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Myeloma protein-pusled dendritic cells induced anti-myeloma cells activity

LIU Jun-min, LI Yu-feng” . XUAN Hen-bao, LI Yuan-yuan, DENG Zhi-kui (Department of Hematology, The First people”’s
Hospital of Huai’an, Huai’an 223300, China)
[ABSTRACT] Objective: To investigate the anti-myeloma cells specific immune activity induced by myeloma protein-pusled
dendritic cells(DCs). Methods: DCs were obtained from peripheral blood(PB) of multiple myeloma(MM) patients after co-cul-
ture with GM-CSF,IL-4 and TNF-a. The phenotype of DCs was examined by flow cytometry. Host lymphocytes were stimula-
ted with DCs pulsed with myeloma protein acquired from serum of MM patients on DEAE-celluose; lymphocytes treated with
unpulsed-DC served as control. [* H]-thymidine incorporation and 4 h °' Cr-release assay were used to detect the proliferation and
cytotoxicity against different targets(auto-myeloma cells, U266 cells) by T lymphocytes. Results: In vitro proliferation and cy-
totoxicity of T lymphocytes activated by myeloma protein pulsed-DCs were greater than those of T lymphocytes in the control
group(P<C0. 01). T lymphocytes in neither of the 2 groups had notable cytotoxicity against U266 cells. Conclusion: DCs pulsed
by myeloma protein can effectively induce specific cytotoxicity of T lymphocytes against myeloma cells.
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lingame 2 ® 7= ffi; L CD3-FITC, $1 CD4-PE, i
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10. 0 R UEATBC X ¢ K36 s 225047

2 # B

2.1 MZEROWKE %E 126 MM BEF,9 6
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0.2(P<C0.05); FE ¥ LL 1 R 10 = 1 BF, 43 51 R
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U226 4 i 0 35 405 R A L 5 06 15 R 100 % 405 R M L 22
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Tab 1 Cytotoxicity against auto-myeloma cells of T lymphocytes activated by myeloma protein pulsed-DC(M-DC)
(n=12.7+5.%)

Ratio of effective cells to target cells

Target cells Effective cells

10 : 1 20:1 50 : 1 100 : 1
U226 DC 4.24+0.3 7.440.8 13.4+1.4 18.5+1.6
M-DC 5.4+0.3 8.3+0.5 12.74+0.9 20.4+2.1
Myeloma DC 18.541. 044 25,441,844 39.543. 044 62. 745,644
M-DC 24,141,144 37.542.3*84 63.443.9* 44 89.7+7.1*44

* P<<0. 05 wvs DC against myeloma cells; 22 P<<0. 01 vs U226 cells by the same effective cells
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AT RAFA, A DC G T bR it w1 RS
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LA B S VR AR AT X R MR A
T TR AN AR S e 1 R P R P B DC, R BR
R JRE VR Rl o A iR R A BT L AE AH ) 3R 5 B fE
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Investigation of recombinant Schistosoma japonicum paramyosin fragments for immunogenicity and vaccine ef-

ficacy in mice

Zhang DM,Pan WQ, Qian L.,Duke M, Shen LH,McManus DP (Department of Etiologic Biology, Second Military Medical Uni-
versity, Shanghai 200433, China)

[ABSTRACT] Schistosoma japonicum paramyosin, a 97 kDa myofibrillar protein, is a recognized vaccine candidate against
schistosomiasis. To improve its expression and to identify protective epitopic regions on paramyosin. the published Chinese
Schistosoma japonicum paramyosin cDNA sequence was redesigned using Pichia codon usage and divided into four overlapping
fragments (fragments 1, 2, 3, 4) of 747, 651, 669 and 678 bp, respectively. These gene fragments were synthesized and ex-
pressed in Pichia pastoris (fragments 2 and 3) or E. coli (fragments 1 and 4). The recombinant proteins were produced at high
level and purified using a two-step process involving Ni-NTA affinity chromatography and gel filtration. BALB/c mice were im-
munized subcutaneously three times at 2-week-intervals with the purified proteins formulated in adjuvant Quil A. The protein
fragments were highly immunogenic, inducing high, though variable, ELISA antibody titres, and each was shown to resemble
native paramyosin in terms of its recognition by the anti-fragment antibodies in Western blotting. The immunized mice were sub-
jected to cercarial challenge 2 weeks after the final injection and promising protective efficacy in terms of significant reductions in
worm burdens, worm-pair numbers and liver eggs in the vaccinated mice resulted. There was no apparent correlation between
the antibody titres generated and protective efficacy, as all fragments produced effective but similar levels of protection.

[Parasite Immunol,2006,28.77-84 ]



