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Association of peripheral blood CD138 * plasmacytoid cells with

ventricular remodeling after myocardial infarction
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[ Abstract] Objective To investigate the association of peripheral blood CD138 * plasmacytoid cells
with ventricular remodeling after myocardial infarction. Methods Forty patients with myocardial
infarction and 40 healthy subjects ( control group) were enrolled in the study. Flow cytometry was
adopted to assay the amount of CD138 * plasmacytoid cells in venous blood. Left ventricle end-diastolic
volume (LVEDV) of patients were measured by echocardiography. Results The amount of CD138 *
plasmacytoid cells in venous blood of patients was increased as compared to control group(P <0.01),
and reached the peak on the 3rd day. The amount of CDI138" plasmacytoid cells in patients with
ventricular remodeling was higher than that in patients without ventricular remodeling, and returned to
normal level after 1 month. Conclusion The increased amount of CD138 " plasmacytoid cells in

patients with myocardial infarction may be related to ventricular remodeling.
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LSS ( myocardial infarction, MI) f5 i1 T ffi
T 2 RS RN A 28 AR I T AL R A8 L B
P b | RS o JEE 4 L PR 28 1 22 Ak, 23 240 i A )
Jo A RS AR A O B AT R RN AN B |
M BT AR A2 Ak, 3 P B B FR Sy R AE
JEEEM” " 0% E M (ventricular remodeling,
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Pk

CD138( Syndecan-1, Sdc-1) 2 I B 2 £ Bk AT
Z 15 1 B B# (heparan sulfate proteoglycan, HSPGs)
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PR ORI PR B, A B O s R PR B P
TR . Sde-1 BB iy i F ik MmO =9 sk Az
RERREAT , $&7R8 Sde-1 I RES 5 H.O AL IE i 72

CD138 " 4 i & 5 B A7 5l 25 Sde-1 KUY
YERT, A B w. H A AT SR A 2 4R R T
CDI138 " 712 J Pk iy W8 LA B2 2 1 i/ N i /b e
SRR, LY pEsd R W] CD138 " JK 4
JRLRT REAE 048 26 B A SR A A — R 9 A B e
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O WUEBEJ O 2 FE AR A A DG o
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e CCU Wif iy 2t i BE O WL B H 20247 48 4 5k
W3 Bk 4 A ( percutaneous coronary intervention,
PCI) 167 I 40 4], Horh 2o 9 1], 55 4 31 44
SRR 39 ~T75 X R HARERR (62.2 £ 1.1) 2 XFIRAH
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A, VI EE AR M AL R L S AR R 25
TGt B L (P >0.05), 0 N SE L 95 A brif
WS 18 ~ 75 % PERTEE.O LBISE s 2247 PCL IR
7 HEBRARAE . A iR 1Y BB 5 O LR E i 3
A WATAMEFE AR S HEA G 0 B 1 S N
YR A WA BE S8 5 R BETIC G 5 B I 6 75 46 £
MR

Xof R A8 A A Ta] s S B 1) o LI O R
DB S B AR 22 B /NI RE IR W I R
HEBRARUE . A0 URESE S S 4 8 5O LG T = 5 £
AGNENDIE 0 B3 A A AT ANRE TR 0™ R
P

MRYE 220 67 3 K A = (left ventricular end-
diastolic volume, LVEDV ) #4/1f & 43 LG, 850 JULAT
B 4y R e wS EA4H ( ALEVDY & > 10.4% 5
PE>15.5% ), 4E 72 % # # 40 ( ALEVDV 2 <
10.4% FE <15.5%) .
1.2 &XA5ME

Ficoll 73 & F 5% 5 GE /3 ] ; PBS 2% i ifk It
HAL S P AZ ST A YR A RN W) CD138- 414K
1 ( phycoerythrin, PE) . it X 4 Mg {X g A 3 &
Beckman /A ; Acuson Sequoia 512 AU 7512 Wi
HAEEPET 547,
1.3 7%
L3.1 —#hy ARG A BFHIL RS —
(09 A e AT AH DG AR B B s i i 4, OF 25 T )
BB IT A0t . O WU SE 20 S FE 12 W W o s 212
137 PCLIRYY , HOR G 4 2 MR i 25 MR 7,
G BT R VEAR A% AR FF R A R KR R
T e Jif 310 ) 7] ( angiotensin converting enzyme
inhibitors, ACEI) fil B 5z {AFH i 7] ( B-block) | &
FRONZ Y,
1.3.2 CDI38" iyl ® ZSERMHC %
U ZTRITEEE IRAF o A4 MBS A TE Ficoll 73 25 W Y
VEI TR B0, BE0F42 5 em,2 000 r/min, 2.0
20 min , W B4 A A2 A M, FH 1% PBS 2% vh il
VeV Ff CDI38-3: 21 i 1 ( phycoerythrin, PE) %51
PUAPRICIA A0, IS 1 ~2h )5, RH
D A A SRS
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1.3.3 wrhadatrmil g AHEE R Acuson
Sequoia 512 AU FS WA TS Ll R, 5k
WA 2 ~4 MHz, 5 FLINE - 55 28 i B 2548 /N
B IRERebr , 10k T AR SEL
1.4 Sitgam

K SPSS 17. 0 it 53 Hr o 1+ BRIk
MIEZ 34 HoJ7 2255, Plx = s o, 20N Fea 5
ZEohT A UL E LU BCR T ¢ K3, P <0.05 22 5%
Aot Lo

2 & R

DHSEH B Ak 72 h WA T A HJEAT
A O R A, ARG 70 2 8 SKOR A i 8170
OEE AL (24 ) SAR O S FAA (16 ) o W]

WP AR 74 7155 LVEDV, fii4f# LVEDV ¥
P 3 L A3 2, A o SR A 56 10 IR 75 48 e S5 4
WEZ 23 Dy 5 T 1 DU 5 R 2L RO 0 2 25
OMERE R S 2 AR
2.1 A& HH

KB IR BT PR S NES PR LR 22 7
Tegiits L (P >0.05) , L WUAESE £ 3 LDL-C
HEO R4 & (P <0.05) , #5 5E HF IL-2 [ IL-6
TNF J CRP ¥ Fxt 4l . S0 EmEAAM L,
OEFE Y LDL-C Tl WKV 25 7 LG # 5
X (P>0.05), % fE K F IL2 . IL-6 . TNF 2% 1.5
2R (P >0.05) ,CRP /K N# = (P <0.05)
W1,

®1 BE-MELHER

Tab.1 Genera information of patients in different groups (xxs)

i H L H A E[Neig il Xof A P {H Py fH

B4 24(16/8) 16(10/6) 40(23/17) — —
BML/ (kg - m~?) 24.50 0. 34 25.10 £0. 17 24.80 +0. 29 0. 168 0.125
CCr/(ml - min~") 84.30 +4.70 82.30 +7.20 85.30 +6. 90 0. 076 0. 084
LDL-C/(mmol - L") 3.18 +0.28 3.23 0. 36 2.52 +0. 14 0.074 0.027
Tnl W{fi/ (ng - ml~') 42.85 +4.69 45.21 +3.78 0.02 £0.01 0. 128 0.014
IL2/(ng - L") 44,02 +1.54 52.57 £2.34 4.24 £1.33 0.158 0. 006
IL6/(ng - L") 32.54 4. 33 31.82 £6.33 9.42 +1.23 0.112 0. 008
TNF/(ng - L™!) 69.45 +8.21 64.7 +11.13 5.84 £2.05 0. 105 0.010
CRP/(mg-L™") 64.32 +10. 32 73.8 +13.56 6.50 £1.20 0. 124 0. 005

Py R0 EH SO EEMAALL P, A0 EEMA 5 A L

2.2 LVEDV T izt

OAUESESE 72 h K 1 A H D EEME TS
2, LVEDV R B W] R T HABPI4L (P <0.01),
OHUEESE 1T A H G, D EEEA IS & LVEDV

AW /NT 72 h i, 225 BA G A (P <
0.01) , HAth %20 22 5% K Geit~# R L (P >0.05) , L
%% 20

%2 &4 LVEDV Lb&

Tab.2 Comparison of left ventricular end-diastolic volume in different groups (%)
) L HE AL E| N | R 2H
IF [i)
% ‘e % & % S
72 h 18.8 +1.34 12.6 £2. 1 14.1£1.12 9.9+1.02 13.36 £1.85 8.64 +1.28
11H 16.9 +1.12 11.3 +£2.45 13.8+1. 14 9.7+1.05 13.36 £1.85 8.64 +1.28

2.3 &1 CDI38" Eminrbix

XPHRZH B 4155 1.3.5 K& 1 A~ B CD138”
KA 2= R giH E X(P>0.05), LEH
4l AE LB B L] CD138 " AR 7E %5 1.3.5

KU T XA (P <0.01) o T DA R GEE

g R A S5 X IR AR L, i CD138 " 3K

MR LGB L (P >0.05), DEHM

4 AR E TS 3 KB P m g, W5 Z# T
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W, SO0 IRALAA L 25 S A Ge it 3 (P <0.01)
FEOBEHEMALES 1.3.5 K CDI38 " K41 iy £ o

Mg EEMAR, ZRAHITFEL(P<
0.01), W% 3,

*£3 £ CDI3S* EMAEIAI LR

Tab.3 Comparison of quantity of CD138 * cells in different groups (%)
20 5] n ERN RPN ERN 11H
L FHAH 24 1.90 +0.23 * 3.60 £0.42* 2.30+0.36* 0.80 +0.17
e FHMWY 16 2.50 £0.35** 4.70 +0. 63 ** 3.10 £0.43** 0.76 0. 14
Xof e 40 0.88 +0. 14 0.91 0. 31 0.84 +0. 12 0.81 +0.20

SR L, * P <0.01; 5.0 B4, P <0.01
3 i3 it

O NUEEAE 2 T VR BR800 DR ™ HE R ,
AL G &, R, Db S BR 1 AMI 5 VR
MR A R — IR R EE MG, VR & AMI 5.0 01
FIZH i 41 2 i (extracellular matrixc, ECM) & A= 1
M BYESUE S ECO E SRy, Ho, DL eE
O WUEEZE R % LVEDV | LVESV | LVEF % i 5 K
XA S PR FBE O VB AL AR . O NLEESE S
A DX IS0 WLAH 0 e A K e A0 58, B s 21 4 ) 4
PRI BRI S 2T AR T, fie S S BB IX S IR
ALURES , FERC IR £ e 0T A LA, AL X B0 AILRT &
AR AR, O LA 4E AR K . M4 Frank-starling
FERE, DN TGS A P E T A R B KL
457, HA% IR Lalace 233X, 22 % 9k ) 5 2 % 2B 42 Ml
FEJI B L, 5 20 3 BE SR BE L Ll T A2 = S M AT
PR A AERTRE O IUEEFE S8 35, FLAL & . (1) AjRE
AR DX AN A 28 WL b ki A ot 2 A KX, A2 I
VT BN e B W 5 (2) ERE 174 i (4t 32 2k 5T iy
R S AEAERESE T ALK

CWUEESE S FUB VR, A B f B2 A A8 %6 Je I
KAE . B VR $if it 3 2 Jak /b MIJE 2 1 MI
A BRSO UK N BT R EAIT, 25
W B, ACEL A MR- Rk R
( renin-angiotensinsystem, RAS) £ 4. i & %4 {E
AR HRTA NI 1E VR L ) 5858 (0 1 e 24
Yo HALHI A 58 25 R (HT0E: 58 2 FH T RAS &
48 1Efd ] ACEL 55 & LA L4 Sk R 1L 15 K
FSEFER . B ZABH T ) ( B-block ) BE RO %
AL WL T3, 1800 UFE S S R AL L, A A5 D)7
VR, B8 ERGYEA —@ I sk, (A GE 2 21
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1E VR 1% 4z, BR T H AR 22 BF 58 i 1k 52 79 TNF
B L-1 B LA J TL-6 42 5 AMI J5 VR
SR AR N R AR R AL

CDI138 i i 5 R 45 G A K + AT R 5 o
BLG3 A5 Z2 Bh RN A% AH BRI R 8 T 48 ML AT R
Syndecan ZZJi% %, 51 45 Syndecan-1 ., Syndecan-2 . Synd-
ecan-3 . Syndecan-4 , J.H X} Syndecan-1 (CD138) B4 A
RN 2

IR, IV 3h ) 2 B B RAS R S8,
R () 2 AE A A 5, T 200 WILAH P R 2F 4 4
MO IR ORI 4 Bk 2 112 RAS 1Y AL
LG, R BT A A B 1 B, G ek AT 324K 1Y
M AR PR 3k 35 5 4 11 B9 & o Schellings %5
Wi T Scd-1 2 Bk FE 1155 1.0 UL 44k
M A BT TERCER Sed-1 AL JIE b, i 4 5 5K
R I FA S 4L I BEBE A0l 55 . 2% 25 Scd-1
M PRAr, i1 TGF-B i 3B s 4 2L K I+
( connective tissue growth factor, CTGF) 1Y 2 ik i
55, Synd-ecan-1 [ fik 2% B AR 1L 45 55 5Kk R 11 L
O ME LT e 20 M 5 B B R . ISR TR
Pt gl 4irh Scd-1 35 S FNE 95 985 A8 &= Wi .
H T4 A3 BB AL %) R T, S UM S 45
W&, 3X X JR YT Sed-1 4 5 19 AH B VR A2 A~ O
RTINS T Sed-1 B2k /N BB SE IR
O HUEESE S, TR Sed-1 B 1k B R RE [ W,
Bl /D AN B O U A N ) i R A 1Y) AR AL
X 5 el AR SE X 35 P38 MAPK {5514 538
1% 1 76 T RE AT K .

A SZIAIESE O WU B (8 3 FL 3R TR 1Y R R+
IL-2 IL-6 \,TNF,CRP H & F =5, CD138 * 3% 41 fifd /i
AR, OGO EEREE, KA
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LVEDV B @ 34K EF K& FS B g [RAI%, FLERIk 1 58
JEP 7 IL2 \IL6 , TNF,CRP B & &5 F %} BE 4 , CRP
JREA B AR B A4, T CD138 * 3% 41 ity W IK T
JULEE B8 J5 AE A 2 A F 98 UE 52, GO AILBE BB JS
CDI138 * S A L B d - e, i 7E O = FHAG A v S
TR A QR A4 .

F I #E W, O ILAE BB ) A2 4% TNF (IL-6 \IL-2 |
CRP %5— 25 R A 1 22 4k, AT BE 3K 240 1l )
AL B AT IR, CD138 ™ A L AE . LR SR IS
SUEIIIFEE 2 | X — PR A — RN E N R
2 B S L AR T L0 . O LA BE I
CD138 " J A a8 1) L, v] B X B 1k 3k B R AE
Z 5 ENBER —EEM, NSO =
MG D IETHAE . 244K, X — 2518 M T Sl ik — 4
WFFER SR, Qs i 3% AT i 1k Scd-1 BFSEHLAE O
WU G rh VR HT S AL, S VR S &y 7
2 X AT AR IR YT O LA ) — R E B, 1%
fritE— T
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