LA pcDNA6. O H A i
LWHERAFTERZAZ T EAELTEEE. co-
li B % 25 2 i IM109 11 1 b o RAR A AHBCE IR A
By/NREMEE S A M (4K T RAW264.7,
ATCC,USA) .
1.3 {8

CO, ¥ F # (HERA cell 150) ) B % % % (Ni-
kon TS100) . 7% >t | & & f 4% ( Olympus 1X50) | % 4t
4o i (CARYS0) AP B vk % %1 ( Mini-
Sub Cell GT, Bio-rad) . % & B 1% % % ( GelDoc, Bio-
rad) (WK R E B % (Olympus FV300) , 2 d1 1l
BEMRAZE _ERTHRTARFORME,
1.4 pMDIS8-T simple-TNFR2"*" # ka3

A GenBank A TNFRSFIB mRNA /¥ %] NM_
001066 A T4 @& TNFRSFI1B 4K | 7 ¥ 3% 4 5 fim X
Hind I (AAGCTT) ## EcoR I ( GAATTC) 7 7|, &
1398 bp, 5 pMDIS-T simple ¥ 473 5 K 51 , 4 1% 4
"AE®NEE. coli Competent Cell JM109, AR
B9 T % F M13-47/RV-M 5| #7347 PCR, 41l it &
PR FENR B KE KRN, &JERIF A DNA
HAT M JF, H & M1347.5'-CGC CAG GGT TTT
CCC AGT CAC GAC-3', RV-M:5'-GAG CGG ATA
ACA ATT TCA CAC AGG-3", 3l /¥ 5| 4 pMDI18 F.5'-
GCC TCT TCG CTA TTA CGC CA-3',R:5'-GAG CGG
ATA ACA ATT TCA CAC AGG-3',
1.5 EAM pMDIS-T simple-TNFR2""* gy

A% TNFRSF1B 2 K % T & % 5| 4, {£ & TN-
FR2 % 196 L F AR LT hHEa®, £ A RXET
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4+ .5'-GGG ATG CAG TCT GCA CGT CC-3' (&
S REMA), TiF:5-TGC TTG CAT TCC CAG
GGA TGG-3', R PCR K i i ; Pyrobest DNA Poly-
merase 0. 25 wL,10 x Pyrobest Buffer II 5 wL,dNTP
Mixture 4 L, Primerl 1 pL,Primer2 1 pl., Template
3.82 pL, i KB A4 K E 50 pL, 94°C 30 s,58C
30 5,72°C 5 min,30 MEI; B S pl PCR R AL & #
AT 1% BF F5 4 26 R A v A 0 5 2 BB R 1B AR R &
W E K E & B pMDIS-T simple-TNFR2'V
DNA, 47 Blunting Kination , Ligation % # & 7 (% B8
RERFMNEHAF), BHRELBARKT ELEH
E E coli RZASMM, WML 7w BREHEHEMNT
100 mg/L @& ¥ HFHEZH M LB FEHREF R, A
TIANprep S AL /N2 K | & /N &4 TG AL DNA, % #
1% 35 fg A 08 e oL A I, 9] Al TNFR2 3E 7 3
# Hind Il A7 EcoR | Bl fr m vEATEE T 5 2, ROAL
KA SR BH A 10 wL,Hind (10 MU/L) 1 ulL,
EcoR I (10 MU/L) 1 pL,10 x Buffer R 4 pL, K & %
WARME 20 pL, &R B4 % 5% 384 ,37°C Kk 4 h,
B Y] 5 o ALk A I TNFR2 B fo 45 K i KN,
CHMETRENERE L BELETENIRARA
a0 7L E,
1.6 pcDNA6. 0-TNFR2™" #0 pcDNA6. 0-TNFR2'** &
EHHEREE

pMD18-T simple-TNFR2"""  pMD18-T simple-
TNFR2'*¢F2 pcDNA6. 0 it 1 DNA £ B 10 plL, %
H#47 Hind 10 F2 EcoR T M B4 K5, I 1K % [
A ,37°C KB 4 h, % k5 ¥ e B 4 TNFR2M
TNFR2"*** & pecDNA6.0 A £, % TNFR2"™  TN-
FR2"M 45 5 pecDNA6. 0 F B R AR T 4 10: 1 8y
H 7] 38,4, T4 DNA Ligase 16°C 1 74 ; i 8 KM 45 &
o BN E coi RZAHM, % LB F
WE R FR, EHEANTFR LR E IS 20
NOCRHEHRTEERBE R, 2510k, &
#8471 5'-CCC CCA GCT GAA GGG AGC ACT-3", T
J Bl M1 5'-TAC CCC GGG CCT TAT CGG CA-3',
PCR R A% B 2.0 uL, F T3 414 0.5 uL,
2 xMix 8 uL, /it ddH,0 £ 20 wL;PCR ¥ 3 4 1.
95°C 1% 4 10 min,95°C & ¥ 30 5,52°C & X 30 s,
72°CHE ¥ 40 s, 3£ 30 AME I, 729C 4 R FE M 7 min,
16°C % 7 PCR =41, B 5 wL 34T 1% 37 fig 4 5 K
WK AT, #2 B pcDNAG6. 0-TNFR2"M  pcDNAG. 0-
TNFR2"* A% % 38 JfU Az, DA Hind T 42 EcoR T W B
VI e M B, WEE Y] RO R An KR & R
Ao ZJEYEAT 1% 35 oA e I L vk o AT 26 2, PR b

EHREFEBETAPIBRARAGANTF X2, &
0 R IE A B AR, 9F K B # & Ar 4k pecDNAG. 0-
TNFR2"™" 2 pcDNA6. 0-TNFR2"* Jf 4
1.7 ZRRIEFR Rt R S IHIE

INECE 40 T RE 1640 35 3R 3 A 10% FBS
HE %50 kw/L fr4EE % 50 ku/L,5% CO, 37°C # %
BT HR, A 0.25% FE-EDTA B, #% 2 x 10° 4
40/ ML 2 25 em’ HEFM P, I H RCR Bl
E(2.4.6.7.8 %10 mg/L) RAGIEH & x4 40 B %
M FEEER R R L R FERET NG
WHE 8 mg/L, HAH | RE A £ KWW E 4
L2 x10° AT 24 UM, m AN K& AEEH
DMEM 3 5738 , K B W2 48 M3k 90% K & FF b 4t
B4 By B B A peDNAG6. 0-TNFR2"M Fa peD-
NA6. 0-TNFR2'** 4 wg #2 Lipofectamine TM2000 10
pL 23 4 B T 250 pL A 4304 & 8 DMEM #5704,
5 min WIEA, B H 20 min &3 LN E A,
6h B EHHERFRM, %524 h 1% 1:10 By 7
HRZE6 M ,48 h FI 4 F 4 8 mg/L th AR HE
FMBBFEMERBIATHE, LEH2~3 R, 2
Bl BRI EE, 44 B e R 7w R A5
MR P REER T AR, BT ELAMEE
JHL pcDNA6. 0,
1.8 EWHAE

KBSm0 4= AT EA, RN
Rl B w40 o U T 4L 5 peDNAG. 0 & AL 41, 74
JE % % pcDNA6.0 #7 E ¥E 40 M ; pcDNAG6. 0-TN-
FR2M4 | #4 % 3 4 peDNAG6. 0-TNFR2"V i B
% J,; pcDNA6. O-TNFR2'*M 41 # & # % pcD-
NA6. O-TNFR2"*V* iy B 4 41 it
1.9 EEMMmAESEYLE

BIEMZEHMENRENERAEH AR A
MAE KRS,
1.10 RT-PCR # il 4 A2 TNFR2, cIAP, # cIAP,
mRNA BIRIE

A Trizol 4R BX 48 L % RNA, 32 | 2 K ok & it
Kl RNA B4 % & B 0D, 050 » 7% RNA 3 35 3R 5| &
AT3 # F A R cDNA, R B K % .5 x gDNA Eraser
Buffer 2 pL, gDNA Eraser 1 L, Total RNA 5 pl,
RNase Free H,0 2 pnL.42°C 2 min;5 X PrimeScript
Buffer 4 pL . PrimeScript RT Enzyme Mix 1 pL, RT
Prime Mix 1 pL RNase Free H,0 4 pL. k3% K F i
10 uL, &1 % :37°C 15 min . 85°C 5 s.4°C forever,
RT-PCR R JfK % .2 x Mix 8 pL . Forward Primer 0. 5
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wL . Reverse Primer 0.5 wL,cDNA # % 2.0 uL.
ddH,0 9.0 pL, & %:92 CH L ¥ 2 min,92C % ¥
30 5,55°C R kK 30 s,72°C ZE f# 30 s, 3 30 /M1 3F,
72°C# ¥ 5 min, H & TNFR2 3|47 [F 77 ;cIAP, L
Bl 41 5'-GCC TGA TGC TGG ATA ACT GG-3', T i#%
Bl 41 5'-GCT CTT GCC AAT TCT GAT GG-3';cIAP,
E B 4 5'-GCC TGA TGC TGG ATA ACT GG-3',
T 5 41 5'-GGC GAC AGA AAA GTC AAT GG-3',
TR BB R R G4, Fl A Quantity one
4.6.2 AT RGN 2 K EAE, B 8 3 H PCR =4 1
Al A R 3k A& = B AR 3 E WK & & Z 8/ GAPDH
LKA R AR,
1. 11  Western blot ¥l ZHAE p-INK,cIAP, F cIAP,,
TNFR2 % NF-«B HIE A FRIA

FEFERL A AEMMEA PBS k2 &, 0E
M R B EAMBRAE NI H, 25 &
HUIE R EA R E &, Bradford 3% & & %
., B100 pg #F 5 & G, B #H KR % KB 1 min &
M ,10% SDS R 1A ¥ Bt i 5 J Lk 2 B & B i, #
BERB AU R T A 4 BN T 5 O B
HOEREE THHR(ES% Nk aEan
PBST & o ) 3 F J& , R K m N &4t R p-JNK ik
(1:2000) .cIAP, (1:100) # cIAP, (1: 100) 0 f& , TN-
FR2 #LfR(1:100) , % 47 B NF-xB (1: 1000) 32 ¥ &
JE,AC T, W5 % 5 fm N9 88 B AR 0 B0 F L & TG
(1:3000) , 3% & ECL b & Kk Al i, & &%
AR FEDFEGIN RGN E L HOFW
PR EETMNER AR EZORS T E,
1.12  ELISA NE E M4 A _EiF &P sTNFR2, IL-
1B #A IL-6 7k F

Yo B & 4 B v 40 R SR R, % BB ELISA R Al &
B 4 1B VLA N E & 41 B v 4n i b R STNFR2 |

IL-1B # IL-6 & F,
1.13 FitFFE

BEBANTELERN, Uaxzs kT, RAELHE
T EMN, L EHRERKFLSD % ,P<0.05 =7 H
FItFE XL,

2 % R

2.1 pcDNA6. O-TNFR2" 1 pcDNA6. 0-TNFR2'**"®
HEEE

A TR T 25 5100 bP F1 1398 bp I HA4S
FB, 23 i 5444 pcDNAG6. 0 Fil TNFR2 HBE K /MYy
A B8 TNFR2 S8 R B O 446 A 21 pcDNA6. 0 H
(E 1), B PCR i A4 FOBUE D) 4 5 1) B Ve 5 20
FHIBER AT I Y, 45 R R 4 AR B 11061622
PR RIS 5 H i Be— S (Bl 2) , 3
pcDNA6. 0-TNFR2"™ | peDNA6. 0-TNFR2'* 1 4]
BRLAS HE ), fT TR — 20525

M 1 2 3 4

5000bp
3000bp
2000bp
1500bp
1000bp

1. Z2WEETILE pcDNAG. 0-TNFR2™M F1 pcDNAG. 0-
TNFR2*AEHFHIPATETEPE M 2 DM5000 DNA Marker,
1.2 pMDI8-T simple-TNFR2'9**% [ 44: 5 [% , 3 &y pMDI8-T simple-
TNFR2 "M fH44: 5T ,4 S peDNAG. 0,

Figure 1. Identification of recombinant plasmid pcDNAG6. 0-
TNFR2"™  pcDNAG. 0-TNFR2™"¢ positive clones by doub-

le enzyme digestion

19|6T 19|6G
580 590 600 ! 610 620 590 600 [ 610 620
GGTGGCC TCCCTGGGAATGCAAGCATGGATGCAGTICTIGCACGTCC GGITGGCCATCCCTGGGAATGCAAGCAGGGATGCAGTC CAC cc

il LA

2. pcDNAG. 0-TNFR2"™*F pcDNA6. 0-TNFR2 """ 3% 3% £ A Il 7 &
Figure 2. The sequencing results of gene TNFR2 in pcDNA6. 0-TNFR2"”™* and pcDNA6. 0-TNFR2"**"
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2.2 ERAREET

EWEAHIEAE & 10% =B DMEM 355 h B K
RAF AL 2 h WERE JER LK RUE FR LN 250
WRE, &1 ~2 D AR, A RIREREN,
AR, 5 ~6 RALA, RANG B iARS: e iy
LG EEAE T G 48 h 5P B U AR
A LUE B s s e Rk (1 3) .

S S )
ST R RO .
.‘. (Y v
‘o gp o, W
& St Ry AN 730
Nege's ot -.):'
o\
Ty o " T
.
. b
v ‘V'-“af" ,'oo
.\ 4 - oY 6 . A
} B\ o
| 70.'. 6. .,‘r'\‘ i ey w
v it .h ';kf . q-;
Y "‘ w »
. 0 0 ‘:\-,Q O .
RS 3 ‘a . 0\
A .‘.l)‘ < 1) )
N 4 &

B 3. EMARESFEEN
200) ,C W EIEDOE M T WS GYA 19 F AN
Figure 3. The morphological changes of macrophages

M 1 2 3 4

500bp

300bp
200bp
100bp

GAPDH TNFR2

mRNAHXf Fik
o
T
joi)
o

TNFR2 clAP4

4. EWEZRAETH TNFR2, cIAP, #1 cIAP, mRNA HI& %

2.3 #ARE TNFR2 . cIAP, cIAP, mRNA KIRIE

55245 11 % B2 1 peDNAG6. 0 %3 J5 KL 20 4 L,
pcDNA6. 0-TNFR2"™™ 25 | pcDNA6. 0-TNFR2"**** 2
TNFR2 . cIAP, | cIAP, mRNA AY % ik F1#; 5 peD-
NA6. 0-TNFR2"™ 2 #f Lt , pcDNA6. 0-TNFR2"**""* 2]
BT T (P <0.05; K 4)

A HENE BAEE TSR IE H IR E SN ( x 100) , B S B B T WA IR B3N EMAIiE ( x

clAP; clAP;

[] PCDNAG.0% iR
[] PeDNAG.0-TNFR2"*eVeisg
[l PcDNA6.0-TNFR2'*eA 98
W =axRaA

clAP;

M 5 DM600 DNA Marker,1 7 pcDNA6. 0 %5 Jiiki 2,2 4 pcDNA6. 0-TN-

FR2'9Me 25 3 3 peDNAG. O-TNFR2'OM 40 4 HJy2s X IRAL, a 4 P <0. 05,5725 FHXF B4 5 pcDNAG. 0 28 JFki 28 L3, b o P <0. 05,5 peD-

NA6. 0-TNFR2'9OMe 4 [ 45

Figure 4. The expression of TNFR2, cIAP, and cIAP, mRNA of macrophages

2.4 #8BA p-INK cIAP, (cIAP, \ TNFR2 & NF-xB &
HHRIE

525 FUAT IR AL peDNAG. 0 45 J5i L 41 A L,
pcDNAG6. 0-TNFR2™M'2H peDNA6. 0-TNFR2'***% 4]

TNFR2 cIAP, | ¢cIAP, . p-JNK \NF-xB & 4 1) % 15 1
B LE(P<0.05), 5 pcDNA6. 0-TNFR2"™" 24 #H
FL, pcDNA6. O-TNFR2'""® 41 4% Tl 4§ b5 F ¥ (P <
0.05;K5),
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- - - P-INK 16
14
m =INK K 1.2
CIAP Koy
’ 1 =
et =0 08
Hm .
--—- TNFR2 04
" NF-«kBp65 0.2

& 5.

- [1PCDNA6.0-TNFR2!%Ae4g
| mPcDNAB.0-TNFR21% el a
| mpcDNAG.0% R ZA
a
| mZEAxBa i .
ab ab!

i ab abl
i a
- ab

p-JNK CIAP, CIAP,  TNFR2 NF—KB p65

EIf 40 B i p-JNK, cIAP, . cIAP, , TNFR2 % NF-«xB & HHI K ix

1 4 pcDNA6. 0-TNFR2'6M% 2 2 3 peDNAG. 0-TN-

FR2YM 2] |3 3 peDNA6. 0 75 JFrRiZH 4 R25 AR HRAL, a 2 P <0.05, 575 AR BR4L 8T pcDNAG. 0 %5 ki 4l L4 ;b 4 P <0. 05,5 peDNAG. 0-

TNFR2"9OMe 2 [y 4

Figure 5. The expression of p-JNK, cIAP,, cIAP,, TNFR2 and NF-kB protein of macrophages

2.5 AR B sSTNFR2,IL-18 #0 1L-6 By7kF
23 % IRZH A peDNAG. 0 23 Jik 20 A0 L, peD-

NA6. 0-TNFR2"™" 21 | pcDNA6. 0-TNFR2'*"* 4] sTN-

FR2 IL-1B . IL-6 7KV . T} (P <0.05) , 5 peD-
NA6. 0-TNFR2" £ £ L1, pcDNA6. 0-TNFR2** 2]
STNFR2 \IL-1B IL-6 /K-F-H B (P <0.05;3% 1),

£ 1. BAMAE LK sTNFR2 IL-16 #1 IL-6 7k F

Table 1. The levels of sSTNFR2, IL-1P and IL-6 in each group

| sTNFR2 (ng/L) IL - 1B(ng/L) IL -6(ng/L)
25 X IR 8.57 +0. 13 5.01 +2.58 6.51 £0.22

pcDNAG. 0 25 JikiZH 10. 64 £0. 10 8.51+1.57 10.22 0. 58
pcDNAG. 0-TNFR2"*M' 2 120. 89 +20. 78" 68. 05 6. 56" 38.09 +4.28"
pecDNA6. 0-TNFR2' "4 £ 60. 66 £9. 54 28.50 £3.58" 17.21 +6.58"

a i P <0.05, 5% [0 IEALEE pcDNAG6. 0 %3 FORL4L Hods ;b o4 P <0. 05,55 peDNA6. O-TNFR2'M 4 1145

3 4t i

UTARSR , JAE 2 UL Z T 5 1 T A, MOk
ARIE A 26 B SR E 16 O 1 S A= | J N B i 7
PR EEAE Y RIENFHSEOCHRNERE S

R T Ui BT 58 AT (R 3R 5 08 TNF-o A28
A TRE 3 5 40 2 TR A A2 AR R S

P25 RS, Rk, X TNFR E’Jﬁﬁﬂﬁﬁﬂb?ﬁ
UF IR TN (953 0L, EISh2E 3B 5E & 30 TN-
FRSF1B J 5 /) BRAZ 1 R 22 A MR 3 B0 0 SO
AASCAE 6 PR 3R TR DR s | i I A 55 19 38t 4% ) 1R
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