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Correlation of serum acute amyloid A level and activity of Behcet’s disease
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[Abstract] Objective - To investigate correlation of serum acute amyloid A (A-SAA) level and activity of Behcet's disease (BD). Methods * Blood
samples from patients with active BD (n=40), remission BD (n=15), Takayasu disease (TA, n=12), rheumatoid arthritis (RA, n=25), systemic lupus
erythematosus (SLE, n=25) and healthy donor (HD, n=25) were collected. Serum A-SAA, ESR, and CRP levels were detected and compared among
groups. The correlation between A-SAA and its downstream IL-8 or International Society for Behcet's disease (ISBD) disease activity scores was analyzed
as well. Results - Serum A-SAA level was significantly increased in the patients with active BD [(115.70+87.78) mg/L], as well as patients with RA and
TA, which levels were (68.72+61.50) mg/L and (96.25+87.41) mg/L respectively, but remained unchanged in SLE patients. Moreover, serum A-SAA level

was found correlated with ISBD score as well as IL-8 level. Conclusion - A-SAA can work as a detection index for evaluating BD activity.
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Fig 1 Serum A-SAA (A), CRP (B) and ESR (C) levels in different rheumatic diseases
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Fig 3 Relationship of A-SAA and BD activity

BD [HRFEIH LA, RE NRETIHA D W2, e
2R AF BRI EZ LA E 1L THXEEE MR R,
Nz BD KIRFAL, GkZ SRR, 5Bt A %0
REMK. LA UL LR, BD TR T4 R i B 4%
K, Ghor BETCIER B R SR8 e e i, o™
HEEREA GG, B ArlERIs WG g B ek
Z R SRR, A-SAA BT MEMER, 5 CRP %
L, HIFREA K, HoAr 32 TR e R % 5, A
WFIE 45 R 427~ BD, RA LK TA %5 RIEPE RN A-SAA 1
FhE, mWifE SLE & JC 5% T, Bk SLE B HEL
A-SAA Tt M 52 A I B Gy vl RE . SCHIR T 7~ Hefth Kl
EPRIR A B S D FERE (R PR T A-SAA TEH slidR B T
w1, e E R At . BB e AT Rt & S a8k
A-SAA Ft, WiEshkiite gk, DL &% Rk

SRR (BN . 201737 () ()



958 | LifssEAFHER (B

W T AR, HRTEIEER. Fik A-SAA GER HIRE
B 2 K A BD i feidt— LRI

AW EE R B BD 3% 1 A-SAA T w1278 N IE
F o A-SAA FEIUA KPR 2 S Y BD (B35 i AHXHIRER
5, i AE R R B E A RS KT A-SSAA, R IL R Z
(17 BD & At I kT A-SAA IR BE NI 2 K
fIRlgE, JFEE— PRI AR A LE ., IRERCL R
iRV

AWFFLEE R IR BREE MY BD 8 i b 05K A B

[1]1 Yazici H. The lumps and bumps of Behget's syndrome[J]. Autoimmun Rev,
2004, 3(Suppl 1): S53-54.

[2] BN, SRELFT, SR . o E A IR R T R 2 D] Th AR BRI 240
2005, 4(11): 666-667.

[3] W AREE SRR & - A IRISWRNRYTHETE D] sh e U2
2011, 15(5): 345-347.

[4]  Melikoglu M, Topkarci Z. Is there a relation between clinical disease activity and
acute phase response in Behcet's disease?[J]. Int J Dermatol, 2014, 53(2): 250-254.

[5] FF432% . 1 Behcet AR & VB 5 CRP FIMOTATISE 2 ). E B HREHAL
1983, 1(1): 61.

[6] De Buck M, Gouwy M, Wang JM, et al. The cytokine-serum amyloid
A-chemokine network[J]. Cytokine Growth Factor Rev, 2015, 13(10): 720-722.

[7] Kikuchi H, Aramaki K, Hirohata S. Effect of infliximab in progressive neuro-
Behcet’s syndrome[J]. J Neurol Sci, 2008, 272(1-2): 99-105.

[8] Misumi M, Hagiwara E, Takeno M, et al. Cytokine production profile in
patients with Behcet's disease treated with infliximab[J]. Cytokine, 2003, 24(5):

2017, 37 (7)

KR A-SAA, FETRERTF R B AL TR RAER
&, X SRR kT A R AL A
B A-SAA IR R RIS BUE T AN AR
LB T REAE 2% ff] BD SE 8 Ak R/ SRR A AL
Z—o WA, A-SAAZIB AR AN AL B 1R,
PHIT A-SAA Jdl % W] REAETEEIRYT BD HYRE AL,

Zi LRR, A-SAA & PEli BD FR 156 2 1 Y iUk 4
bro AEASKIE AN A MR NP, R D R AT
AR R IR G E .

210-218.

[9] Botsios C, Sfriso P, Furlan A, et al. Resistant Behcet disease responsive to
anakinra[J]. Ann Intern Med, 2008, 149(4): 284-286.

[10] Zhou ZY, Chen SL, Shen N, et al. Cytokines and Behcet's disease[J].
Autoimmun Rev, 2012, 11(10): 699-704.

[11] Durmazlar SP, Ulkar GB, Eskioglu F, et al. Significance of serum interleukin-8
levels in patients with Behcet's disease: high levels may indicate vascular
involvement[J]. Int J Dermatol, 2009, 48(3): 259-264.

[12] Davatchi F, Abdollahi BS, Chamsdavatchi C, et al. Validation of the revised
International Criteria for Behcet's Disease (ICBD) in Iran[J].Clin Rheumatol,
2015, 34(2): 315-320.

[13] Getz GS, Krishack PA, Reardon CA. Serum amyloid A and atherosclerosis[J].
Curr Opin Lipidol, 2016, 27(5): 531-535.

[14] Musabak U, Pay S, Erdem H, et al. Serum interleukin-18 levels in patients with
Behcet’s disease. Is its expression associated with disease activity or clinical
presentations?[J]. Rheumatol Int, 2006, 26(6): 545-550.

[ WFsEH] 2016-11-16 [Fx5miE] A=

AP

EERBAFEFEME LB EEF PO AT EEEFREESEINEIEH

2017 %6 A 258, PEREFARZEENIARSLERARFEFRERELHALEFEXPS (ARILEES
) EMEAREFALERRATE ZBBAAEFQT PRI, PEREFLREEN)LIELER ., LEREX

S E PSR AR TR R KA SHER R D, 100 A4k B ARG RET . 5 T4 8 ZREHRAA

\:P
¥ Bio-X XKW ikiet, FEBHEFREFAEFRINREIL, LETAFFLHEHZ, LBELEEF
W

n

L AR E AT A W F A B A R B AR A AR 3R Hde,

BAPEL, “EHILFEF POEAFRITRIEAN" EXEM, (ACMG ##EF 45 kimkhHd ) FUREX
RA, RE, PEREHEFLEEENSLBRE LELEEF T O EPEEH ISR EAR S e L R F R,
5 3 49 S45 5 R AREAES W5 &0 TAE P % ke deiR b5 R AT T BRI,

'r.#LJ" JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

Vol.37 No.7 Jul. 2017





