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JTHACKOPAAHTHOE PA3BHTHE IIEPBHYHOI'O H BTOPHYHOI'Q
OT'0 OTBETA

Kynaesa O. T., Tanpusosa E. )1,

HHH xnunuveckoi ummynoaoauu CO PAMH, 2. Hosocubupcx

PajeuTHC MMMyHHOTO OTBET2 He SARAMYEBACTCA OGPA30BAHACM
T-3(MpeKTOPOB MAM CHMTEIOM AHTHTCN, HO MPHBOJHT K dopmuposa-
HEIO MMMYHHOH HAMATE. HeCMOTPA Ha OTPOMMHE YCUEXM B NOHHMAHMH

CHHTE33 GHTUTCH K XAPAKTCPHCTH-

X OTACHBHKIX CyCUONYIISIAH KIETOK TAMATH CPE/H OCHOBHEIX YHACTHAROB
CREMHGEECKAX MMMYRHEIX DEARIIHIA, MAOTHE ACTICRTEI PETYJITLMA HMMY H-
‘HOIO OTBCTA HA YPORHE LENOCTHOTO OPTAHIIMA B BACTOAICE BPEMS €IIE LA~
JIEKH OT Tax, ve YETKHX K 3AR0HO-
passuTas HCCKOH PEAKLHE B CBA3H C BHIPAKCHHOCTHIO

TEPBHUHOTO IgM- wH IgG-omeera.

1EHHE

[ PTITX
(DBA/2->(C5TBI/6XxDBA/2)F]) oreevars Ra T-3aBRCHMELL ARTHTEH OORA-
PYRHIO TIyBOKYIO AEMpeccHEd neperaaoro IgM- 1 IgG-oreera. Ocobenro

peako IgG-ACK B ®OTOpOe
or 0,4 % a0 10,2 % it. Ha tone yrae-
TCHHS NIEPH) orseTa i PH]

o HE TONEKO MCHSE BEIPAKCH-
HBIM Ba 1gG-AOK B H KOCTHOM MO3Fe, HO
" THTPOM arTIOT adTaTen Kiacca 1gG, KoTophii e

OTIHYAETCH OT KORTPONBHBIX mﬂe}mn (Kymacea O.T. ¢ coagr., 2010).

Cr 2 * Zpyromy sey. Jonon-
P A——— ammena B rome TOr-ha3kl NepEsrHoro IgM-omera
wucma IgM- u IgG-AOK = ceneatn-
mmmnepmommmmnmmspemcmyponemm
priRoro IgG-otBeTa. MBIIM PasHbIX TCHOTHIIOB ~ (CBAxC57BL/6)F1 "
(CS7Bl/6xDBAIZ)Fl - ! To-




MOLECULAR AND CELLULAR BASICS OF" IMMUNITY

JiaBIIeHAC AHAMHCCTEICCROH peammn TPH Pe3Koli CTHMYSIAR TEPBATHOTO

OTBCTA, OTJIH'HE p (Taspumo-

paEJL ccoast, 2010; Ky)mena O.T. c coasr., 2010).
Crn orseTa

BO3pac-
TanueM yposus TNF-o (Taspraosa EJI, ¢ coasr., 2010), xoTopxiit y4acTsyer
'BO MHOTHX HMMYHHBX HPOIECCAX, B TOM YHCIIC, SBIACTCA BAMKHEM (aKTOpOM
sbumunormecm mpongeccos akTusama B-xnerok npu mmynuou OTBETE.

palsATES HE BIAAET
W2 IEpBHYHEBIA IgG—orBer, HO cnmy;mpye’r mnpnvnmi IgG-(maer Toayuen-
HEIE B poss TNF-0. 8 naveneHus
Gamanca B
B AHTHTEIOTPOYTCHTRL K KICTKH NAMATH.
TaxeM 00pazoM, DEryIaIus Iep) H BTOpE T
orseTa
KOHKYPHPYKOIHME MERY COCOH.

ADPISCORDANT DEVELOPMENT OF PRIMARY AND
SECONDARY IMMUNE RESPONSE

Kudaeva 0. T., Gavrilova E. D.
Research Institute of Clinical 8B RAMS, ibirsk, Russia

The development of immune response does not end with occurrence of
T-effectors or antibody symhesxs but brings into being immmne memory.
Despite the progress in und of the genetic of
antibody synthesis and izing isolated sub ion of memory cells
among the key participants of specific immune reactions, many aspects in the
regulation of immutie response at the organism level remain unclear. Thus, it's
not established the clear-cut and links between the b effect
and the magnitude of the primary 1gM- ot IgG-response.

The" study of the ability of recipiems with chronic GVHR
(DBA2->(C57BI/6xDBA/2)F1) to T-cependent antibody response has
revealed the considerable suppression of the primary IgM- and IgG-response.
The decrease is most pronounced at the IgG-antibody producing cells (APC)
count in spleen with ranges from 0.4 % to0 10.2 % of control. The secondary
response is better preserved while the primary humorat response undergoes
sharp suppression that is confirmed by both lesser decrease of IgG-APC count
in spleen and bone marrow and a high titer of IgG agglutinins which does not
differ from control (Kudaeva O.T. et at., 2010).

Stimulation of the primary response bxings to the another effect. Additional
dose of the antigen at the end of the log phase of developing IgM response
leads to the drastic increase in the couxt of 1gM- and IgG-APC in spleen
at the peak of the primary response but in so doing decreases a level of the




... MOTEKYTIAIPHBIE H KAETOYHBIE OCHOBB! HABMYHHTETA

secondary IgG response. Mice of different genotypes — (CBAXCSTBL/6)F1
and (C57B1/6XDBA/2)F1 — exhibit the same phenomenon: there is a decrease
of booster effect under the sharp stimulation of the primary response, a
distinction manifests itself in the extent of suppression only (Gavrilova ED.
etal.,, 2010; Kudaeva O.T. et al., 2010).

Stimulation of the primary response is accompanied by the plausible
increase of TNF-u level (Gavrilova E.D. et al., 2010), which is involved in
the different immune processes and is likewise an important factor of physi-
ologic processes of B cells activation during immune response. The binding
of TNF-o reduces the primary IgM-response, doesn’t influence on the pri-

mary IgG-response but the 1gG-1 These resuits
mdmatc that TNF-a may play role in the change of physiologic balance of
of B cells to antibody and memory cells.

Thus, a regulation of the pnmary and sccondary immune response is
achieved by different ing in between.
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