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[Abstract] Objective:To prepare monoclonal antibody (MAb)against monomeric C-reactive protein. Methods: BALB/c mice were
immunized with mCRP-BSA and the spleen cells of the mice were fused with myeloma cells SP2/0 at the ratio of 5:1. Monoclonal
hybridomas were screened by competitive indirect enzyme-linked-immunoadsorbent assay (ELISA )and limited dilution. Mouse ascites
were prepared by intraperitoneal injection of hybridoma cells. MAbs to mCRP was purified by Protein G Affinity chromatography
methods. The specificity and activity of ascites antibody were determined by Western Blot and indirect ELISA. The protective effects
of this antibody influenced on cardiomyocytes were further studied. Results: Strain of hybridoma cell line could secrete MAb stably.
After purification, the obtained monoclonal antibody can decrease mCRP induced TGF-f expression on cardiomyocytes. Conclusion :
The obtained strain of hybridoma cell line could secrete MAb stably, and purified MAb had protective effect on cardiomyocytes.
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WLANML , A TATAR T 513 @ mCRP 2 . 1EF Bi = 1.0
ALanfe, K53% 24 h J5 457 20 pg/ml mCRP; 3
mCRP+mCRP FUiRL] . IEF IR, 5557
24 h J545F 20 pwg/ml mCRP A1 50 pg/ml mCRP #¢
A ; @mCRP PUIRAL . 1EH HEFR IO NI, K555 2 h
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BN TCF-B A E R A GAPDH
%, LA TGF-B 5 GAPDH K H(E A&t , i 4L
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way ANOVA) e AR 8 22 7, P<0.05 2 5%
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Figure 1 SDS-PAGE analysis of purified anti-mCRP McAb
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Figure 2 The detection of anti-mCRP McAbs
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Figure 3 The specifity of McAb analyzed by Western blot

2.4  # mCRP 3 3% 3h 4k 9] 32 7k 69 5L RS L 2w e
TGF-B & ik 69 %

55 OE X B2 LA B AR LG 20 we/ml 1
mCRP T 105 32 7L U LA 24 b J5 , 40 TGF-B
FRAKCEI B IR (P = 0.031) ; M45 T 50 pg/ml fY
mCRP $LiAT )5, 550 20 pe/ml mCRP & H T
THAA EE , ROAT OL.C AR AE ) TGF-B ik /KT ik %
fK(P =0.021,K 4),

TGF-B

157 P = 0.007

4
n

TGF-B/GAPDH
L EHEESuy O F

0.0

1. % B8 2H ;2:20 pg/ml ) mCRP F 7 24 h;3:20 pg/ml (¥
mCRP+50 pg/ml /) mCRP FLIR T 24 h;4:50 wg/ml [ mCRP 4T
PRTT5 24 h,

Kl 4 Western blot ¥l McAb %F mCRP |78 it L BC L4
Jfl TGF-B FKIBHYFZ
Figure 4 Effects of mCRP on the TGF-f protein expression in

neonatal cardiac myocytes by Western blot
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g% BALB/c /R, HCHIELZ AL 55 /) BB e 240
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