El o #2074 2016 42 4 F % 37 %% 7 # Int ] Lab Med, April 2016, Vol. 37,No. 7 e 953

- I BRER 5 -
BREEKBMESENETERR LB RERFKELLER

RFEF AR F
(1. RAHARKXFEFHE, ALK 430081;2. b H aT 2 REER. HILH S 435000)

W OE.HW NERRFSZABRLESELFLEF R EARAE. G@MBAE-C6(L-60)F g @mpi£-8(L-8)F Kx BT
R AKE, HiE KRR R IR MR (ELISA) 4R 20 4] 5 KA1 K B AE & & Gi R4 .20 4 & fBk o & & (F FoBk do i 20)
B 20 4 B R (M B 3T BB o i P K vZoh R ALEE IL-6.IL-8 49 R F IR 3 A TR P R AISAFG AR EF, FR AR
MEH WA H RS A EE 1L-6.1L-8 B RBR.CREKE G . T KF B FG T & kb ok 20 B4 st B (P<

0.01); & fkBR fr e 4 B % & T4 B sy B4 (P<<0.0D), #ig

R E A EEEAEMF T ERARNBREKRFARASE

i f B\ C BB & & JIL-6 . 10-8 B i X AR R R A ey A2 P ALE T LA .

KB AR KRR FHARRME;
DOI:; 10. 3969/j. issn. 1673-4130. 2016. 07. 033

I KU 5615 R S i T IE AR = AL 2 BUl R R+ 22 75
FRETE AR BB A 0 — A AR . R R B R KU
APk T R B &Y RIR A4 ZL ARG R A DA e ) R
P B 98 R DR R 25 0SS I ARIE AR . IR R AF 9T 2 W L 5 PR R I i
20 LA R B A ST A B TR T, R AR R XU Al TR
IAE W A UL o & SR TR R I 58 R 2880 . FRES
JREZIMFE BB RN 1.4% ~32. 1%, LW BIFER
1.3% ~21. 8% s 04 5% ~12% B 5 JR IR ML AE B8 3 A kB
S R 1995~ 2005 45 1] 6 RGBSR G0 48 %6, T 0 N
W4 Sk I VO 0 S0 R R S e ol 9 I B TR ok 9 IS A
PRIR S| & & PRIRMLAE o ARk, B4 2 A 2= R TR Ik
Ji R BP0 X - L AR A 3R S A Bt 2 5 B R T
Y& 15 DR R MLRE S5 929 1Y 2 A VR At RR R . AR S A R R
4 MLV v B R A S T B AH DG S B 1 23R KO R DT LA
I IR R DR TR I e % s o R P R
1 #BHE5HE
L1 —fgvert g 2014 4 1~12 ARATTERER ]
A Bt 20 1) 2t LT ORI 1 R B VR R R AL, 12 1 4%
B 1977 4 35 [ KRR 2 20 S Wi bR D) . O Rt & 1
WIFF A LU 5 - (DR IRBIIR & AE 0~48 h Py, I R 3R 3 0y 25
T BRI - BB BRSO R E VR4 (VRS ) KTF 5 4
() RAEFGAR QL PL A C S 85 ED Fh i . 8 IR B2 I A A8 2 41
20 1, 2 W 45 G 55 o SR I PR K P KT 420 pmol/L, %
K F 360 pmol/L. {EREXTHRLH 20 1), ¥ 20 H [A] 107 £ A B fide
JERE A T R RIS T R R . AR ST AR B B T e

R, Z I E W HERE . A 2R E SHEREGHE O
I ZR G595 T i T g B I A e A L O P L B R
Al 20 1 ST VIR T ) B s M e A5 L At R R
ST 1,

CECN R
XHERPRIRAG : A

XERS:1673-4130(2016)07-0953-02

mL, FE#HIE 1 /N E,3 000 r/min 5.0 10 min, W& FiE
W, T —80°C VKA RAZ A . 78 XU 2 M 2R A 0 1R 35 2R LT o
FUMEMGST . R4 8 3414 A AL 58 2 AUS800) il
A8 FL 1Ml PR R /KT TR B C e N ARk BE L SR I IR A 5 I
0 T e A A L Al A 3R-6 (TL-6) Al 40 il A K-8
L-8) 7K G & B B A BHHCA R A D R HE
PR 5 1T C— WK Pk i 30 48 W B D0 R BER BR A WD
PEAE ™A H UL AR T
1.3 geitse b3 e A 8o 5 % ] SPSSIS. 0 8k 17 4e it
St THEERIYRA T s B HFESEREA S LSS
FHBEE, FN RS GET. W R /5,
Z A1) H R B R 2 5 25 40 i » 22 05 9 1 1 B R AT SNIK-
g LK. AES G T WAL R R A Wilcoxon Bk HKS 5:
£ 41 [6] % ] Kruskal-Whitne & 145 % . 4 56 7K #E 2% ] Bonfer-
roni JEATRLIE . UL T AF G 1E A4 41 2k ] Pearson A & 43 47
750 oK A Spearman FKAH G 43 7. LA P<C0. 05 Ry 25 RA G il
2 £ R

i XA 5 IS 4 AL i L TL-6 IL-8 L IfiL 9T . IfiL JR % . CRP /K
B 3 v v PR R ML AE 41 X BR 2 (P<<0. 01) . & bR IR I AE 41 2
FEw T X AL(P<<0.01), L 2.,

*2 BRA SRBOIEARBERNBALRE

R (n=20,ng/mlL,x=%5s)

x1 BXA. SREMAEHR BRI REANE
—REREER (L)
43 9 AU R RER MAE A fi BT I A
LS ED) 46.0049.68  44.85+8.82  45.55+8.57
PR T /4o 18/2 17/3 19/1

1.2 Ik A& 8 h LLL, R AN A Bk i 4

*  FE4TUE . WALE B AR AR 4T E (2014CFC1039), 4

) 351 TR R 5 TR TR L 2 it B o 1 21

XOD 61.66410. 67 16.82+5. 84 3.60+1.47

ESR 51.05+15.56 27.2548.83 4,25+2.86

CRP 30.02413.70 17.88+5.93 2.62+1.27

UA 596. 40489, 95 522.50+30. 31 279.70+69. 23
11.-6 337.944100. 25 206.25+47. 32 38.74+18. 66
11.-8 589.604+117.58 422.00+28. 28 179.67+£74.31
3 it it

AR TN R AR AR 45 K- 4 48 5 i XU s DR IR I
IE 1 R AR AL B AR BT IR A AR R A R e X R A 2 i 2
PEARTEIE R T AR KM E B . DR BN B S AL T AE 8

il i AFE 2 , E-mail : 3yuel 2@sina. com,



+ 954 -

E Rt E ¥ 204 2016 42 4 F % 37 %% 73 Int ] Lab Med, April 2016, Vol. 37,No. 7

ARk R B I I T B NEE A A PR R . IR I 5 224 IR A A Ak Al IS
T &8 RIRB ARG £ RKTE T . R, —00k A
KU A 37847 9 27 R T S /S I DR R K S K F 590 pmol /L f 5 IR
A2 I S8 A XL 5 4 LR XU A 30. 5 %65 . Il IR
% B AR 24— 40 T R R IMLAE B B B MSU VUL B
AT KRR K. BB L 98 XU S M & A AT fig i 75 22 3 A 1A
EMILFE S5, AT 5 R E PR 20 & 1R 1 2 4
Fh T8 35 7K1 S 3 1 T 8 PR TR AL A 4 R B X BRA . 4R B
W > S Ak i K O T = T RE S I ST B E .

9 KB R ML 20 B 2T L A bk e AR R DR R A B
AL 71T T 1B A 2T R 5 | A 1 — o 2 S SR [R) B AT 5
8 TG R A DR R IR A L A R R AR s — s A
AN T 40 1600 TL-8M FE b 2 7T R EAEH ., A
H 16 TL-8 FEdm KU th W 1 & i RS, W B & + & IR
R 1A 309 DA O 5 R R 5 T Bl b A 5 . PR, AR R XU
TR R BB ILRE (9 94 97 HP o AT 2 R T Bt AR UK 4 VEE 4 AP0 TR 5 2 A
IS N T K. AWFIELE )G S TPl S KAE AR,
ot 3 008 0 S ALl & 116, 1L-8 5 9 I K /85 B 18R 1ML 3GE =22 [R] f) AR
Kotk AT R AT .

& % 3k

[1] TIseki K,Ikemiya Y.Inoue T,et al. Significance of hyperuricemia as
a risk factorfor developing ESRD in a screened cohort[J]. Am J
Kidney Dis,2004,44(4) :642-650.

[2] Sundstrém J,Sullivan L,D'Agostino RB, et al. Relations of serum

uric acid to longitudinal blood pressure tracking and hypertension

© IR -

incidence[ ] ]. Hypertension,2005,45(1) :28-33.

[3] Poons H,Hallh A,Zimmermann B. Approach to the treatment of
hyperuricemial J]. Med Health,2009,92(3) :359-362.

[4] Dubchak N, Falasca GF. New and improved strategies for the
treatment of gout[ J]. Int J] Nephrol Renovasc Dis, 2010, 3:145-
166.

[5] Wallace SL,Robinson H, Masi AT, et al. Preliminary criteria for
the classification of the acute arthritis of primary gout[J]. Arthri-
tis Rheum,1977,20(3) :895-900.

[6] Annemans L, Spaepen E, Gaskin M, et al. Gout in the UK and
Germany: prevalence, comorbidities and management in general
practice 2000—2005[J]. Ann Rheum Dis,2008,67(7) :960-966.

[7]1 Joosten LA, Netea MG, Mylona E, et al. Engagement of fatty
acids with Toll-like receptor 2 drives interleukin-1f8 production via
the ASC/caspase 1 pathway in monosodium urate monohydrate
crystal-induced gouty arthritis[ J]. Arthritis Rheum,2010,6(20) :
3237-3248.

[8] Takahashi M. Inflammatory cytokines in the pathogenesis of ath-
erosclerosis[ J]. Nippon Rinsho,2011,69(1):30-33.

[9] Punzi L,Calo L,Plobani M. Clinical significance of cytokine deter-
mination in synovial fluid[J]. Crit Rev Clin Lab Sci,2002,39(1)
63.

[10] Fransés RE,McWilliams DF, Mapp PI, et al. Osteochondral angio-
genesis and increased protease inhibitor expression in OA[J]. Os-
teoarthritis Cartilage,2010,18(4) :563-571.

e i B #7:2015-12-10)

BNP NT-proBNP O W RiFEEPRI N AN EFITME

Mo HELE O BRI RKRH LB VL 3RS
(HBAKXKFWEEREEA, LA diE 226001)

 E:BH Kt h R 4K (BNP) N-K#% B A A KA K (NT-proBNP) £ A B EF Ty m AN, Fix @#
A iR EH 99 # R A £ B ALY SIS A (NYHA) 4 NT-proBNP, < JUILES & & (cTnl) , % A2 B 8 (TC) . Z B H i (TG) . &
% JE N5 % @ 2 B 85 (HDL-C) AK % & g % & f2 B 8% (LDL-C) 49 3k &, 5+ JA SPSS20. 0 St b sk S R AT 547 . L A A %
B AMAL, R BNP,.NT-proBNP ¢ & & KT 5 37 48 5 & & E 48 X ; BNP,NT-proBNP B &4 | 49 2 8 o 45 7 B
BT LA A 92.0% A2 81.3% ;e Tnl fefe fi5 4 MIEH L5 S H AL SR A A, B8 BNP.NT-proBNP F 40|, T A
TOARBEFAL AR FERETEAEEZHHEFEL,

KR M N-Ks& BREBMAKITR; SHNEBEE L < EB
DOI:10. 3969/j. issn. 1673-4130. 2016, 07. 034 MEKARIRAD : A XERS:1673-4130(2016)07-0954-03

iU 77 9 (heart failure, HF) J2& 45 FloCs i 45 44 5 2 fig A1 9
WFE O E R N (B 5 M EE ) Z g R — A5 A
HERT . 35 SOk B R R R R LIk 0. 8% ~2. 0%, SR N 5 5L
PACHE S AR T E R N 2 — . HAT, 2 ko J s
12 W7 3 58 R AR R A O H B I R RO B B DL AR )
PR A . HlFARBREMIEREZERD S EERFBY
IR WS . Bk, — S BN EN A ERC Y. B
TR IK (BNP) K& 5 2 2L [R] 43 W5 1) 2 S oK i B T84 ) 4 Bk iy 1
(NT-proBNP)™ %, 7¢ Ifq P 3% #7 1% #3A ] i BNP,NT-proBNP
Ph K e Tl M A8 £E O 77 %2 35 58 35 12 W R 43 9% b 9 F 52 ik D 3

* JEGIUH R T AL 2 S0l BRI B 5 R T H (HS2014059)

B o AR SCIR G A0 g 5 35 B K A A I BNP UNT-proBNP,
O WUILES 2 F (T L GUIE B EECTO) L =8 H Al (TG | i % &
i 8 1 I [ s CHDL-CO AR % B2 i 45 P 1R ] 5 (LDL-C) ¥ JEE
TR0 7 2895 58 3 P Yl RS W O 1L

1 #REHE

L1 — %Rt fiodk 2015 4F 1~5 A Rl Rz [HR R e w) 12
U F1 R SR L SE 99 L L B 68 i, A 31 4L AR IR 49~
91 %, P4 59 % o SRAISE L2 0 k5 & (NYHAD b i
DIREAR S |~V R A 4 4. T 2% 23 B 11 4% 23 .
125 25 BFNIN 2% 28 Ml G5 Gl g 748 O ek O g 45 37 5K

&0 G iRAE# . E-mail : huicjs@163. com,





