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AHTHTEH KAK ©AKTOP PEIYISIIMA DEPBHYHOTO
TYMOPAJIBHOIO HMMYHAOTO OTBETA

Taspunosa E. /I,
HHH xanunuecoli ummynonozuss CO PAMH, 2. Hosocubupcx

Pa3sBHTRE TyMOPaJILHOTO HMMYHHOIO OTBETA Ha T-3aBHCHMIIA ARTHICH

B ETHD X cramait, Ax
HOCTS ¥ n Kak op-
TARM3MA, TAK H CAMHM AHTATCROM, ROTOPHI HE TONBKO CIYIKAT CHTHAIOM A1
33IyCKA OTBETA, HO ¥ SENICTCS BAOKHRM (HAKTOPOM PETY/ISIMH HMMYHHOTO
peamponanm npnpona ammena, ero si03a, rly'rb TOCTY TUICHESA, BPESMS Ha-

I.Ieuuo JAanEOi pabors Gwlo HCCTICIOBATE ylxbem TIOBTOPHOTO BBCAC-
HMA AHTHICHZ B KOHIE MOT-(assl, BO3-




MOLECULAR AND CELLULAR BASICS OF IMMUNITY

mena KICTOK,
pmnﬂm 1, HA 1gM- 1 IgG-oTBeTa.

Thix nepeamoro IgM- 1 IgCHm;eTa Ha T-3aBACHMEL AHTATCH Y MBIER
(CS7B1/6xDBA/2)F1 JOCTHTEETCA, COOTBETCTBEHHO, Mepes 5 9 CyTOK mo-
cne aHTHrena B KoHE nor-dasss IgM-
oreera (uepes 4 cy'rox HOCITE HMMY' KT
TYMOPAILHOIO OTBeTa. Hhiberr TpH pisi ]

JO3BI AHTHTCHA: KOMAIECTEO
IgM -AQK B CeneseHre COCTARILET 5552 ¥ ¥OHTPONBHEIX MemmcH u 14682
u 37846 IgM-AOK y MBImEH, mOTYYMBIIMX JOTOJHETCIEHOC BESACHHE,
cooreercTaenko, 107 win 2x10° spurpoustos Gapana (35). B cny'-xae IgG-

IEHTOB CT emg Gomee
AOK = 11878 H, COOTBSTCTBCHEO, 11154 "
48574 B TPyIIax. AHTHICHA B KOHLC
nor-hazut MEpEHIHOTD IgG-(maera (vepe3 8 CyTOX N0CTe MMMy HE3ANMH) HE
TpHBOAHT X noxoGroMy Jfibexry, Gomee roro, umcao IgG-AOK aake ao-
CTOREPHO CHEKAETCS ¢ 1187 B xoBTpONE A0 625 B rpymme Mummel ¢ A0HOI-
aHTeLHERM BBeaeHuenM 107 36, Pasmmime B oTBETe HA HOBTOPHOC BRECACHAS
AHTHICHA ¥Epe3 4 1 8 CYTRHE MOKET OOBLACHATECH PA3HEIM MEXAHEIMOM DETY-
JEPYIOmEro JeHCTRHS AHTHTENT IQVI— u IgG-xnaccos.

Peskuil mOABEM 33 Kparsuii NepHox
BDEMCHK IPEIONATAET ¥ vqame MOMIHEIX PEryIUTOPHLX GAKTOPOB. OmEmEM
n Moxer GMTB CTHMYIAIES TPOTH-
tpeparun B
JlAs IPOBSPKHE YTOI0 NMPE/NOIMKSHIA MEIIAM Bmmm uurnGarop cmneza

m—[K T y c

OrPaHHTMEACT Y YHCIA IgM
AOK H HE BIMACT HA BO3PACTAHHE YACTA IgG-AOK, ROTOPOE MO-RPSHKHEMY
XapakTepusyeTca Gonee deM 10-KpaTHbM NOXBEMOM,

Taxam 0OpasoM, B KOHDE Tor-(ass

I 13 qHCAL

1gM- u IgG-AOK B B 10T

TEPAOA HEHTOB CT 1gM-, mo me IgG-

otrera. I umcma IgG- LEHTOB He
CRS3AHO C ARTHBHO B 3TOT ICPHOM

ANTIGEN AS A FACTOR OF THE PRIMARY HUMORAL IMMUNE
RESPONSE REGULATION

Gavrilova E. D,
Research Institute of Clinical SB RAMS, ibirsk, Russia

The development of humoral immune response to T-dependent antigen is
conducting by several different and clearly distinct stages. Its duration and




characteristics are defined by features of the organism and the antigen itself,
which is not only a signal to start with the response, but an important factor
of the immune response regulation as well; the nature of the antigen, its dose
and route of exposure influence on the response development. The purpose of
this investigation has been to study the effect of repeated dose of the antigen at
the end of log phase, characterized by a significant increase of antibody cells
preserving the proliferative potential, on the formation of primary 1gM- and
IgG-response.

The peak of primary IgM-and IgG-response to T-dependent antigen
is achieved respectively at 5 and 9 days after immunization in mice
(C57B1/6xDBA/2) F1. Repeated injection of the antigen at the end of log
phase of IgM-responsc (4 days after i ization) causes hy imulati
of the humoral response. The effect is the most pronounced when the
suboptimal dose of antigen is used for primary immunization: the number
of IgM-antibody producing cells (APC) in the spleen is 5552 in control mice
and 14682 and 37846 IgM-APC in mice received repeated dose of antigen
respectively 107 or 2x10° sheep red blood cefls (SRBC). The stimulation of
1gG-response is further pronounced: the mmber of IgG-APC in the spieen is
1187 in control mice and respectively 11154 and 48574 in the experimental
groups. Additional dose of the antigen at the end of log phase of the primary
IgG-response (8 days after & ization) does not lead to a similar effect,
morcover the mmber of IgG-APC even is reduced significantly from 1187 in
the control group to 625 in the group of mice received repeated 107 SRBC.
The difference in the response to repeated dose of the antigen after 4 and
8 days can explained by the different regulatory effects of IgM- and IgG-
antibodies.

A sharp increase of the APC number for a short period of time suggests
the i of potent factors. Sti ion of the proliferative
processes of B-lymphocytes differentiating into APC may be one of the
mechanisms of realization of its effects. Mice have been administered the
inhibitor of DNA synthesis hydroxyurea simultaneously with repeated dose of
the antigen to test this hypothesis. Injection of limits the increase
in the count of IgM-APC and does not influence on the increase in the count of
IgG-APC, which is still characterized by more than 10-fold rise.

Hence, additional introduction of antigen at the end of log phase of the
primary IgM response leads to significant increase in the count of IgM- and
IgG-APC in the spleen. Elimination of i ing antibody
attemmates the stimulatory effect on the IgM response, but not on the 1gG one.
1t seems that the increase in the count of IgG antibody producers is not linked
with the cells actively proliferating during this period.
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