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W OE B K0 TNF- o S G i0 REF 4400 P311/TGF- B 1/ o ~SMA 3 1 11 5% 151 o 1125 s ) 1 T4 1
Fik: . WEIRIEW R RN A 4R A T S, B IR AT 4 A L 43 5 45 T TNF- o . TNF- o B
HORFEHER TMP (0.08, 0.4, 2.0 mg/mL) T 48 h, LIJCALPEAY IH A BT 2 40 i k25 (A HR,
CCK-8 VLK M 4 Jg 3455 7K *F-; real-time PCR Kl 40l P311, TGF-B 1. o-SMA mRNA F£ik; Western
blot # AN TGF-B 1. o -SMA KL,
R S IRIbEr, IR RGNS TNF- o AbFRS, $45ERH B 1EE, P311. TGF-B 1. «-SMA mRNA
PR TGF-B 1. a-SMA BEHFEWE EIH (¥ P<0.05) ; TMP XF TNF- o B FRE A MEEN, I
H Rk AR TGS, b 0.4, 2.0 mg/mL 9 TMP A B B4EH (1 P<0.05) .
518 : TNF- o 7] G638 3 P45 P311/TGF- B 1/ o -SMA {5 5 78 8% A 3 0 4% 1 21 45 40 Mg 4 58, TMP R0
TNF- o X200 B 075 Ak, 50nT fE X R AR GE B 25 4 B iR 1R H .
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Influence of TNF-a on activity of P311/TGF-f1/0-SMA signaling
pathway in rabbit bile duct fibroblasts and the interventional
effect of tetramethylpyrazine
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Abstract Objective: To investigate the influence of TNF-a on activity of P311/TGF-p1/a-SMA signaling pathway in rabbit
bile duct fibroblasts and the interventional effect of tetramethylpyrazine (TMP).
Methods: Bile duct fibroblasts of rabbits were isolated and cultured, and then identified. The bile duct fibroblasts
were exposed to TNF-a or TNF-a plus different concentrations (0.08, 0.4 and 2.0 mg/mL) of TMP respectively
for 48 h, using untreated bile duct fibroblasts as blank control. Afterwards, the cell proliferation was determined

by CCK-8 assay, mRNA expressions of P311, TGF-B1 and a-SMA were measured by real-time PCR, and protein
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expressions of TGF-B1 and a-SMA were examined by Western blot analysis.

Results: In bile duct fibroblasts after TNF-a treatment, the cell proliferation significantly accelerated, and the
mRNA expressions of P311, TGF-B1 and a-SMA as well as the protein expressions of TGF-B1 and a-SMA were
significantly up-regulated compared with blank control cells (all P<0.05); TMP inhibited the above effects of

TNF-a with a concentration-dependent tendency, and the inhibitions exerted by TMP at 0.4 and 2.0 mg/mL were

significant (all P<0.05).

Conclusion: TNF-a can promote proliferation of bile duct fibroblasts possibly via regulating P311/TGF-p1/

a-SMA signaling pathway in fibroblasts, and TMP can inhibit the activation of this pathway induced by TNF-q, so

it may have preventive and therapeutic effect on benign biliary stricture.
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RMMESEZ (benign biliary stricture,
BBS) JE THHES M) . R 58 . IS
o P 5 O IR AE R PR A= ARk, BEEIE
i 5 1B 40 D) R B JTF A% A 5 IR AR R JT &, BBS
(1 % 36 7 T 1 vy, A ARG W I R I 1)
B ST B 51 A A BBS A2 A 7331 N 0.2%~0.7%
Fe3%~13% . BBSH F BN MHIE Iy 1w . A
RIZRAE L I I RE 5 U S5 OF AAE, ™ E LB
SRR A . BT TTUR BRR RS £ 4 4 A
(fibroblast, FB) Kzt Itk HEM o -F
WIsh#E 1 ( a-smooth muscle actin, «-SMA )
BH P 1) B A £F 4 41 i (myofibroblast, MFB) .
JLET 24 40 L ) fE S e 3 BUIB AR R 25 45 S BBSIE
B FEE T A K7 B 1 (transforming
growth factor B1, TGF-B1) EHS A YE i
WAL O U 2T 4 240 i SC B R 3R, e S IR
IR M BBSTE il . REEMEER., EET
T SDTBIF 2 2 B P31 1 45 B (5] 75 B B S 462 74 JH 8 1 £F
HE 20 M BRI WS, &R P31 /EBBS
B Rt #e vh e B8 k¥ T E AR . BBSHIIRIT
O i BRBIE IR, AAREF R, NS e A
HI7 2 HHfiR Iy BBSH 2 50, HENHA —
SE I R KR FER S 2 R T IR IR T N2
—, HA GBI R 2 T B — AT L RRR
i TG IRY . Mg IRSEE T o (tumor necrosis
factor o, TNF-a ) J&—Fh B RS RE LR FEAN TR,
TR LU0 5 g T, TR 42U 018 2 10 RAE I
o7 B B FL AT T R AR Y SR B RRAT L
IR L LR R AT AE A P TNF- « mRNA K EE 11 3%
R W, R TNE- o 0] BETE B2 R JE R T2 1K
(e FE o AR rh R T B AR AT B R
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WEFE K B v 25 B 1| 2 18R (tetramethylpyrazine,
TMP ) A& T ¥ BB SHL 7 045 B £F 4 40 i b P31 1 K&
TGF-B 155K FRiE, I H AEDH BBSHLI R JH 45
BT 4 40 M B BG4 , B R TMP AT fig 76 301 ] BBSTE
Bt R T EEAEM . (HTNF- o 76 04 JE R
&2 X BBSIE pli it B8 b A9 /E H i ANV 2, TMP X
TNF- o kb 38 A B 45 Bl 2T 4k 20 B 09 18 FH o A 75 48
AHEFERT TNF - o 175 5 1 BI04 AR 2F 4k 4 B fiff
AN TR e BE B TMPHEAT i, ULER 41 it 498 5 UK S M
P311/TGF-B 1/« -SMAE HF LML, BICHR
mr.

1 MBRERE

1.1 ##
UNIQ-104E R TRIZOL RN A BUR 7 £ .

R H & . o -SMASIH . B-Actin3| ¥,
Trizol, CCK-84 Ml it 4& . 41 . DMEM
(EpEAD) | 2EpEEH e ( LigATE
WIRARAR) ; TCF-B1AP311514) ( |
#Introgen/ydl ) 3 P311 L5 F5 M. 5'-
TAA TAA ATG CCC TCT GAA AAA GCC A-3',
T BI TS K 5'-GGA GCA AGG ACA AAA
GTG TAA AAT C-3'; TGF-B 1 LH5I9F5 N
5'-GGC TCA CCT TCT GCC CGT CT-3', Fiif
SIS N : 5'-GTC TCG GTA TCC CAC GAA
AGA AAC G-3'; o-SMA L5 FEH K. 5'-
GCT GTC CCT CTA TGC CTC TG-3', FiEsl¥
FFEH) M 5'-TAG CCA CGC TCA GTC AGG AT-
3'; B-Actin LG #)FF R 5'-CTC TCC ACC
TTC CAG CAG AT-3', FiFsl®Fsl k. 5'-TGG
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CTC TAA CAG TCC GCC TA-3'; #i-TGFBR1£
T FEPUIA (ab99562) | - o -SMA L5 BT 14
(ab7817) (¥EEabcam/A A ) ; PL—Vimentin
Mo BEPLR (V2258 ) | $i-cytokeratin HLoi [
ik (C-1801) . PVDFIE ( EEsigmata] ) ;
Pi- B -Actin LI FEPLAR . HRPARIC I —Hi ik
(ke XE&EWHERARAF ) 3 ECLENIK
& (%@Millipore/z}ﬁl) : SYBR'Premix Ex
Taq™ (Tli RNaseH Plus) ( Ki#EFAEY TLHA
BT ) 5 DAPI (HitRocheAH ) 5 Ehg)il=
RSP (b SRR R W 25 A R A A, it
14032015) 5 TNF-a (sigma, T7539, USA) ;
FHR2H (WA SN ERRESLRSP L) o
1.2 REBEERFHEMBAIRINEETE

BB FER2A, RET12 hWiEE, H%EMHE,
W) B4 i SR AE BN R R R 2 S Bl W b i AT
2.5% % B Z AT (40~45 me/kg ) DK SRR
B, B EEIIEFR O, K4~6 cm, EZEVIITF K
R T RS, BUR K292 emfiH B4 S T R B Ak
Fesh¥y, &)K. IR 414 L PBSTE 3K
JG BT R 22~3 mm K/, BHLFERE 25 cm’ B
FMPHA3T C. 5% CO,M KI5 T 4 0 R
4 h, MALEE20% (viv) M. 100 U/mL
HHEE. 100 mg/mLEEEE XA DMEMR; 5= W 47
R gt 25 N RE k43 B oAk B 2T 4t A0 i
R A6 S 0 4 22 W LA 134548, 30 minf5BR
FARMGRER NI, A KT B SRk S A, H A
A 4R A B AT AE AN ), AR K E80%~90%
A L AR . e 55 3K 110 B 21 2 40 Bt 20 17 400 i %
SE o SCIG T A0 M R 5 3~ S A AT A A L, T A
i B 8 9 I o AG I O A T A A AR T
1A (1) 26 38 DR AT 2T 2 40 M 1) 255
1.3 SEIG 5 4H K & 4H 2 B ) Ab B

ST Ay kI R I AL AT dE A 4 (s (ot
B4 ) 5 IER MR LA 4EAN I+ TNF- « 30 ng/mL
AEPRZH ( TNF- o 2 ) 5 IE % B8 02T 46 40 1 +
TNF-a 30 ng/mL+3 P ANFEHETMP (0.08, 0.4,
2.0 mg/mlL) mg/mLAMFEAL (MK, . MHRETMP4L) .
HHMMBAE M, R R 6fLAR (41 i3 5E
W FHo6FLAR ) , AN A2 x 1074l (40
M3 A I 22 x 10%/4L ) , & 10%FBSH K 37 3
Rigid hg e N AR S FBSHY R = Ryl ik it %, MR
it AN [6) 18 43 20 in 25 A8 X vk JBE 2 0 19 % 3R 2R
37 C. 5% COJEFRAE I 55748 h,
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SR 926 %
1.4 WEIBHREMEFE
1.41 R gmppey %2 KM %%t

o HUES 3 ARAL T o0 B0 AR I A0 B, TR e O Ak
A, M BUS TR 2 x 107 f L AR AT A
P ES A S FLAR R, 24 b JE BEAT SR UG R AR,
BRI T : 4% 2 B H # EE 15 min; 0.1%
f) Triton-100 % & 10 min; 10% 11 - Il 3§ £ M4
30 min; FH—PiK 4 CHFELR; B Pk E R
B 30 min; JEINABEA DAPL (1:100) ; %tk
B T WS IT HAn e BAPE XS I LL PBS AR5 —
SRS
1.4.2 mermpasgsegn £ CCK-8 ¥, Hik
e CCK-8 U5 AT o B2 Ah LR 2 4t e T 96 FLAR
PR 2 x 10" L, B FLAEBR 100 pL, fif
SAE L. AMMAE 37 C. 5% CO, K 3746 15 3%
24 hJi ARG 43 IG5 SR JE 4y 45 SR 48 h,
BALIMA 10 pL CCK-8 X7 1555 2.5 h, 1EMEFR X
450 nm P AR E A FLAOLEEEME (OD(H ) ,
e FH 0B3RS IV S 6 R T B 18 25
1.4.3 P311, TGF-B1 A& a-SMA mRNA # &k

FH Real-time PCR J5 B4 o 43 5185 45 41 410 it
PEHUE RNA, BERRLE 47 . 5881k 5 19 RNA & i
¢DNA ., % & real-time PCR WA F 4 20 pL, Ho | |
TiE51 ¥4 0.8 uL, 2x SYBR" Premix 10 pL, #£f5
¢cDNA 2 pL,, ROX Reference Dye (50x ) 0.4 pnl,
WFEK 6 ul, BEAFE S B 3, PCR R A& 1F 0
95 °C 30 s, SRJGHEAT 40 N HEMEER (95 C 5 s,
60 °C 30 s) o K ABI Stepone software v2.3 S
BF 286 1 PCR RGUCREH iR, UL B -actin
KNS, Bl g RoR IR R L, R
27 S IR H A FE R A AR Rk
1.4.4 TGF-B1 A a-SMA & & # % & M
Western blot J5 &Rz o 43 5 3 B 45 41 4 g B 8 1
FH BCA 005 8 v B, 0 8 1T SR D9 0 Tk e
BE s b AT L Yk, EAT PVDF % 5 DL 3 A R 45
TEM, % 1:5 000 MR HEBAKN—BT, f£4 C
VKAE N F o %5 JH TBST 7 4% JK | Uk PVDF i€
3. H%1:5 000 Fi B =40, FE= R FIRGIFE 2 h,
P TBST ¥ ¥k PVDF i 3 k. HLfL2# ROt H B
RS2 7 o B R A7 4, A B -actin AN S,
LA Quantity one FR4E53HT H A9 4517 10 AH XT K 2 1 -
SEEE 3K,
1.5 GitFabiE

TE B s R EE (Y25 ) KR,
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SPSS 16.05 M RGE AT G 2= Ar, 4R i
KR ZE T 208 (Bonferronils ) #4748t
B, P<O.OSHERBESITFE X,

2.1 BALEMBHIETE

BT AT UL AR R 3R AG BEA A Ak 40 SR B
W =08, WS B WAS S RIE WA A, A
BT AERE AR . 55 34 2T 4 20 M P E B 1 40 4
FEDENCIHYE, A M e SO I, A6 A
LA RS (B o

B 1 GRAETHEABERLEE( x100) A PR E H PR

B: i fhE F BT
Figure 1 Identification of rabbit bile duct fibroblasts (x100)
A: Positive vimentin expression; B: Negative cytokeratin

expression

2.2 #&4A 4Rt E K A

Has (X A A, TNF- o Ab 38 A9 B4 i 47
ey ss (oD ) Bl M (¥P<0.05) , fif
A TRl BE B TMP T Wi, TNF- o 375 5 (1 104 AR
ZF 2 240 B 3 g U] WA AR, JF S R R AR
L MW ETMPR I GRIE R A S22 X (1
P<0.05) (1) .

F1 BEMMIEEBER (x+s)

Table 1 Proliferation in cells of each group (x+s)

215 oD

EJEpopitiEl 0.331 +0.005

TNF-a 4 0.390 + 0.008"
R TMP 40 0.376 + 0.004"
FRREE TMP 2H 0.364 + 0.009"?
e TMP 4] 0.352 + 0.004"?

F: 1) SFEX AR, P<0.05; 2) 5 TNF-a 4L
#, P<0.05

Note: 1) P<0.05 vs. blank control group; 2) P<0.05 vs. TNF- «
group
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2.3 KA P311, TGF-B1 K& «-SMA mRNA

Rk 5 R

Has (0 A e ES, TNF- o 4038 Y AH A Bl £F
AP P311, TGF-B 1. a-SMA mRNAZKE
WO B (#P<0.05) , fli FR[F A TMP
THUS, TNF-o 35S R g a P31,
TGF-B 1. «-SMA mRNAZIK I &85 A A F2 5 1Y
e, JF R ERE B, L mEkETMP R
HIVEHA Gt %8 L (¥P<0.05) (%£2) .

x2 HRAHHK P311, TGF-B1 K «-SMA mRNA Rikzk

E (xxs)
Table 2 Expression levels of P311, TGF-B1 and a-SMA mRNA
(xts)
215 TGF-B 1 o -SMA P311
ZSENTRZL 1.000+£0.001  1.000+0.002  1.000 +0.002
TNF- o 21 2557 +0.023"  2366+0.008" 3411 +0.022"

)
IR TMP 2 2.443 +0.008" 2276 +0.027"  3.336 + 0.033"
FPkEE TMP 4 2390 +0.004"? 2.223 +0.007"% 3.221 +0.032"?
VR TMP 20 2.107 £0.068"? 1.945 £0.036"? 2.920 + 0.029"?
W 1) SaspxtBALkis, P<0.05; 2) 5 TNF-o ALk
5, P<0.05
Note: 1) P<0.05 vs. blank control group; 2) P<0.05 vs. TNF- «

group

2.4 HEMI TGF-B1 K «-SMA EHRIEWK

#R

Hos XA &S, TNF- o kb B A 4 Rl 47
AWM TPTCF-B 15 o -SMATE I FKIAW B M,
AR ENTMP TG, TNF-«iff S0
WA AEMMAITCF-B 15 a -SMAZ [ 3R5 LiH 2
BN [ FERE R, O B BRI B, b
e BETMP 30 I /E A it 78 L (¥P<0.05)
(E2) (£3),

DS DS 5
S m oW %?L W @ W
T W

B 2 Western blot #&ill&5 R
Figure 2 Results of Western blot analysis
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R3 BEMMTGF-B1 5 o«-SMABERIKKT (x+5)
Table3 Expression levels of TGF-1 and a-SMA protein (x+s)

2151 TGF-B 1 o -SMA
75 H X IR 2 1.000 £ 0.021 1.000 + 0.044
TNF- o 4 1.743 + 0.099" 1.519 + 0.086"
M TMP 2H 1.668 + 0.052" 1.410 +0.021"
R EE TMP 4 1.500 = 0.077"? 1.316 + 0.055"

e EE TMP 20 1.364 +0.023"? 1.205 + 0.036"
1) S25EXN A R, P<0.05; 2) 5 TNF-a 41
#, P<0.05
Note: 1) P<0.05 vs. blank control group; 2) P<0.05 vs. TNF- «

group

e E g, BAMER (HS) B
W AN ] Sk S B 45 2R, HSHEE B A [R R & 1Y
IR IR, IR E R BRI, B A
BAFLAAIE, aE R 2, sl DU G a7 B0 20
LI T UM, TEMIE , HSIIE WL EE & 5
Y BBS & 5 % o

A ET AE 20 M 2 el IR G i 28R ) SE A0 i
(mesenchyrnal cells ) - 4bTmise, fEHEGIE
Sy kR T EEAEM . HERE, A4
240 R 14 B O 0 A R JULSCET A 2R M, 0 4 i
AR (extracellular matrix, ECM ) , Ya4sJf1H
AR, EERAT, — B oE 4R KA,
T £T Ak 2 L Ko JIU 2T 24 240 B S0 O aG s gE T, 4
JHL A1 BT A 3 0 R I R, A AUE K i R T
Pk 53— Jr T, — HSUEF 4k A A S UL AR 2T 4E 4
i S5 21 448 52 A i iy 2k o RE G A L A i b R R o
JEARLR, ME ReHS"" IRTE Qs 2 B, ik
21 A 4 K S 3G B[R] IE 5 Ak S L £ 4 4 A W i
BUTET L 5 W5 A0 APk B R T, AR B AR EIR B R
K BBSIE it F v R4 T EEAE T,

TGF- B 12 BA Z R A2 500 i 40 i 9 -,
TE 20 M R 1S 5 . ek . S R R IR B S
A B R L R R R T EEAE Y A18URI 4
J& . TGF- B V1R 2T 2 41 A K JUUREET 48 20 il vh 11 3
W R, TGF- B 15z ad ok SCRE WG 2T 4 41
JL, NG G BE RS, fEHEA LU MR .
RTGF- B 1 A s Eid 3Rk, Kol et
i 240 M O R B A, i S LR A O R LR AT 4k 4
JHL 3 A DR e A0 M A R T, [RD IR A 4 Y O T
Lo 20 M A0 o B e, DT S BOBOR I L, = H
T R0 A 5 9 R R B I IR R A e % DD Y 40 i A

© WA )T i [ & F I F 2P H

TP, TGF-B 1 EZ WL TCF- B 1/Smadsfs 5%
S R AR R, I R 2 2 O R R AT 4 4
HPTGF- B 1/Smads il % 1) 2 15 52 H BTIA Y7 JE IR 1
iz —1,

o -SM A BH P 2 35 2 LB £F 4 40 i 55 4 5 1
b, WUSCET 2 20 B B A B 2T 4 40 i K F 5 L 4
JL A R a5, HLA R A e v, RS AR 4 R B
ECM & ECM B 8 % 4 3 ot 4 J& 25 1 i ( matrix
metalloproteinases, MMPs), HR 4 & R
#55) (tissue inhibitor of metalloproteinases,
TIMPs ) 2% BRI, 78I 4 4 K IR e
IR 20 2 b 4 A0 R B G G T TIDAY R Ji i B2 5T
L, 4l A 3 T Y A R TR R Y R B A )
FREZ —. MMPs N TIMPsIE #1585 F fE4EFFECM
A A, ST, MMPs X TIMPs 3£
KSR, SUEECMBEME >, 24 i 45 3
JE KR, B HS ., i o -SMAZE IH 4 JE
I 02T 2 40 i K L B T 2 40 g v 10 3 3k 32 8 Az 3
TGF-B 1R EEDT ERI s w i, mer 4t 40
it 326 5 7 75 A Ty e S R Lk RS 1) £ 2 AN

P311 (neuronal regeneration related
protein, NREP ) P & A 78 A S/ U5 1) b ]
FERSFRPESTIL (O — & &/ & m . Ml
W2 . 22 & . TR AR L1040 &I R 2 Y 4
T A ), % 45 A O R T 4N i N R AR R
RIFEZEAERAMNZ -8 M AE M (ubiquitin/
proteasome pathway ) Y4505 o WAL ATk,
TGF- B 17688 & BBSIE i i 72 v & 48 T XA AE
A, HHTCF-B 1 EZZMILTCF-B 1/Smadsfi
T Tl A LA AR ), i SmadsE
SRR R 2 R - A WA 0 R, D4R
Smadili 55 19 1E #4522 IE R P3 1135
PRI Bz IR e IR 20 20 8 2F 4 40 1t 2 L s £ 4 40 g
IR, X IE R R R L Y i e Y P31 1 A
Ja, ZAMMWHTGF-B 1 a -SMAEL LB I,
PERP3 11 HE N AT RE 3 i X L £F 4E AN TGF- B 1 %
o -SMA 35 1Y Vi 5 £E HS T8 ot Rt v & % 7 B2
YER o 2878 ™0 w00 95 45 R 3R /R P31 1 3 R 7
BB S5 7Y IR A5 B £F A 41 i v i e ik B B s, 4R
RP31T1FE P 7EBBSIE il /2 vh vl R &k #5 1 H 22 4E
o ARSI 45 AL R P31 3L I AETNF - o 40 3 A4 fiH
AT 2 A0 M P R Ok I AR A BT 4 A0 e
(R B3R (P<0.01) , #E/RP311FEKE LN
YRR 8 52 K BBSIE i & v vl B8 R4 T H B A AE
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L HALEE AT RE S5 0 s LR 4E 0 TGF- B 1/ a -SMA
[ 1 AR A G

TNF- o f&—Fl = 2l SR 40 0 . 5 W5 20
KTk 04 B 72 2 (926 kDA [, A 4% 15 il 750
(sTNF-a ) LA (mTNF-a ) , mTNF-«
JESTNF- o BRI, ZETNF- o #LEE ( TNF- «
converting enzyme, TACE ) MIYEFH FmTNF- «
B N STNF- o . TNF- o ZEA A E R
G RE J N By B EL A H B R E Y HE R
ok 53 47 16 42 1) 3o AR T TN F - o 19 o e W {1 0 0 7 3
BilG 12~24 W2 S5IEH R kM, JEIR A S
K H T 4E A TNF- « mRNA K ik 8
W, PR TNE- o 0] BE7E B2 B I8 IR Y 1 1Y 3
T mEAEA P, TNF- o WA N F £ 2
JLAPNF-k B 9 N FE A 52 AR A G K7 (TNF
receptor-associated factors, TRAF, 3 HTRAF1
JTRAF2 ) KAAE I T4 5] ( cellular inhibitor
of apoptosis, c-IAP1 ) TEJE IR 2H 41 & H L 21 4t 4
JfL v ) 2 58 A IE R 2 40 R G A A A i v Y 3 Gk
B W, BEORTNF- o M A% 53 6 70 i 9 B
DB U R el A R (U R (o T i i )
H, TNF- o FISAN IG5 % EETGF- B 14540 e A
TR Ik F 10 I B ZT 2 A0 P TN - o S HE
FERINF- « BAEAE 5 5% 3158 B% 19 3= 38 2 H Aria 7 e
RH Rz " WA HRED B IRTNE- o BRI
Tl CEF M o -SMA | IR MR FRE, N
7T Ree AV 5 it ik I 7 s R R i 4, $E R TNF - o E —
SE AT AT RE LA A0 e RO R 7 . it
R TNF - o 3 35 30005 2 2% A1 158 4 19 3 5 0 428 40
MR T . BIENF- « BB B 40 T, %
‘?ﬁcaspase—gﬁf%1ﬁﬁéﬂiﬂ@%ﬁto Kit, TNF-a«
Xt 240 i 1 XS ) Y VR T RE S OR R R B TN -
ERFAMRENFARMNESERRER L, A
S ZE B PLRTNF - o W B K30 ng/mLHTJ‘J:iJ%]iET%'
JHAE AN ETCF-B 1. a-SMA, P311FEH
mRNA J B 1 3k, DI o 38 R 47 1l &7 24 20 i
(3G gE , X5 PARTHEE " 50 ng/mL TNF- o #4756
NF- « B B0 ] 40 A 08 T B b G 3 D 3% 3k A v
T —5. #E/RTNF- o 76 HEE IR B E L BBSE
et R R AT BE AP T EHEAE A, MALEE A AR S H
XN LT 4E MBI P311/TGF- B 1/ o -SMA I J% 1
EECE S

DA 238 2T M P RE 0 4 1 A R E ILE R
O JULZH B HE G B2 38 3 NF- « BIl BRI TNE- o 1

© WA )T i [ & F I F 2P H

ik, AT E B RO LR . e RE R R
TMPHEEID /NP 28 B T M B TNF - o ANF- k B R
S AH G 4 DX 9 3R 58 . R BT MUP A £ 38 2 41 1)
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