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 E.B¢ @3dWEEE S (Tengmei Decoction, TMD) ik J& # 1 (collagen—induced arthritis,
CIA) K R E B P = % A P5S3(Mutant P53, mt—p53) ik SRR (a proliferation—inducing ligand, APRIL), &
4a e A~% 2(Lnterleukin 2,10L-2) & % 69 % w1, 383 R 2 % 37 5] 5 WUR % 7 £ (rheumatoid arthritis, RA ) 78 5 %
ARG 09 5T AR . ik E S CIA K AR, F 25452520 50 8 TMD & A 2 4  TMDAK A Z 48, 551 A
TMD % 25 % 31.8.15.9 o/ (kg-d™) # § ; B A 20 FA M 3+ BB 20 5 ) T & & F K 10 mL/(kg-d™) .k & k4%
1.87 mg/(kg'-d")# F ; B % EF B, T KB FARKIOmL/ (kg-d™), B 20E L FMI28, FRE RE KN
mt-P53  APRIL.IL-2 % & Z mRNA & ik, &R 5Ew 4k A 4 APRIL . mt—P53 . IL-2 mRNA #% K
F AP <0.01);mt-P53 . IL-2 % & £k LA (P <0.01,P<0.05), 54428 k4z5, &34 77 22 APRIL mRNA
3 FKF, mi-P53 . IL-2mRNA # F K F & & G kL KF TR, (P<0.01,P<0.05);4# TMD f 4 Kk X
REP BB fF P mi-P53 . IL-2 APRIL R A KF K EXF LB KA LT HERLE LERG, Ty
TMD ) % 3 7 Bead 3 78 AR KR Bl T a9 Rk A £

KR EES RRFFHET X mi-P53 K FRIK G@iiE2

doi: 10.11842/wst.20190129003 b %5:R289.5  LAKAFIRAD: A

oI KM% 2R AR A

SRR 5277 2 (Rheumatoid arthritis, RA) &/ T.B
LA T4 Bk B B s in , LIS VI AR AE 32
BURELRFAE" . RA DLW I HEZH 20, i AT Lo
U111 N 5 1 e 1 = 9 i = TR = 4108 £ o
PR 2 2H 208G A A4S B P I, DG B IR, 4T 4R
Koo Y, A BT ERE O IIREE R, AT
i “E T R I, At SRR R 2 1%, T R AR LY
0.3% , IR ZAF M N 40-50 2, HLAcVE fis 2 5
1 3F55, PEEEIRYT RA F 2 L fRIE R A= H 1% A

K AS B :2019-01-29
521 B #7:2020-03-01

&, PR PR 25 e s BT R 2 B B B R
FG W5 R Ly, X Le 25 ) B e IR S A AE AR
BRI 22T . AR, AT EH TR AR
SELEIRYT RA YT RO I, R R 2G RERS T i 2T 2
WAL 2RI RAL I, #R5T P 255 RA YA
BL BAT B N E

aPE RAVE G BT 288 RA KA IERZE, i T ALK
Yo BERSASBAT B, 719 W MR SR 8 AR GG , KA Y
IS AR R, SR T O N IR AR A AR A, e

RARAFELER A& LR A (51772032) ; EALIF RCD = Ak/ot B2 A ¥e &) MSNs 2 25 £ %o 69 # 2 2 2 44 RA 9% 3 MRS 45 04 5
F BRI 5 A S RAL; AT P B 2 K R AR BT b 44 2 AR A R B (2018-]YB-XS218) : i %7 5F 1T 2 IR % 51 K R 78 B mi—
pS3/Tgif2/NF-«B A3 B 40 B AR T 2L a9 MUk BF 205 S e A 9

ok AR BRAN, W AT A R T Bk, ERATR G @ R IR KR 6 F B e R AR AT
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KT SRR g%~ RVE R GIR R . AT AT 9T &
B, #8577 (Tengmei Decoction, TMD ) BE 145 R4 2% fift st
J5355 T (collagen—induced arthritis, CTA ) R B 5& 7 fif
ISRV E 5 SR DN S S E & (= § 2 00 i =4 21
REICTTHIEH LUh RAE 73T 1R, BRI B
AT B R R . TR B, T R RS
AR P53 (Mutant P53, mt—p53 ) B AE G il 2T 24 40 iy
AR T A T 40 B S A, SRE % 38 i Y NF-kB &
2, 2 55 A M A T o i S O T 0B R, M B S
EYWINE proliferation—inducing ligand, APRIL) | g€ %
5 AR N Z ARG G, E A H A SR T B 40 B
T HEFH L 2 5 0T W N5 SRy P SR S B B g2 I
PRI, AR 512 56 38 5 UL 5% TMD X CIA A5 780 K FL APRIL
mt=P53  [L-2 FIAK-F 2R, SR RA BRI
Bl O 9 A 95 AR s BB 403 1) 2 BIL A 2 A 5
P20 M5 R B8 mi-P53 45 T A I R APE AR MR, 2k
T I ZH R B AT O

1 #R57FE

1.1 %4

S T B SN < SPF ik E SD KR 40 H,
RTE 210 + 10 g, W [ Jb st 4 A 4R 5250 sh P AR A TR
3] VFATIEYS : SCXK (52)2012—0001, Hirre H
EHAL R A R A R IR IR 21°C-22C,
AR 60%—-70% , [ HARE 38 b PP R 1.
1.2 %

SIS T B2 R R R A (AT 30 ¢ MERE
15 ¢ BAEHE 10 g 2510 ¢ AL 15 g ZE LR 15 ¢ %F)
W AT A 50 mL, R b 5t v s 25 R 2 AR B B 25 7 B4
HE 5 R UK R B (10 mg, 73N AE — IRELT 254 PR
AL, 415 :130126) .
1.3 XA HE

S i LR S AR s 2R TR (56
Chondrex, #It*5: 130087) , 58 4= 9 A4 ) ( 35 [ Sigma
8L S CAS9007-81-2) , Anti—P53 antibody (
Abcam 23 7 , 5 : ab131442) , 1L-2 ELISA i 7] & (36
[ eBioscience 23 & , L5 : 87728012) , Beta—Actin HL 1A
(Y [E Abcam 23 7], 41t 5 : ab6276) , GAPDH ., H#5 | F
Wes 1R () B8 23 Wl A

FE 1 PCRAX (S ABI/AF]) , DYY-10C HL yik {¥
(dbmis — AT ), 5810R & 28 R B0 HL (1 [

Eppendorf 28 7] ), JY-2Y1 # AL (b 52 B B AR
F] ), UV=2000 25530600 BE T ( B JE M A /), RT-
6000 R FR X (RIN T A A o
1.4 BAFE sEB TRk

FR AR A5 5 kO A C T FLFF R BB AR K
FE,0.2 ml/H 10 s Y KPR i, 9 KRG, B H K
SRR K 4T 0.1 ml ZLAGT, A R i feie | 1E &
AP HTESF 0.2 m1,0.1 ml A= BEER /K , 5% 16 d I,
HR A8 OG5 R 48 BT 43 (arthritisindex, AL , #4728 1
DI, HARH] 2 bR ifE 2 JESCIR™, ATIT53 > 4 53908
RN . AU L B 34N 83.33%

R FHBEAL B R R UK B 24 R 2 5 5 4L50
Y, rh 2G5 2541 AL 6 4k TMD 1 7l i 41 (High
dose of TMD group, HTMD) , TMD 1I& 5] & £H ( Low dose of
TMD group, L. TMD) , LA TMD 4= 241 31.8 ,15.9 g/(kg-d™)
TEH A ZH (Model group, MG) | FH: X B 2H (Positive
drug group, PDG) R 6 H 351 7 257K 10 mL/(kg-d ™).
KFKAF 1.87 mg/ (kg™ -d W 5 73 B IEH W HEZH (Normal
group,NG) ,6 H, 7R FI7K 10 mL/(kg-d™"), % 41 iE Lk
TH12 A o PHAEXT B2 20 S TMD iy AR ) o 20 2 i
A Tl R AN 2550 8 5.6 .11.2.5.6i% .

1.5 A IgARE I ik

THE G L 10% KA R RREE S |, 18 32 30 Ik
MBSO R I, F T ELISA & 5 K BRAE T 5 , % H:
BT UK, B BROCTY BT 4% [ e Wb, DL e
SR . BOBUBOCTS Hy JBE, BU AR T BT
A P AR TE UL %5 Real-time PCR ., Western Blot 7 A&
i
1.5.1 KK & E 202 mt-P5S3 APRIL IL-2 & 4+
FoK A

S IS U 5G40 ¥ B L U AR, {8 TR Tz0l 3
FIHEHCRNA J5 , #5417 — 2575 Real—time PCR JZ i . %
NARFRN 25 WL, SO A R F A4S RNA 2 pL, POWER
SYBR GREEN 17.2 pL, 10 pmol 51 ¥/ 4% 0.8 wL. S i/
M 2 42°CK 1% 5 min, 95°C7E 1 10 s,95CIE k5 s,
60°CIEAH 34 s, 4 40 PMEIA . 45 5 K AR, 15
“AEEIEIFIEE . #H Sequence Detection System
AT 537 PCR S R R AEA Y Cefl . 519t
EREDL LR 1, LLB-actin E A NS LA, K FHAH X
TE T R ARAE LR 2 2005 4% 3 R A e i B A vk
FE o R ARXT A = 27
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AACE = (Ctyguem — Clygsa) spm —

(Ctypm — Clysim) wma

x1 S RERER
Name Sequence

upstream  5'=CTGCACCTGGTTCCCATTAAC-3’
APRIL 155
dowmstream 5'~AAGAGCTGGTTGCCACATCA-3’

upstream  5'-TGAAACGCCGACCTATCCTTA-3’
mt-P53 620
dowmstream 5'~-GGCACAAACACGAACCTCAAA-3’

_— upstream  5'~ACACGGGAGGGTTGAAGAGG-3' 148
dowmstream 5'~AGAATCTGCTGGAAGAGCCG-3’

upstream  5'-CCCATCTATGAGGGTTACGC-3’
GAPDH 150
dowmstream 5'-TTTAAT GTCACGCACGATTTC-3

Length (bp)

152 KR AT HEBEAEL P mt-P5S3 % & &k KTF
Ao ]

BOR BRI T AR ZH 2T 30 mg, TIVA RIPA 5 142
IF, BT ml RIPA DA S TR G S A 5
RSG5 = VA T 245  RRR A AR 1 & k.
BT UK B E 20 min, I E 5, 200 4°C, 13 000 rpm 5
> 20 min, W B B3 052 2 P, & E A8 M 5 min,
—20°CHRAE . TLH 12% 43 BEHE , 5% W4 e, i it 5
HREAS, MUK . MBI ES 2 PVDF B, 1% PVDF
JEE I B A A% T A 5% J s 7 5 d5F P41 g TBST,
FEIRFESN 2 he $2HR 1: 10000 F —Pi,4°Cdn. WKH,
FH &P RO BRI B B0 (1:5000) , B e o J g H: 5 gt
LRIFER 2 ho WFH 450, ECL /IO i I 3 I 1 28
M b, BN 180 s 3 K5I A BE G 317 10 s=5 min {8
BBl (3 < B GHRT [B) AN ]G5 B T R %8 ) |, 56 252 2 min,
ZIEHER , TR AR S IR,

K FHEE I RS 53 BT 22 48 %F Western Blot 25 14238
S HEAT I, I gel—pro B W AL R AT IR B 43
Bro AEXTEEAARE = H A FUKE /actin K
153 KR P IL-2 % G &k K-Fn

KRG HE TSRS A 15 ml B0 A 5
TR 2 h, 5.0 (4°C, 3000 rmp, 15 min) , 2% ] ELISA
F ARG K BRI 3 TP TL—2 40 j P T (9 263k KO, 4%
Fie B ELISA 380G0 G i W 15 A T BAR S 0 454
1.6 “it¥FF ik

K SPSS 20.0 Ge i+ #4743 0, Bdls L x £ s
R, U] H SR BB R R 7 22500, 7 25550, 4%
2 1] 5 L5 R LSD K 56, 22 R SRR, WU R
Tamhance sT2#5, P < 0.05 N ERAH G55 X,

K2 BAKRETBIRALH APRIL mRNA
BRKFEx+s5, cpm

28 %) N APRIL mRNA

I AR 6 9125+ 12.42
AER 28 6 303.37 + 12.98 #

e b % B8 20 6 122.74+9.92 "

EAHNTA 6 143.14 £ 932"

FRE DA T 6 185.90 + 8.40 **

E R AP < 0.05,%P < 0.01; 5AEEA 4k, P < 0.05,
“P< 0.05,

350 -
300 - ]
250

200 sk

*k
*%
“ H |_‘ H
PDG

NG MG HTMD LTMD

—

W

(=3
T

mRNA transcription of APRIL/cpm
1%
S

(=]

E1 HAHAXRBREHALH APRIL mRNA FRKFE
NG (E 2 B 2L) MG(HEA 28) PDG(Fa 3 FR 20 ) \HTMD (iR %%
B EL) LTMD R E A H 2) T E ¥R,
5 B ER PP < 0.05,7P < 0.01; BB A P < 0.05,"P < 0.01

2 &R

2.1 B IbsA K R KT IF L2 P APRIL mRNA #5
F KPR

5 0E R AL b, B AL A1 R R ST T 4L 4
APRIL mRNA #% 58 7KF EIH (P < 0.01), S5EIRA L
B AT L OCT I B ZH 2P APRIL mRNA 5% 587K F
TP <0.01) (L2, K1),
22 A KRFENIFRAELE P mt-PS3mRNA % F %
F G kAR

5 IF H 4 bR, MR A 56T I B 40 mi-
P53mRNA N H3RK K EH(P <0.01), SHBIAIA
FLEE, IR 7 4161 T AL 21 mi-P5S3mRNA K 8
FiKAKETIEP<0.01) (K3, E2-K4),
23 BAKRRENIFRE F P IL-2mRNA # F K-F
B8 F A KT e ik

55 0F 4 b, R AR 2 i B AL 4 i T P IL-2
mRNA } & 1 5K (P < 0.01,P <0.05) .
SRR R, BB YT 2 IL-2 mRNA M & (1 Rk K F
PIKETFH(P<0.01,P<0.05) (L3415 K 6),
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R3 BAKRRETHBRALA D mi-PS3mRNAFERR
EARIEKTEZ £

mt-P53
20 3| N
mRNA &G

E AT AR 2E 6 91.74 + 9.92 12.13 + 1.09
BEA 0 6 326.98 + 12.37* 21.70 + 2.05*
'R P 2 PR 28 6 151.03 + 11.02" 14.76 + 0.93*
WEFH S FH 6 193.25 + 11.62" 16.43 + 0.66™
RN ETA 6 262.91 + 11.88" 18.04 + 0.91°

5 IR AL E TP < 0.05,"P < 0.01; 5 AR 28504, 'P < 0.05,

“P < 0.05.
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mRNA transcription of mt-p53/cpm
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BHEKXRBEHAL D mi-p53 mRNA FEFRKFE

23]
)

70 "

60 l

50 *

sk k%
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Protein expression of mt-p53/(ng-L™")

NG MG PDG  HTMD

E3 FHHXRMEFR m-p53 EARIEKE

LTMD

P53 — S — P i 53 D

fractin emmm— ——m— — 43 D
NG MG PDG HTMD LTMD

B4 HAKXRIMFEFRm-p53EBRIEKTE

3 e

RATE R B J& S i W, 2 58 BRI A 1Y
BRI T AN IE AR AT, XZE A
SEOMAERE WA, B B 2 KOG, SR A EK
T I o AR S A A D A DGR AL AT A
RIS T5 T . NI 2R RN IE AN R 2T

R4 BEAXBXTREMEH IL-2mRNA FFKFR

EARIEKFEL +5
IL-2
28 %) N
mRNA Ea
SE TR 6 92.01 +6.73 35.78 +13.24
BEAD 20 6 199.78 + 10.81% 54 + 10.63%
[E P S P 2 6 110.04 + 12.95™ 32+10.11°
BERGHHNTMH 6 145.86 + 10.20™ 44.86 + 12.63"

B AT F 6

E 5 AL PP < 0.05,%P < 0.01; 5 AR 20k & P < 0.05,
#*P < 0.05,

147.56 + 6.86™ 59.8 + 18.67"

250

#
200 b —

ok *ok
150 +

*k

100 +

50 F

mRNA transcription of IL-2/cpm

NG MG PDG HTMD LTMD

BS5 HBAEAKXRRBIEALAFRIL-2 nRNAFEFRKFE
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Protein expression of IL-2/(ng-L™")

[=]

NG MG PDG HTMD LTMD

6 HBHAXRMBFIL-12EFLBRIEKFE

RA i B DR E P N AEAE T FLIRIE AR AL, AR K
TR TR IR 2% O LA U BCAE (A
WNZ) o “IESHEN A7 2 g, <
e DR TR e ™ A S A A B AZ L BR T o A1
FEYCH X, B K, A e 2 D TR 3 A
SEANIRTE A (R 2B 224 K, S BURRR R .
JESZ SN IE KRR I Y R AR BT IR . AR IE
He, WONAG A0 e

EAREE X R il B I EL 45 20 I B R
Be R BRI AR (RO ) PR 21 2R TANTE , <UL I
L, BEAS TR o B A B (BT E ) H WU =
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W22 RS M 22 58 AR o O D R R YT
e iR 1 T T AW B o X QL0 NS
FE AT S I BOR . 8 D A Il B AT LA A S
AR T B 34, ORI — 2D AR R 3
A5 H A, B LS L 25, LA 7 9 2 e A, B
KAT IR ASTEARAE | R N 457, RO RRA , 5 4k 151 7 1
Pt , HARRRE, JR i s A B 4G, T ANEEK, &
JoT 5K B A R BE , T R KT e kA I A E
RA I 35 g BRAR A6 0 IR0 A i B2 3G £,
1EH R 3~5 )28 R 3] 10~20 )2 H A% BL)Z 41 g S5 14
A B Sk BH R ST A A 2 L 3 ) e A
e, ] Fof 1 e 2 20 P IR % 2 200 e R - e i o o i
Jifg () FBORUR L HA | A ok e R K Bz
St 410 ) R 2 2K e B DR A R A i A K R . &
WF9E % B, RA OG5 T J5E vl ol &7 24 240 M 5 B 1 9 5
pS3 IR ZAFAT M, pS3 & —Fh R I L4, 6 A
IRAFEAE W Fh 2R TE 3 B A2 78 (wild type p53, wi-p53)
5 mt—p53, wi—p53 7] DL 2R HLARAZ 51 19 DNA 577
B 5 B g R AR ML T 0 mi—pS3 4 & wi—p53 FE [
KR RRIBNEA, Fr TG & A
B  mi—pS3 AR & TR A0 IH T 4568 )y, ik ]
T wi-p53 FEFE B TIRE™, TMAE RA B I
KM wi-p53 IREHE K . 75 AA R EEEAI T mi-P53 i
S 35 40 i R 3, S FLS B9 0 T, mie-P53 5 i
NF-KB i&4% , /5 MMP-9 3k , 2 5 41 ifd 7 356 [ {4 fi
KRB B APRIL 2 PR YR E K 1 B AR 5 ik
BB, R AN L AN A B A A LT AN A
Ao APRILIE i 540 W A2 AR 25 4, fE 1 Bevieg ()T % 34
B K AEE Rl 2 5 0L ) S8 2 K A2 181 45
TERA SB35 1Y L H 3 s R34 1 APRIL.  APRIL I
RA B3 o FLS 77 A= 1 40 it/ & - 18 (Lnterleukin18,
IL- 1,3) e R BB I T —a (Tumor necrosis factor, TNF—

ESETE B

1 2L, TR, 2508, 45 CDA~+T 4 MV TREFE 2 RS G5 48 & i AL
il T . TP E 25 SR R, 2018, 18(10): 1721-1723.

2 XM B IG R KRR . JETT: b [ B 2R AR, 2013, 7.

3 Bfd . v U A2 R ST 48 5 0 LR AR 0 4 TR AT
WP I AR TR R, 2014,

4 MR, SRerLr, sRERE, L IRREA IR A 1 S B R E B 2R
I TP T B B KR ST 4 BB ST RO S . v [ v R 2 s
&, 2017, 37(11): 1320-1324.

o) VAR L6, iR 8 40 RN o [R) s S5 4 A Y
FLS BB 73 Wb APRIL, 3 — 25 38 2o il 015 5 in 3 T 2
G Ak, T R B BE Al RA B3 W B P Y FLS
P2 APRIL, 15 Hs2 R4 4 3@ 3t [ 400 135 45 1k
AT, e E FLS 458 , 8 1k 20 At I 2 1 AH B4 T, o
T 20 LS AR B BOE R TL-2 S — i Ak T4k
£ T A b A A K E T, 2 5 REMH S5
REME RN, BFSE &I, RA FUE I T IL-2  TNF-a
K4 2 -13 (Lnterleukin13, 1L-13) ¥ 8] & 7
H5 RA WG 80 B2 25 VIR DG, rh 2 BR % [ Ik CIA
R BRUIALYE Y IL-2  TNF-a & IL-1 2635 7K, o3t
KRGS I R

AR BT ST S P, TMD RE % ok 36 1 i 3%
PPARY/NF-KB & 4%, M IL-6 . TNF-a 25 4 P [ 136
KPR REAS T TRAF3, ] NF-KB A%, B3 CIA
K RAEB G PHIL, TMD 2035 CIA #5E7 K R
DR RAE SN2 B 1), 45 6 Y A iF oy A0, ATk
T T AR EZE, B ARG TMD J2: 175 FE a4 i OG5
FR o R R B ik 2 D J S T B 928 R M A it B 2R
A HET 0SS 5T R RO Jm il s e RAE RN 7 AR
5T IR, CIA B ALK BRI B 20 21 mi-P53  APRIL,
IL-2mRNA % 5% 7K - J2 mt-P53 . IL-2mRNA %5 4 % A
KA T IEH 4, 38 mi-P53  APRIL 2 5 %35
T B e SRR, AR OGSOk — 3. £ TMD T
)5, 4% 7 i 41 APRIL mRNA % 55K F |, IL-2, mt—
P53mRNA %% 5§ 7KV S il A Rk KF 1 35 T i, R 9]
TMD BEGSHIH] mt-P53 . IL-2 . APRIL 357K -, I,
FATIN R TMD fitg 6% 3 AR R BROG 19 8 BEE L I 355 o me—
P53 IL-2 APRIL 35 K1, B0 OG0 AR A A K R oG
I R A R, AT BB TMD i G T I
BUTH , BEARRAE R F I RIA A K AHCHFSOR ik — 25
AT,

5 T, F R, BEOE, S5 R X RS S S A K F I PPARY
NF-kB {5 SR A0 . h R P R4S A 448, 2017, 37(4): 458-463.

6 NEEF, SRELZL, SRERME, A5 HRAE AN I IEE S ST 9 R SR B
TRAF3/NF-kB 5542 150 . s v R4 & 445K, 2018, 38(12):
1467-1473.

7 BEBE, EWR, XVE, AL 2 eaRi o AR A R R ROGTT
PRI BB AT s L b AR R 2R 2K, 2015, 25(4): 48-57.

8 Lou L X, Zhou J] W, Liu Y J, et al. Chlorogenic acid induces apoptosis
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to inhibit inflammatory proliferation of IL-6-induced fibroblast-like ER . WP EE s 24 &, 2014, 20(3): 327-330,337.
synoviocytes through modulating the activation of JAK/STAT and NF- 15 ZEJR . PS3EME A AE HH AFET . KD HhRg 2%, 2014.
kB signaling pathways. Experimental and Therapeutic Medicine, 2016, 16 PNKIK . BAMIIG AL N T8 58 75 PR R 505 R G ML BRI 1)
11(5): 2054-2060. g . P E2RHE2E, 2017, 20(14): 1769-1773.
9 ZEEA, BRAL, R, AR . 2RI RS R R 2 A 1 17 HHe, BRAT . BLyS A APRIL P15 T 20 51 2 2 KGR OG5 48 e i
FEHkRE . o E BB 2530 5 30T, 2017, 17(5): 595-596, 600. BRI . 252254, 2013, 48(7): 979-985.
10 775, Bg g, S84, 45 . 2F I R 23 IR TE . KRBT IE 2R 18 Z&. BLyS/APRIL R L AZ A S Af 0 OG5 58 R Bl 2 Uk 2 285
2R, 2018, 34(3): 450-452. FIR AL 2 TACI-1g iR AR TR . B LR AR, 2012.
1L SPHE. FUE—B 250 6 TRPV 1 ZE A /)N B 28055 B YL 1Y 19 SRTFHEE . /NG TL-2 e L 20F Treg 200 A 4 375 SR 1 25 AU
W . T AL Bt R 2 KA, 2017. KATR B A SRR . KR LTS ERL R, 2018,
12 Uik, BiE, dR I, 55 pS3ARYT N R - 18 5 R BOCTT 51 L5 20 e, ML, KT R, B SR OETT 4R M TNF-o TL-2 )
WEFE . v H A BE e 2i 4z, 2012, 26(3): 164-167. IL-13 b IERIF ST 5 R B2 B4z, 2018, 24(2): 188-190, 194.
13 BRJEVR . 2 XU 06 5 46 T IR R 2T 44 40 WO kG 25 BE 5 p53 % 40 i 21 b, ZRIETS, M EBR, A AN HEIEIRIE A X SR O R R
BT HFST  KJE 1LLTE EE R K 24,2016, R I TL~1 T2 J& TNF—a 7K (52 . Hp [ 4R 24 2% 55, 2018,
14 DEIRIR, TR, TELT T, % . PS3 FEIR A 2 K T KRB b iy 38(7): 1725-17217.

Mechanisms of Fujiberry Decoction in Improving Synovial Immune Inflammatory Injury in CIA Model Rats
Yang Lei's Zhang Zhengju', Xiang Ruiyang', Gu Wen’, Zhang Honghong’, He Yuxi',
Wang Dali', Liv Hui', Ma Weiguo', Meng Fengxian'
(1. Department of Rheumatology, Oriental Hospital, Beijing University of Chinese Medicine, Beijing 100078,
China; 2. Department of Rheumatology, Betjing 100010, China; 3. Department of Rheumatology, Shunyi
Hospital of Traditional Chinese Medicine, Beijing 101300, China)

Abstract:  Objective  To observe the effects of Tengmei Decoction (TMD) on mutant P53 (mt—p53), proliferation—
inducing ligand (APRIL) and interleukin—-2 (IL-2) expression in synovium of collagen—induced arthritis (CIA) rats, and
to explore its inhibitory effect on theumatoid arthritis (RA) synovitis immunity. Molecular mechanism of sexual injury.
Methods ~ CIA rat model was established. The rats were randomly divided into model group, positive control group, high
dose TMD group and low dose TMD group. Normal control group was set up with 6 rats in each group. The normal control
group and model group were given deionized water 10 mL/(kg—1 d-1) by gastric lavage, the positive drug group was
given leflunomide 1.87 mg/(kg—1 d—1) by gastric lavage, and the TMD high and low dose groups were given TMD 31.8
and 15.9 g/(kg—1 d-1) by gastric lavage respectively for 12 weeks. After the intervention, the expression of mt—P53,
APRIL, IL-2 protein and mRNA were detected. Results Compared with the normal group, the transcriptional levels of
APRIL, mt-P53 and IL-2 were up-regulated in the model group (P < 0.01), and the expressions of mt—-P53 and 1L.-2
were up-regulated (P < 0.01, P < 0.05). Compared with model group, APRIL transcription level, mt—P53, 1L.-2
transcription level and protein expression level in each treatment group were down-regulated (P < 0.01, P < 0.05).
Conclusion  TMD can reduce the expression of mt—P53, IL-2 and APRIL in synovium and serum of rats, and improve
the immune inflammatory injury of synovium in arthritis model rats, which may be related to TMD inhibiting synovium
proliferation and reducing the expression of inflammatory factors.
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