[n] 45 L 51 2% CER— 7R 20044ETHA

C- Jse I 2 1 30 Al SR A AT Ik P9 52 4 it 3R XA A 15 3 I 1 - L e

C- W H I (C-reactive protein, CRP) & JMESM N AR FRMEAREY), LHF NN AL H CRPIR L1 =
ANKIT e O TS, PR 0K CRP A Ay Jd /Lo BB 37 £ 86 PR 35 ) — JURr IR FR [ 1] [2] o CRPANMIZ RIE J
WA R, SR LA, T A PR R 2 ST 0L T3] LR 0 (4]

K45 T8 (hypoxia—inducible factor, HIF) @il L CHY i, & HHIF-1o0MHIF-1pMA
IR, HAHIF- 1o HIFTE AL = 25 EH [5] o CRPZ& 13RI E R 3IA P A5 i 2 A R AT JCHRkIE, 1 H
TR P AT 25T CRP G ek Lo T SE MRS (6], 1A WL ZCRP X et Lo o BELAE FH KA T ASSEB R CoCl,
B, AT FECPR B4R A T AR K A B2 41 (HUVECs)  HIF- 1ok i, AR CRPHIHI A 5 A
RIHLAR o

1 MRS THE

1.1 #E

NFEHCRP (fE[EMerck’/AH]); CoCl[1] (Sigma); FPLAHIF-1lodifh. bt HRPHIIA (£[HSanta Cluz
7l) s Western blottingfllifkif & (32[ECell Signaling TechnologyA®]) ;s iA=Ly (WU PUZEHE A A
P s RPMI 1640, 0. 05%JF 45 Al (Gibco) ; HUVECs (J7M4E/R & A TH]) .

1.2 ZifsssR

HUVECsZE KT 10% R4+ LI RPMI 1640 FF4 K 2250% 60%E A I, #ICIMERPMT 16405557, Ef1l-24
hE IR, RG24 hE4eiEE.

1.3 SERrd

FFHUVECs ) 5241, REALANEANNL, $91100 pmol/L CoCl, BEflBhAEIRET, ILrh4MRILL 7 IV ING
10, 50, 100 pg/ml NEHCRP, I/MRIGHAAGINANELCRPAE X . HI—NIEF 2 EXH, BRI
CoC12HICRP.

1.4 Western blotting

HBradfordiklHUVECsHEEUh 2R (IR FE, %30 pg/FLIINAE S50 R 40 i s B i AR R . 4
LR 07 B R K, TR RS B AGER L e 3 PR (5% B IE WS 10 mmol/L Tris. 100
mmol/LEALAN. 0. 1% Tween20, pH7.5) HyEE A1 hGH51 @ 500N BT AHIF- 1o A TepEHiiA, 4 CAE T
o FEOVEEIES —Hi1 12 000 HRPARPURIIAEEIRLE A1 he ARG EMA, OBl %, HARK
B RGeorHT. BR & & AR X B LR, DG R MASME A 100 TS AH N O 25 FE A8

1.5 Gt

FHSPSS 11. 0 #EATEHE SR ATNGE T3 Mr e FHELERIZ 7 Z2 00 M LUAAR BRAT AIHIF- Lo R IA BRI 2 5, 2L
BERHILSD %o I H Ge a3 56 73 B i1l B — S VK R o



2 4R

N R A BIHIF- 1R IA . SR HHIF-1af 1% Western blotting il &I, LEFAN 73Tkt
120 0004 T W —41 %47, XML N IR, BECRPIRENR &, 4Bk (K1) .

W e = .

K1 SASEEGZHHIF-10 fiWestern Blotting Al 45 5
Fig. 1 Western blot analysis of HIF-1la in the 5 experimental groups
CRP: C-reactive,; Lanes 1-5: 100 umol/L CoCL2+CRP (0,5, 10, 50, 100 pmol/L) respectively

BT AT 50 AL AN e 2 B AR 7 7255 (P=0. 08) , IR F 7 ZZ 0 M R, 5ANRIG 4 2 [R] TR AE R ' % B (B AT
g% 2 5 (F=18. 20, P<0.05) » HLSDZ H LTk — 20 oMy BARTE AR S0 41 2 [A) 1 22 5%, U INCRP
(P4 20 HEH TF— 1o AHOT D' 2385 AR 3 db 22 1K T S 3 0 IR (P<O0. 001) , 4/NANRIBERICRPALFR 710 F150
pg/ml CRPAZ [AIJG IR 2 7% 5 (P=0. 642) 41, L& & 2 (B 1E A0 B 2k 1) 22 7 (P<0. 05) , A5 pg/ml CRPAH
B, 100 pg/mlCRPALEAR (1) o LG A0 25 L 0 7 AH X 8 BB B CRP IR B2 1R 34 KT B A% (F=70. 29,
P<0.001) .

Bl SARREFIENEEN M LR (n=4, s)
Tab. 1 Measurements of the relative optical density
in the 5 experimental groups (n=4, Mean+SD)

Group D(A)

1 (100 pmol/L CoCly) 1000

2 (100 pmoV/L CoCly+5 pg/ml CRP) 84.2416.81*

3 (100 pmol/L CoCly+10 pg/ml CRP) 70.38+13.01*
4 (100 pmoV/L CoCl;+50 ug/ml CRP} 67.51+11.30%8
5 (100 wmol/L CoCly+100 pg/ml CRP) 51.8524.51%%

CRP: C-reactive protein; *P<0.05 vs geoup 1; "P<0.05 vs
group 2; ¥P<0.05 vs group 3; #P<0.05 vs group 4

3 e

KHEFATI A BT IR TH i I CRP AL LA 2 AT AR s AR OGP [8] . AT A BLCRPAT 55 A
B A MIAITERG B 707 et AN i BB LG 3 11 . B HORPEREL ST [9] o SdVermadiiECRP W] LA
B L4, 5 S i e DX U ULAR G ity A R T A I DR RS CRP AR L 58 A AL AR,
ORI P T S I e 3R AT B 3

FEMLE B B R b rh, HIFRE OB o el I AR SR P ILE P BAE IR 7 (VEGE) 25 R iRk N R



&, K BRI o HIF 2 P ERER R 2 284K, AT, HIF-1o 564407 FH40247 it 2 IR A
&,  #5von Hippel-Lindau (VHL) &5 ) A FKMEBEREMR, Fr DARCIIAN o BREEZAE T, e AR 3240
M), FECHIF-1aHER[10], HRIMAE L. HATERIREARZ KZRAHIF- 1o I8 E 520, AR WLCRP L
ZRAMIE . T IRl AT CRPXSHIF- 1035 5 M I 7

S NAHICoCT KA A0 Hy RS A BEHEATHIF - 1o A IWEFE 1], #E507200 pmol /LIKPEVEHIA,
HIBHUVECs FIAHTF- 1 SR RNV R R, FHEECoC1 20k B I AN LR IL [12] o ARSI IR R HUXAN 7 5K
RN W IEHTF- 1o HEEFICOCT, MCRPIJHT A MBI FAEI, ASEHER G 477 (100 pmo1/L) CoCl1
B SR F RN, 13 TSRS .

ARG AR BIRCRPAES pg/ml /K RIR/ADHIF 10k, H AR RN IR R 2AE I T 2l AR oK
SPAIRA B A S (NO) [4] o VFZ2 5 IR INOfERE N B 4 MIHTF—1 a8 JEER 1 T IHHLEE,  A04ENO
A VHL FE 3 18 R il VAR A0 2% 25 R EUK AR TS P . S8 Mp53 GHIF- 1o AR (p53 L BEHIFFERE) . NOE#EAE
FH TR 1 2 1 el 0 P A R A A (130 0 AN S CRP 2 AT HIF- 1B ™ A5, ] i W e HIF- 1o
mRNAZTA F R — LWL R

BT T 0 S 1 3 7 44 U e AT ACIA 8 AF X BB D WE 5T 3 W CRP 7K~ FRY et AT 2 Tl o ML B9 5095 ¢ A 1) — NI
WRURIFEDR, 5 AT B W 5 CRP ) 7K AP SR 7 128 /O LB o 1) e S A (140 o T ASHIFSE AN 23 T 7K TR AR
W T CRPX LML RAERE M . RKILAEAREECRAS T CRPEIMERR T =19 (5 pg/ml) JRRERRMIRHIF-1afI3RIL, M
AP LA BT AR o ARSI 28 45 Rk — 2P UE SCCRP & /O LB i I — AN B DR 3 o[]S AR 12 56 85 ey CRPI FE 40
(100 pg/ml), AHYT 2B kLR ERER JEHE 2RO UUEEZE I FICRP K- o OO UBE ZE IS0 A2 F A6 Lo UL AL T 7
R LB AECIRAS, B A BT A JC N B ARSI R I CRPIR Ry, Y/ DHIF- 1 S, ST
CRPRE™ 52 Wi O URE A8 7B Ja B LA 8 2, OB TS BANR] o A9 CAE A R Wkse i 45 2R — 2,
A NLETRERKEEFL RN G AN NIGCRP, 25 R IAREFE AL L AL 40% [15] .

IR IR R W CRPAE Lo LA s A A R e B S A, Ul W PRAIRCRP AP (SR 2, JCHR T A HA %
(K1 AT CRP I 1M {3 G & 1 (Low density lipoprotein, LDL) IEHAME. IR L, CABFITIES Al
TTRAYBARCRP 7K, RIMELDLAE I H Vo N A2 2258 LA AT LLRE— 2D 02D 5l /0o A 58 DA K o538 Tl i
(81, $&7RFEARCRP ] BEZ TR AVG YT /O ML I ) — D7 ) o BUAE D2 EEBGT RECRP AR . T REAH T A H R
RUEARCRPI I B AT e o [N IR AR . DRI . BB RG0S ) it g i D CRP[16] .

ARSI I T A CoC 1 2B U4 J S e IR 858 . R DLCRPHN AR 2N A ik P 1 40 i 3R IR 45 5 1A
1 TRV T CRPAMRIML A B A AL BE,  F— Uk W CRP 3 3500 ML R BEAE - 427 FRAICCRP IR /K P 7T g
W7 O B — N T 1
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