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[(FE] B TSR ZEPEIFERG B SAA I IP-10 SR MEFE TACEH AT, itk R BIg R &
& 78, 43 AECOPD 4 (A 4l). COPDZL (B4D), FFBEREMR ARE 50 B X IR (C4l), 4y54 31. 47,
50 B, 3 RIXFASUL SAA B IP-10 5 R MEHEFHEATHEI. S50 A 4885 SAA L IP-10 /KP4 B, C AR BITHE
(P<0.05), BZHHEER C4 SAA KX IP-10 HITHE (P<0.05) . AHEHEIL-1, 1L-6, TNF-a & B, C 4y
BT (P<0.05), BABEFH CH IL-1. IL-6. TNF-o ¥HEMTE (P<0.05) . SAA 5 IL-6. NF-a HiF
MR (P<0.05), H5IL-1 RWEBFMKME (P>0.05), IP-10 5 IL-1, IL-6. TNF-a ©FMX (P<0.05) . &5
SAA K IP-10 /K PFHE S5 RUEE FREYIMSE, RIS 508 B EE RIS .
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Correlation Analysis of SAA and IP-10 with Inflammatory
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[ Abstract] Objective To investigate the correlation of SAA and IP-10 with inflammatory factors in patients
with chronic obstructive pulmonary disease (COPD) . Methods 78 cases of COPD patients were enrolled and
divided into AECOPD group (group A, 31 cases) and COPD group (group B, 47 cases) , and 50 healthy
people were chosen as control group (group C) . SAA, IP-10 and inflammatory factors were tested. Results
Levels of SAA, 1P-10, IL-1, IL-6 and TNF-a in group A were significant higher than those in groups B and C
(P <0.05), and those in group B were significantly higher than those in group C (P < 0.05) . There were
significant positive correlations of SAA with IL-6 and TNF-« , and of IP-10 with IL-1, IL-6 and TNF-a (P<
0.05) . Conclusion Levels of SAA and IP-10 are closely associated with inflammatory factors, so monitoring
their levels will help to make clear the progress of COPD.
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1) 3 0 IR Ry SRS Bt i 2 I I . R
e, Z R R SOE B MR IE M e A
YUt T B0 COPD i EE I il 21 4 b 1) J 22 ) A
RV VEMAEE T A (serum amyloid A, SAA) .
FTIE -CiEFEEME 10 (serum interferonginducible
protein 10, IP-10) &2 55 lili 514 S ) 2 22 4]
MR ¥, FFZ2 5 RIHUARREG s FaRia v e i
£ COPD 1 & i #2154, {H H HI % SAA J IP-10
SR FTE COPD & it B rh /e KO R A
HIEf, 2E&%F COPD BE BT 7 ACHISE, 19
L IR Z AR, BE AR,
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1.1 IeRER

YEFE 2012 4F 1 A % 2014 4F 1 AH)IH % R
O BEBEIE N B2 78 g TR, Hid
BE 42 ], k36 ], ik 54~76 %5, VY
(649 +11.5) %, skt (20.1£7.6) A, iEHRE
Z WK 2007 4 AR R 2 2 WP A 25 2 1Y
COPD ZKitn ER, Fr A7 i 58 %P 4 ¥ HEBR & ™ 8
JE. B B G S AR R AR
S 15 4y i AECOPD 40 (A 4H) J% COPD 4
(B4H), 4y54 3146, 47 15, [FIFEEE R 1T
fa A B AN E S0 FIFE XS B (c4l) .
1.2 WA ESNEIERR
1.2.1 SAA R IP-10 #&Mll ra s f28+ A
PG H R EGE K 5 mL, FEIEE L 30 min 5§
B, WU BARRERE. Rt A ) 55 s o =
B K6 56 Bl 52 B, 2R ELISA 3290 % SAA Iz 1P —
10. DA EASEE 4% ST E R, IR ORI R A
B P il .
122 KREEFEN SR ELISA 3% 4 W 1l 3
IL-1, 1L-6 } TNF-c, 00 #0185 J5 o =
Bekv BB e, RS UL R T, IR UETE
A RO P B IE BT A B A,
1.3 FitFERIE

i FH SPSS B TS B, TR ORISR

H (xs) Fon, HABEBCRA LSD i, A5
K H Person FHGTERES, P<0.05 MESA ST

2 R

2.1 &% SAA K IP-10 tb#

XF 4541 SAA 2 TP-10 /KA 74081, A 41
F SAA K IP-10 /K F# B, C A BT (P<
0.05), B#HHEEK C4H SAA K IP-10 ¥ H LT
(P<0.05), W 1.
2.2 BHAXMEETFLE

XA RN T AT 08, A dLEHE 11,
IL-6. TNF-a # B, CH¥WHITE (P<0.05),
B4HAHE C 4 IL-1. 1L-6., TNF-o HHIMFE
(P<0.05), W5 2.
2.3 SAA K IP-10 SRR FHEXESH

S HT SAA K 1P-10 5 R A FAHOCHE, SAA
5HIL-6. NF-a IEMHE (P<0.05), 5 IL-1 KW
BEMENE (P>005 , IP-10 5 IL-1, IL-6.
TNF- o 1EFHE (P<0.05), W3 3.
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5, MR H R R ER S B COPD B
AR AR RGN Z —. SRR
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B, ARV BAE BRI RO R A E L B

x1 BASAARIP-10LLE (v+s)
Tab. 1 Comparison of SAA and IP-10 among three
groups (x+s)

EAE | n SAA (ug/l) IP-10 (ug/L)

A4 31 224.26 +35.09 514.92 + 68.56

B4 47 157.83 £27.31° 34825+ 4931

CH 50 18.35 +4.67° 107.08 + 19.65%
5 A A, "P<0.05; 5 BAHLE, “P<0.05.

F2 BHERKEERFIEE (xs)
Tab. 2 Comparison of IL-1, IL-6 and TNF- a among three groups (x +s)

A G n IL-1 (ng/L) IL-6 (ng/L) TNF-a (ng/L)
A4 31 4.86+0.97 496 +1.34 54.81 +7.62
B4 47 3.37+0.73% 2130917 26.72 +5.65™
C4 50 2.10 £ 0.59 1.45 £0.86 17.53 +3.55°

5 AH#, "P<0.05; 5 CHLE, “P<0.05.
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F3 SAA R IP-10 SRMEEFHEEMEST
Tab. 3 Correlation analysis of SAA and IP-10 with
IL-1, IL-6 and TNF-«

W H IL-1 IL-6 TNF- o
SAA
r 0.076 0.382 0.379
P P> 0.05 P<0.05 P<0.05
IP-10
r 0.41 0.362 0.458
P P<0.05 P<0.05 P<0.05
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TRIEEW, JLHAE COPD Atk mEd], 11-1
L5 L Fh G NE R R O I 3 4 B RORE R W 2551
(SIRS) REMEZHE.

COPD 2 hnaE I % A= 22 55 il 20 B Ik e 15
K, YRR IRREDER N, AER: SRS 1 & A
= bR N, FimkaERERTFS5
AECOPD kA, AR AT LLE Y, FiiE COPD
HEAZPEINE I, SAA K& IP-10 B #FTFE, IL-1.
IL-6. TNF-o L2380 H B I sk, 1L-6 J2 &
BMATRMUNTIZ —, 2515 TNF- o SFRER
T M SAA. TP-10 774, S E 2RI B o™,
SEEA RO AL EE MBS PERG N . b A i A B A
MBS . SAA FEIEFERET, MEAE TR
W, FEENAERMEAS SRR N, JCHAE
RAE . SMIERIE O, RIXKFSHE B
T, HAE 8 ~ 12 h iR BWEAEM, i 7E R 1 S oz 3 il
HEOLT . SAA 2B 2 IEHY. 1P-10 J& 5
AEEEYEEER BT, WAL A0 &
T Mk ELA LA RS S TR AL R WF R R I, il
2PN T Ik EL 200 B 55 X 0 K2 & AECOPD il EE
FYE B, 1P-10 W] 3 5 20 i B 0 45 B 1
TSR I 5 4 S A 248 ) 4 1 DXl Y B 4 S Ak
m RN R S E] SIRS RS EER K. b
SAA S IP-10 5 &M FAH XM, SAA 5 1L-6.
NF-o I EA X, 5 1-1 & W8 2,
IP-10 5 IL-1. [L-6. TNF-o B3 FMX. &t
FEATRELL IL-6 J2 1L-1 SF R 7K -2 8 R s 3))
B, ST SAA K& IP-10 Zrissgn, i
if XF B W A 55 4R K i 4B, Jin s COPD i)
AECOPD WK &, JFEAEBEALIA BT 4t 40 M i 1k S
BLHAGES . YRERE T SR — D itk e,

25 TR, SAA K IP-10 /KF-Thien 54t
UMD, L[R2 S8R R ER IR R, 7ER it

COPD S8 5 il B A8 i) A5 4k S i 7 s e VA 55 T
HHEBIRIRE L. Hit, A0%EX COPD BT
WEn, B AECOPD & JR iy R, A U ZE0F
FEXTAH G DK BHL T % S S M B v L R 30 <
ERAE | SRR RE RS .
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