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[Abstract] Objective
(SAA) in hand-foot-and-mouth disease(HFMD). Methods
rolled into this study. EV71-RNA and CA16-RNA were measured by fluorescence RT-PCR. Serum CRP and SAA
were parallelly measured with nephelometry. Results
icant difference between HFMD group and non-HFMD group (P<C0. 01). As for CRP, there was statistic difference
between HFMD group and non-HFMD group (P<C0. 05). As far as SAA/CRP ratio, there was not only statistic
difference between HFMD common group and HEMD crises group (P<C0. 05), but also significant difference be-
tween HFMD crises group and non-HFMD group (P<C0. 01). Conclusion The reports showed that test SAA com-
bined with CRP,and knew the variation of SAA/CRP,would did great help to diagnose of HFMD and detect the cri-

To explore the clinical application of C-reactive protein (CRP) and serum amyloid A

205 patients with suspected HFMD symptoms were en-

In term of SAA,statistic analysis showed that there was signif-

ses of HFMD early.
[Key words] SAA; C reactive protein;
2011 FF =P 48 O F 2 DR R T R X, F 2 HIR kO R
FE FE R AR S 4 1 2 1. T R 0 24 LB A A A R B AR f
FE o O T I 1 094 W DR JR B S L A HE R BT 2 L
1.2 S e A, AR A 3.4 ) fa F00E B LB T 3F
K I L E TS BB LAE TS . B AR ) B S R AR L
HIJR LR 297 B S A T T 2 R 9 R 2 7 5 e O Y
BT, M TE RS AR B A CSAA) B C-) I K (CRP)
£ o 1 O o I sl = P 137 N e s el R B R
W, Ut AR X 205 4 %€ B TR A9 B LT SAA
Fl CRP /K647 T 3 A8 A B AT A 4l SAA Rt CRP
TET R 1 0392 W L RE 09 5 TR0 DA K S A e I R
N A A
1 #EREHE
L1 —f&%OR AR 2011 4 4~8 H B0 M 55 — A
REBL G RIZ 1Y 205 BT B R EIL. 4 iE % 7
71 AR R (CEVT1-RNA) R B% %5 i 8 A16 B4 R (CAL6-
RNA) KM A2 T 2 15 95§, Horb 13 ] 8 T 2 110 9 T4 .
TR RN 110 4 2 4 B 6% K (PCRO) % R K I 45
PR B IL .
1.2 X% EV7I-RNA F1 CA16-RNA %¢ 3646 I 32 77 £ W T
JTME IR A W] CRP 5 SAA K I3 59 44 5k H 38 [ Beck-
man 2\ 7] 5758 & H A1 IMMAG-800 (1 fit &1 5 .

A Bi4EE , E-mail ; youngerlanhui@yahoo. com. cn,

hand-foot-and-mouth disease

1.3 W@k RAZOE RT-PCR £ AR fill EV71-RNA Fil
CAT6-RNA ;R F 4t B #0C5F BE b 2k 46 00 BF 95 %t 42 i 5 P 19
CRP 5 SAA K.
1.4 SEit2EJrik R SPSS 17. 0 Goit k0 A7 e it o #r
K g oL T£s BoR L, B F EFHKER ¢ K. 25 F2Z A5,
SRR KT, DL P<<0.05 N RS E ,
2 % R
2.1 205 Bl BELF 2 TG I, £ 9858 RT-PCR i R#0i2 N
FRIVEHA 95 #. w57 i EV71-RNA FH ¥, 38 4l 4
CA16-RNA P, HoAx 110 S0 914k

# 1 CRP 5 SAAMELRE (T+s)

215 n CRP(mg/L) SAA(mg/L) SAA/CRP
FROGE@EA 82 7.442.9(6.6)  181.84-44.3(147.3) 24.471.2
FRIMFERHA 13 19.145.48. 1)  603.22£111.5(569.4) 31.642.6
FEFR OB 110 4.24+1.22.8) 6.34+1.9(4.3) 1.6+0.4

2.2 205 Bl FEIMIE CRP 5 SAA KFEWHE 1, &I
Kt F 9 3.45,P<<0.05, T EAF R (K, SAA: TR
5 50 21 5 0 BT B LR 4 L4 .0 O 2. 741, P<C0. 01 F 2
PR EEA ST L DR A L . 4,452, P<C0. 01; F 2 [
975 W3 2H 5 R TS AR A H L O 1. 725, P<<0. 05, CRP:
TR T 8 415 0 4k TR DR 4L Ee gL . ¢ 2. 041, P<C0. 055



BB EF LK 20128 11 A% 9 k% 22

Lab Med Clin, November 2012, Vol. 9, No. 22 e 2839 -

FROBFEAHGIET R RA LR ¢ N 2. 752, P<0. 01; F
SRR S R DR E R4 L. 2. 225, P<C0. 05,
SAA/CRP: F RO T Wil 45 % 4 F 2 DR 4l b i, P<
0.05; F 1 15 FAE 41 5 9 F 2 FOR 4 e, P<<0. 01,

2.3 EV71 f1 CAl6 i<k WE 1.2,

150

PEtERIRR y /

TEHEE
\\\
5

0 5 10 15 20 % Eil

&I (CtfE)

B 1 EV7¥iEd&E

150

100
FRtERgER

RIEIE

0 5 10 15 a0 % £l

&I (CHED
B2 CAl6 ¥ i E

3 a9t it

CRP #1 SAA 25 [ 40t 4r -1 (AL-1) [ 1L-6 F1 i 98 35 5t
R 745 4 AR OC A AR STk AP AR B 1 L IR I 0 R SR AF
FEF M o MUK AZ 00 S 1A B e B o 2 0 30 2tk s A S i
F B SAA CRP SF7E M N 19 A BL3E I, 1t 5 v i 7K P ot &
A S O HE R Ak K R Bt S B PR e T N G R R T 1 2 R
(I G e 2N =R D) S RN K (55 0d .| R N 3 s R R
GAEARAS I MUK FEFR . BRUL T Sh . SAA 23 8% . HA 50 min
e s PR 2 AL g6 1 S I s ) i T R R OE K TR

S35 T ¥R T YT RN BUS PEAG B PEM R RRT

ARICHAE T 205 B 8L F L B9 # LI SAA
CRP f/K¥. NE 1 ATLIEH, T2 D541 SAA F1 CRP #5
FAEFROWKA. TR OWEEHWEH TIETF LK,
L LL SAA THE5 R 2L T CRP A i 5 i e R JH vie J3 A5 Ak i
N AT F 3R R LT SAA K P AT AR S — T /N
L35 T JR U A0 AT S A WE DU FE bR . D9 A0 K T R IR 2
TERTRE YL A MR SAA JK -] 1 38 & CRP K F- 3 & A 1)
WL HLHEt SAA S CRP WM S . F 2 DWW EEL & T F 2
5 3 5 28 B B0 v T AR T 10 4 L 4R R LR 6 T 0
TR G R R TS AL — AR . B A R
W F 2 IR ARG EEAZ IR L L7 SAA F1 CRP K K T ik SAA 5
CRP FAE A AF B A B T/ JLTF AL 1118 7 L 5% 332 e A Jx
& T AE (1 R .

£ % 3Lk

(1] &2 03B X eI, 5. 289% PCR &R D F &2 15 9%
J A R G W R 2 SC LT DL o A B g R g 2 R 5L 2011, 21
(24):5323-5325.

[2] MERK.BRHEFS Tk Z5 .45, 2007 4EJL s L #E P AT 0T 2
19 994 B 2% B i DR A s LT 0. i R LA 24 355 2008, 26 (6)
457-469.

[3] Z4EF, EXAK. LINESHER | &8 C R HE E R
TET 2 H 9 L LG i R LT ], E S5
2% .2009,13(4) :550-551.

[4] k4, LR ARG MW EBHEES A WSRO
I 975 2 1 B , 2007 ,28(1) : 113-115.

[5] Wu TL,Chen TI,Chang PY,et al. Establishment of an in-
house ELISA and the reference range for serum amyioid
A(SAA) : colnplementarity between SAA and C-reactive
protein as marker of inflammation[ J]. Clin Chim Acta,
2007,376(1/2) :72-76.

[6] Arnon S, Litmanovitz I, Regev RH, et al. Serum amyloid
A:an early and accurate marker of neonatal early-onset
sepsis[ ] ]. ] Perinatol,2007,27(5):297-302.

[7] REHL.BZ.SR.%. MEEMFEED A 58 MR X
AW FE LT ], AR AR PR 5 % 35, 2011, 30(9) £ 513+
516.

Wi H 3 :2012-06-13)

CEE5R 2837 70
B L FRE M 1 SRR AR

25 BTk L R RBP 52 2 5 i B /N R 72 L it HIE /9
B SR B 5 A ) 4040 5 OE Bl TV AE A A5 A AR BE S R P Y
RBP &5 A H ML HR .

£ % 3Tk

(1] M. FrAd L= B ERME A& A8 IEKE X
(0. E I 4l A 4 24 7. 2007, 22(5) 1 594-595.

[2] wdgpE2g4 LR 0 2 A LR 41 H A L i 55 B il 1
Wi 2 Wi b v [T ], s 4 JLRF 24 3k, 2005, 43(8) :584.

(3] X B sk b ik 2e . 5. IR AL T8 B 45 4 25 A A B A
JLEFJUE S A Ao e PR AR (ELLT 1. s R LR 24 35,1994, 12(5)
329-330.

(4] FFRABREH K@, 5. JR RBP il mAlb £ I %) 5 4
ILE BB HFE W2 B il LT, K56 = 2%, 2009, 24
(10) :759-761.

[5] YLk, 4522, X i & Bk i+ RBP.PA . TRF 78§ 4
JLUEF N EE A LT o E S5 Wi, 2005, 9(5)
781-782.

(6] BRws, HE 548, & Wi 2 s at A B E 50
WRELS AR AR E Kl R & X [T]. B R 25,2008,31
(7):480-482.

(7] B5FE. &SR EN TEE AT A ILE R0 b
By LT B BE 2 ,2007,22(2) :198-199.

[8] ARfLik.ZE4 06, Rutar. Ak JL B 4 B o o R 148 4]
I A 2 BT LT . W AR R 52 368 5 4 2% 75, 2006, 5(1) + 58.

e H 11 :2012-06-19)





