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[Abstract] Objective To investigate the relation between activation of B-cells and maturation of dendritic cells(DC)
in the spleens of ICR mice infected with chloroquine-resistant (RC) or chloroquine-sensitive (N) = strain of Plasmodium
berghei.  Methods  Spleens were taken after the mice were infected with N or RC strains of P. berghei and attained
certain degree of parasitemia. Changes of B-cells and DCs were examined by pathological method, immunohistochemistry
and immunofluorescence methods, transmission electron microscopy (TEM) and flow cytometry technology.  Results  Pro-
liferation of white pulps in the spleen of mice infected with RC strain was found as compared to that with N strain. The
percentage of cluster of differentiation(CD) 45R/B220, CD19 cells increased in the spleen cells, number of medium and
small lymphocytes increased in the germinal centers, the immature and mature plasma cells also increased in the red
pulps of spleen in RC strain-infected mice. On the contrary, in the N strain-infected mice spleen, the white pulps were
reduced and the red pulps were filled with parasite-infected red blood cells; less small lymphocytes, immature and ma-
ture plasma cells were observed in red pulps. The number of CD1lc DCs increased, especially in the periarteriolar lym-
phoid sheath, T cell area; the expression of major histocompatibility complex I (MHCII) on DC was up-regulated in RC
strain-infected mice as compared to that in N strain-infected mice. TEM showed that the DCs in RC strain-infected mice
spleens were more active than that in N strain-infected mice. ~ Conclusion  Infection of RC strain P. berghei increases

mature DCs in the spleen, which induces the proliferation of B cells and immune response.
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CD19 CD19 CD19

1~3: JHHEALWIRHE J), C: WA/NSIIK, R: 2088, W: FI8E, E: 20400 1 @HV/DERA IR (x200), 2: N4, a <@g N BRIE R A 2120
H(x400), 3: RC 41, a /&% RC HOIER MY LI40 /2, $12IS§E1:(><400) 4~6: WAAMMIBUGINIE, 7% RCBRERGY/N BURAE B AUHLE 23 He3gn, 4:
TR/ NEORIRAL, - 5: N4, 6: RC4L;  7~9: BATAMBINEE, 7R RCAUKAHAN A A T HERAMBE N (x6.7K),  7: fEHE/NRXTIRAL, 8: N4,
a /N N MOEF R AYLIAN,  9: RC AL, a /RIRANM, bs/Ede RC Mo py £ 240,
1-3: Pathohistological slides, HE staining, C: spleen arteriole, R: ed pulp, W. white pulp, E: erythrocytes. 1: Spleen of normal mouse
(x200), 2: Spleen of N strain-infected mouse, showing the infected erythrocytes(x400), 3: Spleen of RC strain-infected mouse, showing the infected
erythrocytes (x400); 4-6: Flow cytometry examination, showing increased percentage of B-cells in spleen of RC strain-infected mouse.
4: Spleen of normal mouse, 5: Spleen of N strain-infected mouse, 6: Spleen of RC strain-infected mouse. 7-9: TEM observation, showing in-
creased immature and mature plasma cells in spleen of RC strain-infected mouse(x6.7K), 7: Spleen of normal mouse, 8: Spleen of N strain-in-

fected mouse, showing the infected erythrocytes, 9: Spleen of RC strain-infected mouse, a: plasma cells, b: infected erythrocytes.

1 EER BU/NRARAE B 2 RaFn 32 4 RE 52

Fig.1 B-cells and plasma cells in the spleen of mouse infected with malaria parasites
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1~3: SR AUk R, SRILSHIKE IR EE T 400X A CD11e BIPE DC(x400);, 1+ fHFE/INEUGIRLL, 2: N4, 3: RCHL;  4~6: HEsoki(,
FRMRIEPY MHC ILFATE DC (x400),  4: f@F/NRXSTIRAL, 5: N4, 6: RCAL;  7~11: B i BEisR, /mIE DCBIMESHE (x6.7K), 7: {dR/INERXS I,
8.9: N4, 10, 11: RC 4,
1-3: Immunohistochemical staining, showing the CD1lc dendritic cells in periarteriolar lymphoid sheath, T cell area of spleen(x400), 1: Spleen of
normal mouse, 2: Spleen of N strain-infected mouse, 3: Spleen of RC strain-infected mouse;  4—6: Immunoflurescence staining, showing the MHC
Il positive cells (x400), 4: Spleen of normal mouse, 5: Spleen of N strain-infected mouse, 6: Spleen of RC strain-infected mouse;  7-11: TEM
observation, showing the ultrastrucure of DC in spleen (x6.7K), 7: Normal DC in spleen of normal mouse, 8, 9: DCs in spleen of N strain-in-
fected mouse, 10, 11: DCs in spleen of RC strain-infected mouse.

2 RRFE IR N BR AR A AY B4R SR 4 AE(DC)

Fig.2 Mature dendritic cells(DCs) in the spleen of mouse infected with malaria parasites
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