SRS B BE 2 i 2014 45 9 H %5 6 3545 3 ] Chinese Journal of Clinical Pathologist, September 2014,Vol.6, No.3 . 185.

CRP M4 5 shiksks FEaEAL A FH DL B 7 2E

B0 712046 BT, R o I 27 B B2 R

~

[#ZE] C WA (C-reactive protein, CRP) & Z M RIEIREY L AEW 5 A CRP il g2 5

T 3 ik i A 18 1k (atherosclerosis, AS) & i B2 i A9 25 A3 G 3G AE B DU AL AMAINS  4niE IR T R &
FROBE T | 98 P 200 i 1 e b R A L1 515 545 IR M RIFSE IE S5 CRP AT L AE L S8R5k 19 IR 58 R iy TR Ak
L5 46 (pCRP) 2R N B IR AR Z5 4 (mCRP) o 33X Pl AG 52 1) 5% A8 W] B A B T Ak R 78 3l Dk ot A% BE R 9 R A= 19
JRY R ST R o AFLJE CRP 133 I 45 kg LA 1) 2 FAIL A6 5 A8 58 20 8, RLL CRP A 42 1 22 51 vl e 2
ot CRP B 2 BT 45t Hor 1 RN, HATXT CRP 2N 28515 CRP K FRBHXREY

i B SR [E M G CRP 3R K - R R MBS EE D o X CRP MR W58, 1A B T it —

PAS B R R JEPLE

BARTHIN

[R§HE] CRMEM; LRMA CPIE M HRAE C M E M CRP 4 3 Ik AT b

doi:10.3969/j.issn.1674-7151.2014.03.015

PEAE N B B 22 1 4G R 18 Pk 48 A O 1 5 R
M e R R P T RS, C W HE I (C-reactive
protein, CRP) 1y % 4t v F 4 S 854 03 () SO M b, 6 T
H 58001 6 R BB PR A . CRP 825 T 3h ik
o W B AL (atherosderos1s AS) R JE b B 2 AN IR R
FAUAL S — A~ RAFEAR AR o A% SCHHG FLAE T DL A9 BF 5% 0k i
iR,
1 CRP%#

CRP J2& tH JHFWE 4330 () — Fh IE OB IR R A, IEWRA T 4
F DL TR A AP A, 0 TR e sl DL % T PR I ol A5 1 2%
PF R R E IR AR O) Al SRy A T U 5 R IO R R O R 3R
BET 5| & S KB, CRP TSR A (pCRP) 7 A 4 45 375 1 Pk

EW(MWMMWWMMMQU%)/DEﬁ%ﬁﬁ
awﬁ%mﬂw>meM%mumﬁxgﬁcm%é,
CRP {05 Z S 418U 1) LPC &5 4 3 1k Bl 1% A A0 i /)N
B, PTG R AL AT L 55 0 PR B A 4 A R T 3k Y
LPC A4~ S 1 pCRP 2] mCRP 5575, LPC A2 4 AL I )
fIg & H (oxidized low density lipoprotein, ox—LDL) #9 3= %2 i
B4, ox—LDL T BEJE A G CRP #4255 e 1) 52 K 7, 7 45 25
FEKRM AT, RSN CRP & 11 & M43 # 5 mCRP,
AT, 1 P9 520 CRP A4 52 56 78 1 P36 it o o 42 T
2 CRP M=%

RAE JEYe . LGB, eI T A 3 6 (inter-
leukin-6, T1.~6) .IL-1B AfJ 1 58 I F 2ot (tumor necrosis fac-
tor—2a, TNF-2a0) (9 BT, 322 ¢l JIFIEZE B CRP, i 7T 78 3L

b 4L L P, T 20 A0 i | R AT 9K A B B AS BEHR Y A
B A AMIEER LT K5 R B mCRP, HoAy m] GEAAT 7E TR 20
ZUANMIIR [ (026 T R 841 ZLY mCRP i 7= A IR W
— R I A 0] BE 2 B CRP 7 JR B 41 20N 20 5k g 2 5 36
A, o — Pl T DA Sy R A SR 4 2 T vk A A0 R A
4, Fisenhardt 2378 AS (5 0% 3l ot i 0BT e gy ki 21 1
CRP mRNA WI{77E, I & B T mCRP B UL, A WFoc 9% 8
CRP 11 L5k (1 06 25 v 38 k1) 200 B 2% 1h ROk 285 & & A2 18
SIS I BB Y R, X R W] pCRP A AL T LAZE B 45
L1 40 i 1T & A AR, T FL3R R mCRP 0] Bk 11 TR 36
HJ2: 41 ZUA0 i 335 77 A (9 & CRP 38 J& mCRP L KX 28 CRP
114 )3 5 22 5 Xt HLAA CRP 7K ¥ 19 52 W) E i it 2R W
3 CRPEASHEZEMERE

CRP 1 AS FAF & A 14 AR AL 35 i B TR Hb
?ﬁ%%ﬁ?%%mﬁﬂvwﬁ%%%L%ﬂ%wﬁﬁ%@
%ﬁﬁ%ﬁﬁ&ﬁ%#%&%%ﬁﬁﬁ%%%%ﬂ%
3.1 CRP S8R N8 BRUTRUK 8 N B2 353 05 B AR BE 4% 0 &

&*MEEEﬁ CRP 5k % AR 1 (low density
mmelmmmnﬂmE WETR T W 7E R B AR
WS A AR G LR IR & R MR b, AR T 4L LDL, il
B K% BN 2 (enzyme modified low density lipoprotein,,
E-LDL) ] DL i 3% fl J1 45 4 pCRP, ¥t ifii 7= 4= E-LDL/CRP &
Bk M E SRR LU S D 25 5 e A i, (HOR I
TR B A5 58 42 WORE AR IR AF AR 438 . mCRP 0] DL sk i 39 50
LDL 28 {& {H 3 A7 5T CRP 5 B8 i 5 Al (1 38 I R ™ 4 X



. 186 . LK EIGZe & 2014 45 9 H % 6 %45 3 1 Chinese Journal of Clinical Pathologist, September 2014,Vol.6, No.3

5y CRP 2545 , pCRP 2544 /) 5 F0 7 1w AN BB . [R5 AF 5
I mCRP % pCRP 5 Be il P 5 40 it %) T 2 ot A AR 28 138 i 2
FL S, HOAS RO 145 5 7 2 3R E 1 G 1 Fe Z 4K (Fe
vy receptor, FeyR) Lk B M B 22 FE S A0 A 25 3 i 2 1 32 -1
(lectin-like ox=LDL receptor 1, LOX-1), HAMHH T g 7% 32 &
PR A7 A 2 PR B 40 i T 7 4 i T ) 45

3.2 CRPA#MARSG MR G0 o2 1 B B0 1y
HEFEE, CRP T SEBIE 52 5 M R G819 805 % V1A ¢, T
pCRP 5 mCRP % #MA F 48 (1 1 A LA 5], pCRP #l mCRP
Brol D5 AR LPC 45 )5 5 Clq AH B AE 0 #MA S 1k
W 28 MR A (A 32 45 N B 4 i 2 TET 45 4 1) mCRP H) v L[] i)
BEF Clg M H B LSRN IR 7 8 14 98 95 % A 8 1 1
HEJR DT R R A O I ST 58 RE S N A R e K s BE O
Lauer 27 % B, mCRP v I4F % H N 13+ 5 HEE S IE i E
GRS AMA AR 1 2R T ) SRE R R, AR H
X T CRP W5l i G %0 A BV T B 4518 AR — 2 (H AT
W pCRP 2| mCRP (5% 28 S it 17— Jm 8 3 45 P Je 40 B 20
REMY IR,

3.3 CRP SRIEH T 4 F0 40 M D 5 4 0 40 e AH EL AR
IR A0 B TE URUIR BT 41 48 'H 09 IE i AS S8 0E & i #E vh
F I N7 i 2 0 B B oR CRP S 5 g (RSN FgE
UESE pCRP 7] 75 5 P 1z 40 My % 25 41 il 18] 385 B 53 F (intercellu-
lar adhesion molecule, ICAM) . Ifil & il Jit &k Bff 43 F (vascular
cell adhesion molecule, VCAM) 1 E—ik$% 2 L Fo b2 4 780
B =1 PR ER 19 5 W 200 iE A ik IR 5 1 2 i
[i) FF 300 3 R AV P B A0 i PN e TR — 4R A G A T 1 9 P R — 4L
fLZ G B mRNA (R, I P9 R 408 — FAL AU & L, 15
SN Bz A0 A R T A P Bz 40 e A i A 7R A B i LOX -
1 W35, s &0k LDL X5 A Bz 40 it ) fig 4 98 35 A2 38 o 1fn 4
SOk H -1 [ B ECRAE ROV, AT AT R 3 Tk B B R R
HE SN 5 P R A B T 52 A5 AT T I AT 2 W f) S AL T
i 3 A 35 5 0 S 3 LA I i A 5K R T A2 4R mRNA [ 3%
A I AT 5K S RE L R e B 405 R 0 R K A AR T
ISR B pCRP B A REME 5 S 28 2k 0% 73 1) 20 Ik N 1 4 e T-
CAM VCAM | E -k # F 1 5 I 40 fif 4 16 Bt I %5 40 Ji P4 -
B3 T 07 A fn ek . pCRP 380 =5 3l ik P4 Fz 40 i ifn 3% £F
Ak 2 G EOE WA H I F 1 (plasminogen activator in-
hibitor-1, PAI-1) (44T % 8 (interleukin-8, 1L-8) #J # ik , I
TS A 588 1L 2R 96 2 A, L3 ] DA F G 8 4 e 3% 5k TL-1 11—
6 I1.-8 .IL—18 19 31 5E [ F o (tumor necrosis factor o, TN-
Foo), #F— 2 M E LA™ 4 CRP, 155 R A0 L FE T,
JE I A T2 B, pCRP 34 ] LU F 42 = 4L 8L+ 1 3R 35
AN (R OB A A A | e B A A e S T B
Vs B pCRP HLAT R4 0L (1 V8 B, B/ 5 1M 4 & 9K i

AT DU i IL-1 2 R P00 p SRR Fm il TR v &
B, I A #E TL—10 & s, b 98 P ke 20 e g e A 3 s 2 1 iy 2
ik A BEFE VO RN PR CRP 23 31 P AR AN i 3 R R
WLEE % B mCRP WA WA 3 P Bz 40 T 30 3 G Bk L 1A (TFI441L
IF144 IF127 IFI6 MX1 ,0AS2)#) %5 . mCRP i Al Ll i 4
) P R 20 B B R T 5 S L AR ) e DA B AR DY B A0 B G
B ER4E, Ifamat CD16 fi i /N i 76 £k 3R 4 DL K 1 i 15
20 A X BB B 2 1 B A R SRR, 0 R 40 B OB B, A
MNEE AS BEHRYIE Y, Pt o2 s pCRP Al LU g
A 25 A, AT BE 1k 708 T8 R BT 3800175 PP 440 M U 55 PR A i
B L R E DI BE L i pCRP 2| mCRP (2589 5 745 15 1r (i 45
pCRP W LE Y AE I 55  pCRP i m] DL 3 Py Hz 41 A 85 1 i 78
ZARGE G AR B mCRP, I A 20 R, A2 B 2 i 3 1 22
Tz Uk, )i sl 4 B T Ak A5 5, AT AR 3E P4 Bz 4 B 9 s ) ot
&b, Shih 45 P& B LOX-1 )& pCRP 1 5 % 2 & ,LOX-1 &
fH W] LASr 5 pCRP WY f#5 A BER% A 3 CRP 5 9 1 40 Jif 1) 4R
HAER, AT S B0 e i s re 28l . Bk, FATTHEDN pCRP
5 mCRP 2 [8] i A8 52 e 4 L4 S HL 5 45 B 4 0 41 it % 44 i 1A
F ) A A 0 — 22Tk pCRP 245 1 98 i 53 475 ) B W] fig
s AS RGE KA E BN Z — . WEENARESHH
HIVFZ WA A B G 25 N, P 7 45 B8 7€ pCRP
TR 2200 CRP A48 G2 5% 4 /R H A A 92, JL0H 55 10 i R 485 SR 18
5 T HE
34 CRP g CRP KV KA W 3h Fil CRP &40
ZARALHE LPC FeyR 324K | 358 R Z K LOX-1 LA K AR %2
W T IZAETE AR TR AR AR B % CRP 2E #L D) 8 1 17 15 L
T H A e A LR T 1R A 2 A7 A T 4 A3 35 007 40 i
AT RE AR PR I A 3 Bl i B R HE A B CRP AR B
I #5231 A AR BRI AR T IL-10 45 ) 1Y
M AS KA B T CRP 5 4 B g K+ 22 18] 14 75 AL
AEAE T R FEE B T A8, R 52 2 031 ] R 2 8 2 1 LR T Ma
45 U0 IR pCRP 3 77 76 Hh 1] 245 4 52 B8 1 S 7 26 1 (mem-
brane modified CRP, mCRPm), f CRP #| mCRPm Fil mCRP
B G2 i 46 Tl S B CRP 3 e B8 A A% 41 B a0 1
4 &g

FFJE CRP ¥4 45 HL I 0 6 52 7] Be 5 B 38 A7 4% I A /] CRP
TRV A 768 00 95 45 B B 90 AR 2k i v i A D B[R] O AT AT fig
Syl R HEAT R0 7 B0 A 3 [l B ] N A A DG SR R
&3 CRP EH £ 545 CRP KRB XRZEY, HHY
AN S CRP 23K 7K F- 56 & Wl | B BT 78 L PRt A
BEAE R T I Pl A TR A AT A A g B Rl b FR
TEAl CRP 76 000 BN O I8 3 1 2 A IRURS: v 1 s o 43 40, Tl
Bk DA 2 W48 B S AO0 43 45 AS [ )2 R T e A [ K SF CRP 2%

PR AR S CRP 7E AS KAk RS e
(45 175 50)



SRS B BE 2 i 2014 45 9 H %5 6 3545 3 ] Chinese Journal of Clinical Pathologist, September 2014,Vol.6, No.3 . 175.

RRZS, HOKP T st EBV-AHS F8 L 1 1Y 16 5l
PE, R T R ELAH M CD69 1Y 2 3K A7 I T Ik R 4 e
TRTTRCR I S N S 8 8 1 R 4 B AR 4l

4 SEXH

1 Rouphael NG, Talati NJ, Vaughan C, et al. Infections associated
with haemophagocytic syndrome. Lancet Infect Dis 2007, 7.814-822.

2 BrerMs MEAE, B R ¥ . EB AR AR OC I UL A0 N 0 A PR 25
AERF ST #E . I R LR A4k, 2005, 23, 425-429.

3 Henter JI, Home A, Atico M, et al. HLH-2004, Diagnostic and
therapeutic guidelines for hemophagocytic lymphohistiocytosis. Pediatr
Blood Cancer,2007,48.124-131.

4 Filipovich AH. Hemophagocytic lymphohistiocytosis (HLH) and re-
lated disorders. Hematology Am Soc Hematol Educ Program,2009.

127-131.

5 VE#E#E | James ] Lee, Nancy A Lee. CD69 1) % ik 76 /1N B Mg i 41 i
BRI A5 08 T eh AAE T R B B K, 2009, 25, 1-6.

6 LATE R AT LU EB i R AR S M 05 1L 240 N £5 5 A 54 I PR R K
A1 T it bk L 40 A A B 7 A v /N L B BE 2, 2010, 17,330
320.

7 Nagafuji K, Nonami A, Kumnao T, et, al. Perforin genemutations in
adult —onset hemophagocytic lymohohistiocytosis. Haematologica,
2007,92.978-981.

8 Jin YK, Xie ZD, Yang S, et al. Epstein —Barr virus —associated
hemophagocytic lymphohistiocytosis . a retrospective study of 78 pedi-
atric cases in mainland of China. Chin Med J (Engl), 2010, 123,

1426-1430.
(Yo fi H 1. 2014-04-16)

(AR 3 8 < R IRGEE )

(42585 186 Ti1)
AT G 22 PR AR F B AL RIE 5, SR A7 B T 3Tk — 25
IE NI AS 1R AR KRB

5 SEM
1 Potempa LA | Siegel JN, Fedel BA | et al. Expression, detection and

assay of a neoantigen (Neo—CRP) associated with a free, human C—
reactive protein subunit. Molecular immunology , 1987,24.531-541.

2 JiSR, Wu Y, Zhu L, et al. Cell membranes and liposomes dissociate
C-reactive protein (CRP) to form a new, biologically active structural
intermediate;: mCRP(m). FASEB J,2007,21.284-294.

3 Eisenhardt SU, Habersberger J, Murphy A, et al. Dissociation of
pentameric to monomeric C—reactive protein on activated platelets lo-
calizes inflammation to atherosclerotic plaques. Circulation research ,
2009,105.128-137.

4 Habersberger J, Strang I, Scheichl A, et al. Circulating microparti-
cles generate and transport monomeric C—reactive protein in patients
with myocardial infarction. Cardiovasc Res,2012,96.64-72.

5 Ji SR, Ma L, Bai CJ, et al. Monomeric C-reactive protein activates
endothelial cells via interaction with lipid raft microdomains. FASEB
1,2009,23.1806-1816.

6 Mihlan M, Blom AM, Kupreishvili K, et al. Monomeric C-reactive
protein modulates classic complement activation on necrotic cells.
FASEB J,2011,25:4198-4210.

7 Lauer N, Mihlan M, Hartmann A, et al. Complement regulation at
necrotic cell lesions is impaired by the age—related macular degenera-
tion—associated factor—H His402 risk variant. J Immunol ,2011,187.
4374-4383.

8 Hein TW, Singh U, Vasquez—Vivar J, et al. Human C—reactive pro-
tein induces endothelial dysfunction and uncoupling of eNOS in vivo.

Atherosclerosis , 2009, 206 :61-68.

9 LiR, Ren M, Luo M, et al. Monomeric C—reactive protein alters fib-
rin clot properties on endothelial cells. Thromb Res,2012,129.e251-
€256.

10 Ahrens I, Domeij H, Eisenhardt SU, et al. Opposing effects of
monomeric and pentameric C—reactive protein on endothelial progeni-
tor cells. Basic Res Cardiol 2011, 106 879-895.

11 Grad E, Pachino RM, Danenberg HD. Endothelial C-reactive protein
increases platelet adhesion under flow conditions. Am J Physiol Heart
Circ Physiol ,2011,301.H730-H736.

12 Eisenhardt SU, Starke J, Thiele JR, et al. Pentameric CRP attenuates
inflammatory effects of mmLDL by inhibiting mmLDL monocyte inter-
actions. Atherosclerosis, 2012,224.384-393.

13 Shih HH, Zhang S, Cao W, et al. CRP is a novel ligand for the oxi-
dized LDL receptor LOX —1. Am J Physiol Heart Circ Physiol,
2009,296. H1643-H1650.

14RJBAR. C SR A T 08 0 EK LS 15 2l o R B AL L 39008 i iy
WF5E. o — 7B R, 2007.

15Ma X, Ji SR, Wu Y. Regulated conformation changes in C-reactive
protein orchestrate its role in atherogenesis. Chinese Science Bulletin,
2013,58.1642-1649.

LOXIEFAT iR 2, 4. C—B I 4 114 i R )5 o 6 TR 728 S A5 1L 3 7K
S SCHE L O L A A 7, 2010, 29 521524,

17Kong H, Qian YS, Tang XF, et al. C—reactive protein (CRP) gene
polymorphisms, CRP levels and risk of incident essential hyperten-
sion: findings from an observational cohort of Han Chinese. Hypertens
Res,2012,35:1019-1023.

18R IR . C— I 17 85 B A% 1 R 22 25 15 ol M 1 A v ) SR I ATT 5
L PF AR, 2011, (R F 8 2014-06-03)

(AR SC o 5k a5 0



