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[# ZE] B8 EAKRSI008555 5 8 11 AS(S100A8) KD i 2 9L R EHI S kL, 78 HEK-293T rfvis iy iof 2 ik M il ke
FE DY HEHE [ 7 (SOXT) BRI X ST00A8 J& 21 P i 2 il [) s 7 326 I BB 1Y SOXT 255 el o 773K >R I PCRECRY 8 KB
S100A8 i3 s T4 1 , 2 SRV I 3% 45 3 pGL3-basic F1, i1 4% 9 pGL3-S100A8-FL, ¥ pGL3-S100A8-FL 5 Hij 44 & 1) pIRES2-
SOX7 Tk L Yy HEK-293T , FHINE SOC R MG . 1EAh, 12 I JASPAR 51 ST00A8 S5 2l 1 X ] 4 75 19 SOX7 455 I, Ot
R AR FE 44 58 B Bk (B pGL3-S100A8-1~4) . ¥ pGL3-S100A8-FL Fl pGL3-S100A8-1~4 73 51| 5 pIRES2-SOX 7 H: 4% Yy
HEK-293T, Ki g 5 G R BHG M . HeE WHE SOXT 455 TCF 227511 S100A8 Ji 3l T ks (Bl pGL3-S100A8-M) , 15 pIRES2-SOX7 %
YL HEK-293T, #ril| Heae G Z WG 7k . 458 - 4% pGL3-S100A8-FL 55 pIRES2-SOX7 4% Yt HEK-293T, % ¥l 3635 SOX7 7] i 3%
B4 pGL3-S100A8-FL J3 31 F % ¥4 . K pGL.3-S100A8-FL fil pG1.3-S100A8- 1~4 4371 5 pIRES2-SOX7 I 4% Y HEK-293T, & Bil
pGL3-S100A8-4 Ji 5 1 M i F KT pGL3-S100A8-FL Fl pGL3-S100A8-1~3, #2755 SOX7 5 S100A8 i3 s 145 & o tF Al G T
~200~+51 nt X3P . H5-86~-57 nt LI 57AL Fki (pGL3-S100A8-M ) &, pGL3-S100A8-FL 5 pIRES2-S0X7 $:4% HEK-293T, % Pil
pGL3-S100A8-M Ji3 3 Fifi P4 W Ik T pGL3-S100A8-FL, #2755 SOX7 1l it 55 S100A8 Ji§ 8 F-86~-57 nt JLHF45 &0 4518« BN
PR B ST00A8 A i 2l 14 U NS85 3R i A JBORE, JF01 205 S100A8 Ji 21X 1 SOX7 25 5 Tt o
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Construction of luciferase reporter plasmids of rat S100A8 promoter and initial
identification of SOX7 binding element

PENG Mingyu, HE Qingling, WANG Wenbo,ZHAO Dao,ZHANG Jing, WANG Yingwei, QIU Wen"

Department of Immunology , Nanjing Medical University , Nanjing 211166, China

[Abstract] Objective: This study aims to construct luciferase reporter plasmids of rat S100 calcium binding protein A8 (S100A8)
gene promoter and detect their activity in HEK293T cells in response to SRY -box transcription factor 7 (SOX7) overexpression,
meantime screen the possible binding elements for SOX7. Methods: Rat SI00A8 gene full length promoter was amplified by PCR and
cloned into the luciferase reporter plasmid (pGL3basic) , and named pGL.3S100A8FL. The plasmid of pGL3S100A8FL and previously
constructed plasmid of pIRES2 -SOX7 were co - transfected into HEK293T cells, and then the luciferase activity was detected.
Meanwhile, the potential SOX7-binding elements within ST00A8 promoter were predicted by JASPAR. Based on the predicted results,
four plasmids of truncated S1I00A8 gene promoter (pGL.3S100A8 1~4)were co nstructed. The plasmids of pGL3S100A8FL or pGL3-
S100A8 1~4 and pIRES2SOX7 were cotransfected into HEK293T cells respectively. Then, the luciferase activity was detected. Next,
S100A8 gene promoter of SOX7-binding element (=86~—57 nt) mutated plasmid was constructed (pGL3-S100A8-M). The HEK-293T
cells were transfected with pGL3-S100A8-M and pIRES2-SOX7 plasmid, and the luciferase activity was detected. Results: The
plasmids of pGL3S100A8FL and pIRES2SOX7 were co transfected into HEK293T cells, found that the luciferase activity of SI00A8
gene promoter was markedly increased in response to SOX7 overexpression. The plasmids of pGL3S100A8FL or pGL3S100A8 1~4 and
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pIRES2SOX7 were co transfected into HEK293T cells, and the result displayed that the activity of pGL3S100A8-4 was much lower
than that in pGL3S100A8-FL and pGL3-S100A8-1~3, indicating that the region of rat SI00A8 promoter(—200~+51 nt)might contain a
SOX7-binding element (—86~-57 nt). Then the —86~-57 nt mutated plasmid (pGL.3S100A8M) or pGL3S100A8FL and pI[RES2SOX7
were co transfected into HEK293T cells, and the result revealed that the activity of pGL3S100A8-M was much lower than that of
pGL3S100A8FL, indicating that the SOX7 may bind to the element of rat SI00A8 gene promoter —~86~-57 nt. Conclusion: The rat full

length and truncated rat SI00A8 promoter luciferase reporter plasmids were constructed successfully, and the possible SOX7 binding

element was preliminary determinated.

[Key words] SRY-related HMG-box gene 7;S100 calcium binding protein A8 ;promoter;binding elements

K Thy-1 "% % (Thy-1 nephritis, Thy-1N) J&—
TN IIE 58 N 28 2R S 26 1 B /N ER ' 58 (mesan-
gial proliferative glomerulonephritis, MsPGN) [ zfj ¥/}
R AR ST Thy-1 R AP S  i%biik
g 5 K BUE /N BR & R 40 9 (glomerular mesangial
cells, GMC) Zfi ) Thy- 1 HT 45 & , 4k 8005 #MAS
S ARAE RN A GMC HY AR 7% o L RIAMAAE HIHE
A AT 3k 4 R AN (Lytic ) FIE 5 A 2 (sublytic ) ,
sublytic C5b-9 BN R T EUAH MU % , (H B & ZFh
AW RN o AR LIRS UE S, Thy- 1IN
A HLA #MA CSh-9 4 PE , JLH & sublytic C5b-9 4K
HiPE. Thy-1N K EUEZHZUNFIASPZ sublytic C5b-9
R )R B GMC  , Z R0 9 E 540 97 2 (inter-
leukein, IL)-6.1L-23 F1L-36a %1k 3% [, 0215
LR AE T H , A SRE - 3 B 7E
Thy-1N At R rp & SRR T H R A B

AL AT S50 & R, Thy- IN KB4
FIARSNSZ sublytic C5b-9 H IR B GMC H, AE S
Jit ST00A8 1) mRNA M A & B, S100
AR TE TRHES ) h o e e,
T 1965 4t Moore &5 78 48 i B U & R, PR AT
100% ¥ T~ 160 FVBR IR i 1 7544 o S100 4 11 K J 3t
T 20 A B, 4245 S100A1-A18 . S100B , S100P
SEl ) H A HGURM A0 R S LA K 25 Ca™ 1Y)
RE o TEMDI BNV I R AE T L S100 85 11
PR B A AN AR R B RIE R N, B,
S100 7 25 KU & 7 4 (theumatoid arthritis, RA) . %
SEME AR (inflammatory bowel disease, IBD ) FIJRHs &
# (lupus nephritis, LN) %5 58 P05 Hh A 4% 1 8%
MPERIEHI" . SR HGE  AE OIS KA
RAE P FEACAL i i v PR 20 U Y S100A8 7T 5
TLR-4 454, fE7E NLRP3 4/ MARGL IL-18, J5 & 7
SR B RE R AN 731 , ST ER JRAE S
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b T WFSE Thy- IN K Bl GMC H ST00AS 3[R &
IR G SR P ML, A URBTAL AT i T Thy-1N
KEVE LH LN AR SR A2 sublytic C5b-9 Il K B
GMC H I B G S PR, R B Sl pie e XY HE 2R
7 (SRY -related HMG-box gene 7,SOX7) [l mRNA /1
HAREYBE LT CFRERER) . SOXT & —Fh
A RIS R HE LS R R S AT S R o
X DNA JF 845 6 ) sh I3 PR 53t | 2 45 ME 1 1 A= 90
“2IfE. HRT A LAY SOX F AR IE HMG 454 il &
BRI 515 A B1.B2.C.D E.F.GFIH R, 3t
20450, Herp SOX 7 J& T FA A", A SCHikR
18, SOX7 AE Ay 49 2 K 0] 38 5 Wnt/B - catenin {55
S AT ) Jc o R A0 B B B BB Ak, SOXT 3 AT
i35 Notch {5 5 18 BEAR HE LS A2 i o AT Aip
B S 80 % B0, 7E K B GMC H it 3235 SOX7 AT 1 3
S100A8 EER A FRIE (BRI R K 3R) , 7AW E B2F 4K
A 900 42 7% K B ST00A8 2 A i3 8 - X &% 45 SOX7
B 45 A oo, 32 L JE B SOX7 BE 75 B 4% i ot
ST00A8 J& A %% 53, H Il i AT A& , O S AUl xt
W) R F A . 1 S K B S100A8 BE 1A )5 31
TR TR, 5 K B S100A8 i3 33k T 3 ]
B YL HEK-293T T H 2 it , £ SOX7 Xf S100A8
PR 3l 38 M 2 e [R] B 7 128 SOX7 55 ST00A8 &
AT RERY 45 A oo, IE X ik SOXT7 254 okt 17
AR SN, B HE— 2 B 58 Thy- IN K B GMC H
SOXT7 {2 STO0AS J [A] J7 3 it ik A ML £ (1 55
et

1 #HRTE

1.1 ##

NEE 293T(HEK-293T) i) [ 35 iR A1 77
WEEAEE (American Type Culture Collection, ATCC) .
pGL3-basic Fll pRL-SV40 %' 3 i 5 Bk LA SR
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e I 2R il A5 JE PRSI 3 7 85 (Promega /A F) , 55
) ; 5L 41 DNA $2BGRF & (Jbmt RARAE B AR A
FR) ; SanPrep 1120 PCR 7 ¥ 4fi b il ) & ( B2 T
AW TR A A R A 5 5 A4 ELE PrimeSTAR@
Max DNA Polymerase , B il £ P VI Kpn [\ Sma 1
F1T4 DNA £ (TaKaRa A F], HAS) .
12 Fik
1.2.1 314kt

% S NCBI, 3 11 Gene %045 P 18 R K R
S100A8 J£ K (1D: 116547) , F| FH Primer 5.0 £ 44 Bl
BT X ST00A8 P 5 81X (=2 068~+174 nt) [
519, Fii .5 - GGGGTACCATCCTAGCAGATGT-
GAGATGG -3" ; N i : 5" - TCCCCCGGGGCTACTC-
TATTCCCCCAACTC-3', IF7E B S TSR mA
Kpn 1 .Sma 1 BFUIN 5575, J5 38 B A0 R
A RS Al
122 KA SI00A8 & B B3 T2 K55 a9 3

DL R B A 40 DNA S #E4R , FH PrimeSTAR@
Max DNA Polymerase £ 17 PCR JZ v/ , JZ Joj & & .
PrimeSTAR Max Premix (2% )25 pL, I FUF5 9145
2 pL, FE 41 DNA 2 L, KEAZEK 19 pl; 2 2
J¥:98 CZ5 M 10 5360 CiB K 158,72 °C ZEfH1 2 min,
TEFR 30 UK ; 914 7= 1 28 SanPrep 2 PCR 77 ¥ 44k
A& i,
123 KA S100A8 A B B %) F 4K & b F Bk
R sA R E= AR

# pGL3-basic i ki 5 S100A8 JE A i 3l 7 PCR
PSRRI N VI EE Kpn 1 #1Sma 1 37 C/K¥2 h,
FIH] SanPrep 28 PCR 7™ 4 24k 1205 &2 70501 Il e 2k
ALY pGL3-basic TR AT S100A8 f3 311 PCR =4,
P T4 DNA PRI T 0 (16 °C,8~12 h),
TER 3% 452 77 W) e AR RS2 25 K FF T DHS o, #5 L 8
A% T & Amp BUPERY LB SR BIE F0fi , T 37 °C
ISR 12 h 5, PRSI E T 3 mL 5 A
Amp HUVERTBAR LB 3 F2 5, 37 CREH SR 12 he
BT L 55 3% )5 0 BOBAE A AR DNA #E17 PCR %
JE O3 1 A PR s Rk 3l A R G (L BO A FR
o5 RN P S5 0 K A ) 1) R A 44 R pGL3-
S100A8-FL.
1.24 XA S100A8 A H & 5h T H A2 fe 2K 4289
R

FIFH JASPAR HR A4 FUi S100A8 3 (K ) 8l ¥ IX.
SOX7 W45 & Jo A, I AR P 45 S 58 i 3 FH AE )
250 (ZBO) A R AR 44> S100A8 [ i 2 7

B TR, 5 HIZ A S100A8 2K )5 2l +-86~
-57 nt [X SOX7 &5 & JuF 5 -GAAATGCTCAATGT-
GCTCAGTGATTGCCAC-3' & 4% 24 5" -GGGCGCGC-
GCGCTATAGGGCGCGCGCGCCC-3", 5875 [fi ki fiy 44
9 pGL3-S100A8-M,,
1.2.5 E4F4id g HEK-293T 2w fiee

H HEK-293T 4UAHZF T 24 FLA P (110941 )
K: 3% 24 h J5 , H Lipofectamine 2000 #f pIRES2 -
SOX7 . pRL-SV40 43Il 5 S100A8 J: [H Ji ) 14 K S
7 B A ORI G Y HEK-293T 4l fifd
12,6 RAZEFMEGN T

5 FIR Ok 3L Y HEK-293T 41 it 48 h )5 ,
X7 I 2 il 41 1 35 PR RGN 3 75 & v PLB 24 A V7
FE Jo 24 i 20 G, i 5 AN AR 24 A7 7, o3 ol A U
S100A8 & A )i 8l 7 5 k0 K 9 2 B8 BT k7 (pRL-
SV40) W GTE M, Hirr, B By 2P 1y 32 R 5k
Z S PE(M1)/ pRL-SV40 JFUKL 4 1 B 56 i 2% il 1%
PE(M2) , B A B A 00 5k 9 AH XF 2 5 2= i 1k
(RLU).,
1.3 “%its7s%

JIT A5 2 2 B 8 DA B AR R (R + s0) TR o
K FH SPSS 19.0 8K 44X} Bt 15 B8 ik 47 5 22 43 Br #
Bonfferoni =PI AR, P < 0.05 M 2ZERA G5 X,

2 # R

2.1 KA SI00A8 B 30 F & A & B & Fu A5 64 4y 22
5%%

PCR #" 1 K Bl S100A8 4> K i3 3l T (-2 068~
+174 nt) i , XU A pGL3-basic TR, 4 5
A TR AR S 4 51U AT T % Amp U [ 1K LB P
MBI Z2 0, 22 TR T PCR i 8 1 BH M e e T %, 7
&% )0 gk, W 4 R s ORI ) i
% pGL3-S100A8-FL([& 1),

2.2 iF &3k SOXT7 AF K R S100A8 B 3 F A K ik

¥ pIRES2-EGFP ., pIRES2-SOX7 . pRL-SV40 Fl
pGL3-S100A8-FL AN [A] 73 4H H 7% YL HEK-293T 41 fifd
YL )5 48 h Ky A GFP A1 I , & ¥ GFP I & 3%
ik, HAL YRR 20 80% (812) o B G 2L 40 i JF
HEAT 90 R M i A5 AL ARG I, 45 2R @R, pGL3 -
S100A8-FL . pIRES2-SOX7 55 pRL-SV40 3% YL 21 H.
RLU {8 i # & T pGL3-S100A8-FL . pIRES2-EGFP 5
pRL-SV40 I Jed  $R SOXT ik ke A & I
& ST00A8 FEIR 14 )3 B 11 1 .
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2000 bp
1500 bp

1 000 bp

—2 242 bp

750 bp
500 bp

250 bp

100 bp

M : marker; FL: pGL3-S100A8-FL 1% PCR " 4724 ,
1 IFERTEERRHBIKER

Figure 1 Agarose gel electrophoresis results

2.3 SOX7it & ik #F kK & S100A8 3 B & 3h F & 1
5% 7]
23.1 KA SI00A8 AW &) -F &AL M Aals B 89
iy

I FHAE W05 B 2A 8 JASPAR X S100A8 %& [
8 31T K F ) o SOXT By 45 & To ik A7 i (3=
1o ZHHEEEAITOIRIALE , BTN Y A o
Pi(F£2),
232 K FSI100A8 A& B & 3h T & A ARk by My i

T pGL3-S100A8-FL BTk, (il HAEY R4
(CZHOA PR AR A 4 4808 ok, B pGL3-
S100A8-1.,pGL3-S100A8-2 ,pGL3-S100A8-3 Fl pGI.3-
S100A8-4, il J¥> 25 3 I 7 pGL3-S100A8-1~4 1 45 Jit
Wi R EEE A
2.3.3  SOX7it & ik sF K R S100A8 A K & 35 -F &4
VN oA LR b A

¥ pGL3 - basic. pGL3 - SI00A8 - FL il pGL3 -
S100A8 4% J JFi ki 43 1] 55 pIRES2-SOX7 F1 pRL-
SV40 3L YL HEK-293T 4, 5 Y4 I 48 h 24 An -
D A G I, e s pGL3-S100A8-4 4l i 1Y)
RLU {5 %% pGL3-S100A8-FL 1 pGL3-S100A8-1~3 %
YLZH AR L RN (A 3) o $27R S100A8 BE A A 8+
X% SOXT7 454 Te AT RERL T-200~+51 nt X5k,
2.3.4 SOX7it &k st K A S100A8 A B &3+ R %
AR E N R

T 20 SOXT AE S100A8 Ji3 311200~
+51 nt XN LS5 TTHE, M5 JASPAR 45 & Jo /4 1
R, PR TR R A8 5L A T S100A8 i
Bl —-86~—57 nt X Z&AF (12 F W 45 Bk, B
5" - GAAATGCTCAATGTGCTCAGTGATTGCCAC - 3’

pIRESZI-ECFP pIRESZI—S()X7
pGL3-S100A8+pRL-SV40
A: pGL3-S100A8-FL.pRL-SV40 Fl pIRES2-SOX7 Jii 7 4 7% Yt
HEK-293T 4fiff1 /5 48 h, GFP YZRIBIE I (£ : DG 47 : 95 x40) 5
B: HEK-293T 4l fifd v YL A ] S5 K75 S100A8 JE K 8l 19t Z i
TP L3, P < 0.01,n=3)
E2 HEK-293T 40k i R R TG AR SOXT7 i3
RIEXF KR S100A8 EF B FE KL REF RN
#m
Figure 2

Transfection efficiency of plasmids in HEK -
293T cells and the effect of SOX7 overexpres-
sion on rat S100A8 gene full - length promoter
activity

%1 JASPARTIlA X R S100A8 £ E /3 37 F X SOX7 &

ALK

Table 1 SOX7 binding elements within rat S100A8 gene
promoter predicted by JASPAR

T Y SOXT 454 o1 o7
15 7ef -1979~-1957nt
250 -918~-896nt
35Tt ~735~-713nt
457 ~595~-573nt
55t -86~—57nt

R2 S100A8EH ERFGIE
Table 2 location of different S100A8 truncated luciferase
reporter plasmids

2T ALY
1S -1 802~+174 nt
25 ~756~+174 nt
35 —-200~+174 nt
45 HE +51~+174 nt

N 5" - GGGCGCGCGCGCTATAGGGCGCGLGC-
GCCC-3', 6 Hofir 4 N pGL3-S100A8-FL-M. %
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40 T * * «
304 I N i 154
a0 %El 10
B 1 4 T
=57 =
== 54 #
2',—| [ ]
11 # 0 E— T T
o1 : I R
B & @ @t & \f"%\ 22
O SR NN RN NN v & O
0% nj% o\ N W N
° Q(,\» G\fﬁ G\fb A i G\fﬁ
Q pIRES2-SOX7+pRL-SV40

pIRES2-SOX7+pRL-SV40
5 pGL3-basic L4, P < 0.01; 55 pGL3-S100A8-FL, pGL3 -
S100A8-1~3 [L#5,"P < 0.01(n=3),
B3 HEK-293T 40 & SOX7 Xt S100A8 & ] 45 it fi 76
REEERMN
Figure 3 The effect of SOX7 on the activity of different
truncated rat S100A8 promoter in HEK -293T

cells

pGL3-basic . pGL3-S100A8-FL Hl pGL3-S100A8-M 43
15 pIRES2-SOX 7 ik ALY HEK-293 T4 e, F-4%
YL 48 h 2R AN AR AL C R BTG, 45 R0
71N, S100A8 £ K 4 K JH 3l - -86~—57 nt 5872 5 Hi5¢
SR G AR, W04 0 R e IR 7 SOX 7 W 3
11 5-86~-57 nt X455 I I S100A8 (1) 8l T 14
(K4),

3o #

AU ATANF T UE S, K Thy-1IN & i 4
o A HE A BT S100A8 FlF 55 [ SOX7 A ik 34 i
Z L, HARSMH sublytic C5b-9 FIEK L GMC J5 7R
AT B L 3455 S100A8 FIISOXT7 19363k, HeAh , 76 KB
GMC Hrid #35 SOX7 7] i 2 [ S100A8 ARk, 73
AW BTN R, S100A8 LK i 3 1 X 44,
T2 SOXT 45 A ool RLHED , sublytic C5b-9
FE K B GMC 5 vl 1 SOX7 fig i S100A8 %&
PRI S e, IR Thy- 1IN (19 RAERGAS

T HFFE K B SOXT XF S100A8 K& K JH 3 Y 5%
Wi, A SR EE T R B S100A8 R K 1 s T4 Koot
F R TR (pGL3-S100A8-FL) , ¥ pGL3-S100A8-
FL SR S 3RA TR LAY pIRES2-SOX 7 Bk 1 1R[]
IR Y HEK-293T 4, 4% % 48 h 24 4 ffd -]
EHPSCRBRG M. 4R R, pGL3-S100A8-FL Al
pIRES2-SOX7 AL YL 2 HAH G R B Gk 2 v T3
T2, $ 71 23k K B SOX 7 B 1458 HEK-293T 41
J R B S100A8 FE K 1) 8 T, iX — R 5 A

5 pGL3-basic L ,"P < 0.01; 5 pGL3-S100A8-FL L5 ,"P <
0.01(n=3),
4 HEK-293T 40 SOX7 Xf S100A8 £ K F1 2R 2 /5 3
F A S R EE AT
Figure 4 The effect of SOX7 on the activity of full length
and mutant of rat S100A8 promoter in HEK -
293T cells

RURT ] GMC 41 B 52 56 1 45 S — 3, B sk R 7
SOX7 BEMSAEHER FLGMC H S100A8 FE[A ik,

h T B — 26 KL SOXT 55 S100A8 3[R )3
ST RYSE AT AL , 8 3 JASPAR BAF T & 3K L
S100A8 3 K )i 8l 7 X ] B A7 7 5 4~ SOXT7 45 & It
1, 5 A T 44K ELS100A8 3 A ol 7
96 B TR, B pGL3-S100A8-1~4, )54
pGL3 - S100A8 - FL &, pGL3 - SI00AS - 1~4 43 | 5
pIRES2-SOX7 Fl pRL-SV40 H44 Yt HEK-293T 4 i1 ,
T 48 h 24 40 B AN 452 RLU A, 25 &0, pGL3-
S100A8-4 % G K B 14 il Ik F pGL3-S100A8-FL
Fl pGL3-S100A8-1~3, $i 7k SOX7 15 S100A8 FE A i
LG ITT T e TR 81 F-200~+51 nt Z 1],
AR JASPAR BTN 25 5, ~200~+51 nt X387
A 114~-S0X7 454 7ol (-86~-57 nt,5'-GAAATGCT-
CAATGTGCTCAGTGATTGCCA C-3") B J , % 4%
B OG- TS 2848, #EE S100A8 JiF sh P4 K 2748
R E pGL3-S100A8-M, F-# pGL3-S100A8-FL FI
pGL3-S100A8-M 4351l 5 pIRES2-SOX7 Fl pRL-SV40
A Y HEK-293T 4, T 48 h & 4 At A ) 4% 25
PCRMFGE . 5 R LI pGL3-S100A8-FLAH L,
pGL3-S100A8-M £H ¢ J't: 2 i I 1 6 35 B AI , 48/
S100A8 L[N 3 31 1--86~-57 nt [X A] HES&: SOXT7 £5 4
Jelt. ANt % SOXT RE & 5 i%n o 1 X B 45
B AT B i Y A 5 G 2 T UTE (chromatin immuno-
precipitation , ChIP) 5246 i — 2P B 1IE

25 TR A SIS B IR TR B S100A8 [
Ja KR M POk, I 7E HEK-293T 4
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i iE 52 55 26 ik SOX7 B 14 3 S100A8 ZE A 1 i3 3
FIEYE S WA, FHAE PR B2 B 00 SOXT 455
TR AR R I EE T 41> S100A8 JE [F
Bl U 9O R W S BORL, 75 HEK-293T 2 Jifd v
3o 263k SOXT 451 H X S100A8 5 Kl i3 3 7 A [a] %
JE SRR RZA , J A5 0 1 R B S100A8 K 2+
X AT RERY SOXT Z545 JufF (~86~-57 nt) . $H X I
RS A TOE T AN AT 5748, I AE HEK-293T 4fi jfd rh
¥ 25 35 F 1k SOX7 %F S1I00A8 HE K 5 5 1~ 28 2% i ki
e s, E— 2 HAE T 1A SOXT7 25 & ki
AR . ARBFREE R R4 )5 3F— 2P R 5T sublytic
C5b-9 A B CMC 5 i L8 SOX7 f2 i S100A8
FEDR A e sy S OLHLRI B A T MY i Bl ORI
FHR S50 E50

(&2 3R]
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