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 E:BH KT RNLEE(THD AR RHFFHE T X CIA) K AR b 2 o8 B fe 208 B4 UK AF 3 B F-1la(HIF-
lokEwHra, Hik ¥ Wistar K X5 A BA =10, RAEM 4 2) CIA BB A (n=10) 7 AL HERERDA (=
100 . THH ## 24 (n=10) THH ¥ # 24 =10 & THH /AN ZH =101, EHFT CIABA AR EFAX K&, X &
BHAMERYTAONERE . F- A8 R B (RT-PCR) A & % 5% 448 3% 4 H 4 HIF-1o 42 91 B fo &7 L2048 P 49 R A b
M, R ABARARXTHRALE M TE, LA X T 8 HAECIA BEA 4 K K IRX T R B 3R 2P K, L BEX T 0 B AR
hE ;A wT s R CIARE AR 5 BAabd, KRS A o &R EA R HIF-lo K& £ F 34 %3t 5 &L (P<0.05),
g0 THH Tkt % 20 A AR E AR T HIF-la 8k k maf CIA K REA & F4EA .
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Effects of tripterygium hypoglaucum hutch on expression of HIF-1a in
synovium tissue of rats with collagen-induced arthritis”
Chen Senzhou s Zhang Huiqin s Luo Naixiang .Li Shasha . Huang Yao feng*~
(Department of Microbiology & Immunology Guilin Medical University ,Guilin Guangzi 541004 ,China)

Abstract: Objective To study effects of tripterygium hypoglaucum hutch (THH) on expression of hypoxia-inducible factor-1«
(HIF-1q) in peripheral blood and synovium tissue in rat models of collagen-induced arthritis(CIA). Methods Wistar Rats were di-
vided into control group(n=10,without any treatment) , CIA model group(n=10) and treatment group [ dexamethasone group(n=
10) , THH high-dose group(n=10), THH medium-dose group(n=10) and THH low-dose group(n=10)]. Rats in CIA model
group and treatment group were subjected to modeling before experiment. Morphological changes of joint were observed by X-ray,
reverse transcription-polymerase chain reaction (RT-PCR) and immunohistochemistry were used to detect the expression of HIF-1«
in peripheral blood and synovium tissue,respectively. Results X-ray demonstrated integrated structure of the ankle joint,clear toe
joint space of rats in control group,while soft tissue swelling around the ankle joint and fuzzy,narrow toe joint space of rats in CIA
model group. Differences showed statistically significance when compared HIF-1¢ expression in peripheral blood and synovium tis-
sue of rats in each treatment group with those in CIA model group,and with those in control group, respectively(P<Z0. 05). Conclu-

sion THH may exert therapeutic effect on CIA rats via regulating the expression of HIF-1q in their peripheral blood and synovium

tissue.
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k%155 5 I -1 (hypoxia inducible factor-1, HIF-1) J& 4}
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[ BH 1L ¥ % (tripterygium hypoglaucum hutch, THH) &
— R G B2 R RO A A AR 008 R A T TR B
) VWS R S M R AL G WD L =5 28 R 4 T P g T
2500 THH fi i i 410 ) 20 0 S 058 L AR S 058 55 22 4~ 36 5 0
MU 11 G 3 2h R A2 2 i D01 L 7R 38 Al i B 9T R [ )
THH %} CTIA X BRI AIG 7/ M #3) THH 78 KBl B4
Lh X HIF-1o 5 VEGF 3k 0952 W B AR FIALE] O s KA
I7 RA SR AEHT iR 97 B %
1 #R5F%
L1 AR (DR Z Y THH i (G P o 25 0F 50 Be il 2
I~ #it5:22081006 4 F 0. 18 ) - M ZEK AR (L AR B FURIKEG
HIRAT #5:071231201 & 0.75 mg), (2)314%): Wistar
K 60 H KRBT 160~200 g, WA 2F , SPF 9%, H: bk B2 2% B
L3R R ANIES SCXK H: 2007-0001) . (315 4= 11
RIS (C I A 58 42 o [% AR 57 (Slgma, F5506-10 mL) , TR-
IZOL (3 [# Invitrogen /A ], fit 5 1382739), RT-PCR & /| &
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(KREELEY TRAMAN A, DRRO14A), HIF-1la — $T
(Abcam, #t5 653496) , —HL (iR M 8 £ TREA FRA ] L it
5 :100301408A) , DAB W a5 (& JH 8 L TR A R A Al
#tt45-:100315003 D) , S MM TAEW (AL h g &M A THRA
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Al Ab B (CIA BRI (= 10) AT 20 (42 45 ZE KR WA 4L (n=
10) THH g4 (n=10) \,THH Hh#|H2H (n=10) Jz THH
EF A (n=10)], CIA BRI KiRy7 4l i) 50 H B 5E il
7 CIA SR, C I 5 A 58 4 9 B AR 90 il 45 LW B2 1 mg/
mL IR AV, TEARET 2 AL AT CI 3 500 pg. 14 d
JomEE G 1R RARES 2 N TES CI500 pg, MR 28 d A
HOEBSZ. IR AL THIIEKM 0.08 mg » kg ' -
d™' THH & . o AR ) & 41 45 5 43 T 400, 300, 200 mg -
kg '« d 'THH #Y . BR 1R ELLHZ 30 d, % 4] K CIA
R 25 7 S R R R 18K o 3 B R 3R 97 i Ja W 4% R BRIk I
RO CE AR T SRS IR AR Al S G £ A
o BN 21 K& 1% 0 B HZ RREE K UG, X &g %
KATLX LR HM N 40 kV,

1.2.2 X E R R-RBEEE W (reverse transcription-
polymerase chain reaction, RT-PCR) #& il #p i 1fii tp HIF-1o 3
B ARG R BURER O IE UM, SR B HIF-1a mRNA,
FF 4T PT-PCR A . TRIZOL ik 42 B4k J& 1 # & RNA, i
J& RNA B KRFEZE —70 °C. MR RT-PCR W4 235 &
BEAEULHT . & AR — B DNA, %5 #4728 . 1B KRN : ANTP
Mixture 1 pL,Oligo Dt Prime 1 pL., Template RNA 3 L, il JG
RNA /K Z 5B 10 pL. 56 65 C.5 min, SR J5 4 CH
o W AR MEIR K5 M B 10 pl, 5 % Primescript™
buffer 4 uL, RNase inhibitor 0. 5 pL, Prime script™ RTase
0.5 pL,RNase free dH,O 5 pL,45 “C,30 min; 95 *C,5 min;
4 CIRAF. AT —20 C, PCR & & (10 * PCR Buffer
I 5 pL,dNTPMixture 2 pl. B34 0.5 pl, Fi#z51 9
0.5 uL, TAKARA EX TAQTM HS 0. 5,L), # I GAPDH
YER M2 . GAPDH 51 ¥ ()7 51y« L i 5'-TCC CTC AAG
ATT GTC AGC AA-3'; F i 5'-AGA TCC ACA ACG GAT
ACA TT-3"; Bt K JF:303 bp, HIF-1a 5|0 FEF R -
5'-ACA GGA TTC CAG CAG AC-3'; F #f: 5-TTC CAA
GAA AGC GAC AT-3'; BBt K Ji 1461 bp, S £ :94 °C
30 5,50 C 30 5,72 °C 45 5,30 NMEH .4 CHEF. WS pom
W25 06 B W B IBE HRL v, XoF R 3 S bR A B A AR
1.2.3 A bikmiig a2 HIF-1o 238 AR
JE LG 2K B 0. 01 M, pH 6. 0 WA IR B & R 5
3% Ho O, H P, IEH L v B0 L i —Hi .4 Cl R =9 s
e RIUEY R E O S ALY W &5 DAB 2 6
WBEEE H

1.2.4 oA fbgi LR i EHE (DRMEE
OREWS., 00N EEO. 5SERO—86G1 /0 hkiE o,
BTERO2ONGEEA.EETE RGO S NERA,
C2) 42 BHME 40 M BE 5 L BB 23 . 0 43 MBI 1 43y 1026 LR
243 R 1106 ~502% 33 43R 5106 ~T50 34 43R T5% LA b (3)
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2.1 BRI EMEE X B R BB G B LT Ik
B BICHA 45 M e 4 A Bk ST TR B g 2 . CTA BT R I
R OGTT J5] B B4 2 T L Rl G T 1] B SOR LBk A B il 4E R
LA 1,

AR R R B: CTA B 2H K B
1 KEBXTH X&RU

2.2 AR HIF-1a 2R R ILE 42530 dJ5 VA7 4
5 CIA BERIAAR [E . 40 1 HIF-1a 354 W] 25 55 10 % 38
AEHKAMIL AN B ER(E 2), &4 KRN I HIF-1o
DL RNA FEFH R IK MWK BEE, W& 1.

500 bp

300 bp

I:Xﬂ!.ﬁﬁﬁ;Z:ClA ﬁ&”?ﬁ;&ftﬂ%ﬂﬂ"&éﬁ;ﬁl{lﬂ}{ %‘?‘FUQ?HJ
THH s B2 6. THH K H] &4,
& 2 £HAKR HIF-1a B RT-PCR & 8

x1 HIF-1o mRNA EERIZHNKREBELE(TLs)

4151 n HIF-1«CH I/ 2)
pop il 10 0.028+0.0467

CIA R 2] 10 0.75040.149*

b FE KA A 10 0.34040.335* %
THH @& /) & 41 10 0.41740.192* #
THH 5 &4 10 0.40540.303* %
THH &) & 241 10 0.41440.131* %

L P<<0.05. 5 XA H A ;7 . P<<0.05.5 CIA BERIZ H 4.

£2 HIFlEARSHEEALER(H,75)

215 n HIF-1q

X R 4 10 0.090+0.145%
CIA R4 10 0.77140.082"
iy ZE K FA 4L 10 0.47440.131* %
THH &7 i 2 10 0.63540.092* %
THH rhifl &4 10 0.57440.131* %
THH {5 & 4 10 0.64040.112* %

“ L P<C0. 05, 5 R4l ¢ . P<T0. 05, 55 CIA £ 5 xf i 41
L #5 o

2.3 AL E R BB R B R A T2
HIF-To FH % 3 B S0 5 %% T 25 L1 HIF- 1o PH A 25 B 5 AR R
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CIA LR 4] Fl % B 40 b i) HIF-la XA E 5 A S8 X
(P<<0.05),

D\ G e 40 A 25 SR T ULV 4 40 R, X R 2 S AR s HIF-
la B 17234 CIA BEiRIZH HIF-1a 35198, HIF-1a 7620 M t%
B R A R 3k . 45T YT ARG OO U AR X A AS &2 7 T
4 HIF-1a 235 BA DR AZ A, B0 2% 0, e at
HRAHBES, FEEIETESGRERSENRITAYS CIA
BRI 20 Z 8] HIF-la B A REZEZ R ARITFEE XL (P <
0.05),

AHFSE R FE CTA B AL, THH 38 i PR AIL HIF-1a 1936
TR LT U B B R 2 PR AR v 4l 41 f VEGF 2R3k,
T 4 ) G I A B A A . R R B R IY RAL L = 4y
TN THE T WIIE S T R HIF-1o B9 2235 K HOWE L 7E g —
PR BT R 2580 . Ui THH X F CIA B8 4] /3497
AHEIT. O/ —E MR RN THH X F RAF — & WiE
SPAERN WA SIIER] THH £ — & W B T 4 F RA W
55 WA 200 U6 0 9 S 248 A 00 M A 5 A O T R o S
g /E AN . 8 THH @i HIF-1o 8938 12 0 37 2R i 5
P 2635 T BB 2R YT RA BEMIERNLEH Z —.
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