HACTABHA JEAUHUIIA 14-15

IIpeBenIyja 1 Tepanmja
VIMYHOAOIIKVIX 001eCTI

Nnmpasencku umMynozA00YyAuHu
Kopmuxocmepoudu

Hecmepoudnu anmuunPramamopHu AeKo6u
Umynomoodyramopne cyncmanuye

MonoxAoncka avmumeAaa

Umynomoxcunu

Humoxunu, anmumeaa Ha Yyumoxure u cOAYoOuUAHu
peuenmopu

Baxuyute



NHuTpaBeHCcKNn
mmyHoraooyanam (IVIG)



VHTpaBeHCcKN MMYHOr200yauHu cy rnyaosanu IgG
rpey3eTu u3 raasme mmpexo 1000 goxopa.

Y mpazoeuma mozy oumu npucymnu u IgM u IgA.

IIpenapaty mmyHOrao0yanta MOTy OMTH AOOMjeHU OA;

* 34paBUX Abyau Kao ,11ya” seher Opoja gaBasana
(MHTpaBeHCKM VIMYHOIA00yAMHM) UAU
* 04 AaBaJalla KOju 1IMajy BIICOK TUTap peAeBaHTHIIX

aHTUTeAa y CepyMy (XUIIepMMYHI TaMara00yAMHM) KOjI

ce MOIy gaBaTu y nTpodguaakcu cruenupuyHmx nHpexknuja



VInTpaBeHCKM MIMYHOTA00YyAVIHVI OCTBapYyjy
OpoOjHe MMYHOMOAYAAaTOpPHe 1 aHTUMH(pAaMaTOpHe edeKkTe
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NaTpaBeHCKN MMYHOT 100y AMTHUA
- MexanusaMm gejcrBa-

v Ilpeko Fab ¢pparmenra-HeyTpaansarmja

1. HeyTpaAunly MNKpOOPTraHN3Me 11 TOKCIHE,

2. meyrpaaumy C3a n C5a anapma0TOKCHHE.

v Ilpeko Fc pparmenTa- anTumHdp1aMmaTOpPHO A€jCTBO
3. MogyAunIly cazpesarme 1 QyHKIMjy B aumponnra;
4. KOMIIETUTUBHO MHXMOUPajy Be3uBame anTnureaa 3a FcRn;

5. uHx1oOupajy taaoxeme C3b 1 C4b xomrioneHTe
KOMILAEeMEHTa;

6. MHXNOMpajy aKTuBaLNjy Makpodara;
7. akTuBVIpajy peryaatopHe T amMmdonmure.



MexaHnusam aejcrsa
1. Heyrpaansanuja Mukpoopraams3amMa 1 TOKCMHA

* 3a HeyTpaausauyjy je oarosopan Fab ¢pparment
« Kopucre ce y aeuemy umyHOaeduIyjeHIja

A) Neutralization B) Complement Lysis C) Opsonization and Phagocytosis o D) ADCC
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Mexanusam aejcrBa
2. Heyrtpaausanyja C3a n C5a anHapmMaA0TOKCHHA

ExcriepuimenTtaaHo je rokasaHo ga npumena IVIG moxe aa
HeyTpaaniie anapuaatokcune C3a n Csa

Mexanusam gejctsa IVIG octBapyjy mocpeacrsom Fab
¢parmenTa

Pe3yaTtaTy HOBO/BHOT TepalnjcKor epeKkTa 3a0e1e>KeHu Cy UIaK
caMO Ha aHV/MaJAHUM MoOJeAMMa U TO: Ha eKCIIepyMeHTaAHOM
MOAeAy acTMe (MUIIT) ¥ Ha eKCIIepUMeHTaaHOM MOJeAy
IIOKa (CBUbA)

lnax, y KAMHUYKNM CTyAujama Tepanuje actMe npumMena IVIG
HIje TI0Ka3asla 3a40B0O/baBajyhe pesyarare



MexaHnusam aejcrBa
3. Moayaanmja caspeBama un pynkuuje B ammeorra

* Osaj mexanmusam aejcrsa IVIG octBapyjy

Sekretovano O,
nocpeactsoMm Fc pparmenTa antitelo formira a0
. . kompleks
I/IMYHOI‘]IOﬁYZH/IHa KQJI Ce Be3yje 3a sa antigenom
FcvRII D32 Antigen-antitelo K OTY
CY (C 3 ) k%mpleks ] Lf\,ﬂ;} %

 IVIG ce Besyjy 3a FcyRII (CD32) mckazan  filiaenior )
Ha B anmMmdonmtuma, 1 Ha Taj HAYMH Ll f %
rokpehy ce MHXNONTOPHU CUTHAAN
aktusanyjom SHIP (SH2-containing
inositide phosphatase) ¢pocdarasze xoja .
xuapoaunsyje pochatnduAMHOIUTOA I \L'f\v
peMmetn pyHKIUjy yHyTapheaujcke A
CUTHaAu3aluje Koja ce oABuja Bk

riocpeactsoM BTK (Bruton’s tyrosine kinase) —

u PLCy (phospholipase Cy) = —

Fc

* Nuaxmomunmjom BTK n PLCy pemertn ce
caspeBaibe 1 akTUBanmja B amm@ornmra



Mexanusam aejcTBa
4. KomreTuTyBHa MHXMOMIIVja Be3MBaiba aHTUTeAa 3a

FcRn

CsojumMm Fc penjeritopom aHTnTeAa Ce
Be3y]y 3a Fc perteritop HoBOpobeHuaaw,
eKCIIpUMIUpaH Ha eHA0TeAHUM heanjaMa u
eHTepOoLIUTIIMAa. AHTUTeAa ce
MHTepHaAu3yjy y heaujy u Ha Taj HaulH je
CIIpeYeHa IbJIXOBa IIPOTeOANUTIYIKA
pasrpaaiba IITO 3a [TOCACANITY Ma
IIPOAY>KEH BEeK aHTUTeAa

Jeaan oa mexanmsama aejcrsa IVIG je
KOMIIeTUTNBHa MHX1Onnyja 3a FcRn ca
ayTO-aHTUTeAVMa

Hakon npumene IVIG jegan 0poj antnureaa,
npucyTtaH y IVIG ,,xokTeay” ce Besyje 3a
FcRn unme oneMoryhasa BesuBambe
aHTUTeAa IPUCYTHUX Y KPBU MallMjeHTa

Ha oBaj HaunH Moryhe je aednTn
ayTOMMYHCKe 00aeCcTH rocpejoBaHe
ayTOaHTUTeAVMa

‘ q FeRn

Je IVIG
ol <D |
,;x(:;‘ !.-'!;;:. Serum antibody

“}_ J‘ e 7
o ' }. Autoantibody

}vq




MexaHn3aM gejcTsa
5. ImxuoOuiuja raaoxema C3b u C4b
KOMIIOHeHTe KOMIIAeMeHTa

* 3a oBaj epekar IVIG je oagrosopan Fc pparment

* IVIG ce Besyjy 3a C3b 1 C4b u Ha Taj HauuMH cIIpedasajy
AEeIIOHOBambe MMYHCKVX KOMILAeKca Y TKUBY Kao U
nHdpaamanmjy

* Jomr yBek ce KOpUCTU caMO Y IPEeTKAMHIUYKUM
MCTpa’kX/BambiMa U AMCKYyTaONMAHO je Aa AU Ce OBaj MexaHU3aM
A€JCTBa MO>Ke IIPUMEHNUTH Y KAMHNYKUM CTyAVjaMa



Mexanmnsam gejcrsa
6. InxyOnnuja aktusanyje Makpodgara

6A. baokupamem akTuBanmonnx Fcy penenropa makpodgara
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Mexanusam aejcrsa
6. VInxuOnnuja akTmBanyje Mmakpodara
6b. IloacTuniamem excrapecuje maxnomuropHor FcyRII Ha
MeMOpaHu Makpodgara

}‘ b H‘u?lammai
’” }épgi FoyRIIB Q./

upregulatlon

Regulatory Effector
macrophage macrophage
IVIG receptor ‘T C e -ﬂl ? Immune
? (putative) “ Activating FcyR complex
Jeo VIG £\ Autoantigen
. Inhibitory FcyR
k IVIG-SA-rich ﬁ Autoantibody



MexaHn3aMm aejcTBa
AxTuBanmja peryaatopamux T
anM@onnra

Y mocaeAmnx HEKOAMKO roAMHa Ha OCHOBY
pesyATaTa y eKCIIepYMEeHTaAHM MOoJeAMa
ayTOMMYHCKMX 00A€eCT! KaO ¥ KAMHNYKUX
JCTpa’kyBarba cMaTpa ce Aa je BepOBaTHO
rAaBHU MeXaHU3aM Tepanujckor edpekra
MyHoOrao0yanHa akrusanyja T (CD47,
CD25%, FoxP’3* peryaaTtopunx heamnja)



VnTpaBeHCKY MMYHOTA00Yy AVIHV
-Tepanmujcka npyuMeHa-

VimyHnogedunyjennuje (CyncTuTynmuoHa Tepamnuja),
ayTOMMYHCKe 0oaectu (aHTHU-MH$AaMaTOPHO A€jCTBO)

TpancniaanTaryja aaoreHe KOCTHe CP KN
XpoHnuHa anm¢pOonuTHA AeyKeMuja
Mauomnarcka TpoMOOIIMTOIIEHUYHA IIypIIypa
HIV xoa aenie

ITpumapHe nMmyHOAepuIyIjeHINIje

Kawasaki cuaapom

X N X N X KX

XpoHnuHa napaaMaTOpHa geMyjeanHn3apyjyha
IIoAVHeypoIlaTja



MaTpaBeHCKM MMYHOT 100y AMTHUA

-HexemeHna aejcrsa-

* JaBmajy ce y Mame 0g 5% IanujeHara

* Hajuemnrhe ce jaBaajy oamax nocae ma@ysuje, y BUAY
LIpBeHNAa 00pa3sa, I1aBo00be, je3e, BpTOTAaBUIIE,
I10ja4aHor 3HOjemba, I'pyeBa, 004a 1 OCET/bUBOCTY Ha
MecTy y0oaa, yMopa, 004a y MUmmhnuma 1 y 40meM
Aely Aeba, MydHIHe U I1aja KPBHOT ITPUTHMCKA

* AKO ce HeXXe/beHa A€jCTBa jaBe TOKOM TpeTMaHa,
nHdysuja Tpeda ga Oyae ycriopeHa AU IPeKNHyTa



RGNS

JnTpaBeHCKY MMYHOI 100y AVIHV
-Hexemena aejcrsa-

Anadpnaakca

AcenTYHY MEHVHIUTVC
Kapanosackyaapuam nopemehajn
Ilopemehaj pynkije OyOpera
Ocraza HeXxembeHa gejcTBa:
IlocT-uH(pYy3MoHa XuneprporenHeMuja
I Iceyao-xuronarpemuja

Tpom0Oo3sa

Backyauruc

Exiiemu

I larjenTty ce MOIy AaTy aHTUXMUCTaMUHUIIV U
/LAY IHTPaBEHCKU XUAPOKOPTU3OH



KopTukocreponan



KopTtukocrepounamn

* Koprtuxkocreponanu cy seamnka rpyrna CTeporAHIX XOPMOHa KOjI ce
CUHTEeTUIIY Y TOKY MeTa00AaM3Ma Xx0aecTepoaa, y Kopu
HaaOyOpesxHe Xae3ae

*  YKmydeHU Cy y peryaanujy OpojHIX Ipolieca:
- peak1iiyja Ha cTpec
- IMYHCKI OATOBOP
- 3aI1amberne
- MeTa00AM3aM YIbEHNX XUApaTa U IIPOTeNHa

-0asaHC BOJe 1 eAeKTpOoANTa

* Ilocroje aBe rpy1ie KopTuUKOCTEpOUAA:
1. 'aukokopTHUKONA (KOPTU304)
- IMa aHTUMH(AaMaTOPHO A€jCTBO
- KOHTpOAUIlle MeTabDOAM3aM YI/beHUX X1ApaTa, MacTy U IIpOTeMHa
2. Munepaaokoptukonam (aaaocrepoH)

- KOHTpOAHNIIe HNBO BOAE 11 €A€KTPOANTA



KopTtukocrepomnamn

Koprtukocreponau cy cHa>XH aHTU-
nH$paaMaTOPHN A€KOBY KOjU Metbajy
TPAaHCKPUIILIVIjy MHOIVIX T€Ha



/ABa Hajuenrhe ynorpe0saBaHa
KOPTUKOCTEpONAa Cy KOPTU30H I
IIpeAHN30H KOji CY MHAaKTUBHU AOK Ce 171
UIV0 HEe KOHBEePTY]y y ogroBapajyhe aktmusHe
dbopme: KOPTNU304 U IPEeAHN30A0H



KOPTUKOCTEPOUAN-MEXAHU3AM AEJCTBA

AKTUBAILINJA NAUN PEIIPECUJA TPAHCKPUIIIIUJE PETY ANMCAHOT
I'EHA

Steroid receptors are found
in the cytoplasm complexed
with a heat-shock
protein Hsp90

Steroids cross the cell
membrane and bind to the
steroid receptor
complex, releasing Hsp90

The steroid:receptor
complex can now cross
the nuclear
membrane

In the nucleus the steroid
receptor binds to specific
gene regulatory sequences
and activates transcription

* steroid

steroid
receptor

-

Cytoplasm

%
g

>
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Figure 14-2 Immunobiology, 6/e. (© Garland Science 2005)

Koptukocreponau cy AUIIOCOAYOUAHN MOAEKYAU KOjU Y
heaujy yaase audysujom Kpos3 1aazma memMOpaHy U Besyjy ce

3a  CBOje

peLiertope

y

IOUTOIIAa3MI.

Besusamwem

KpTUKOCTepouaa 3a aumep penentop-HSP90, HSP90 ce oasaja
u ocaobaba JAHK-sesyjyhe mecro na penenrtopy. Komriaekc
KOPTUKOCTEPOUA-PELICIITOP yAa3u y JeApO U Be3yje ce 3a
IIpOMOTEP IIV/bHOT I'eHa Yijy eKCIIpecujy peryAaniie,



I'amkoxopTuKOMAU
-MIMYHOCYIIpeCUBHU ¥ aHTUMH@PAaMaTOPHU epeKTH-

KopTtukocrepomngHa repamnmja

AejcTBO KOpTUKOCTEpOMAa
Ha:

Dusmoaomku epexkar

IL-1, TNF-a, GM-CSEF, IL-3,
IL-4, IL-5, CXCLS8

Nndgaamanmja

|

IHOCPpECAOBaHaA INMTOKIHNIMA

§ NOS 1 NO
1 Pocpoanmnasza A2 IIpocTraraanavian
§ COX-2 l /leykoTpujenn

1 AuniokopruH-1

§ Aaxe3sMOHM MOAEKYy AN

CMmameHa MUTparLyja

AeyKOIyITa U3 KPBHUX CyAOBa

1 Enaonykaease

Nuayxkiuja arIoITro3e
anMmdonura u eos3mHOpMAa




I'amkoxkopTHUKOMAM
-MIMYHOCYIIpeCUBHU ¥ aHTUMH@PA1aMaTOPpHU epeKTH-

Medscape® www.medscape.com

Figure 1. Anti-inflammatory actions of corticosteroids.

Activated
lymphocyte O Macrophage
. Activated
/ w‘e
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""" Corticosterold Inhibitory effect



KopTtukocreponamn
-Hexemena aejcrsa-

/Ba raaBHa 00AMKa HeXKe/beHNX epekaTa KOPTUKOCTEPONAa
HaCTajy ycaes AyroTpajHOr y3uMarba BUCOKUX A403a AU
ycaea Haraor rnpeknga reparnuje

Hajuenrha HexxemeHa aejcTsa:
- OCTeoIopo3a

- [1I0ja4yaH areTuT

- LIeHTpuUIIeTaAHa roja3HocT

- OTeXKaHO 3apacrame paHa

- nosehaH pusuk og nHPpexkja
-rmopemehaj pacra Koz aerie

Apyre dyecTe mocaeauIie: Mmuormaruja, aBackyaapHa
HEKpO3a, XUIIePTeH3Mja, My pIIype, XUTIepANTIIAeMIja, eydopuja nan
Aeripecnja, AujabeTtec, KaTapakra



HecTreponaum
aHTUVH@AaMaTOPHU 1€KOBU



HecTteponanu antuma@aamMaToOpHN 1€KOBU
-MexaHnmnsam gejcrBa-

HecTreponany antuma@aamMaToOpHM A€KOBY Cy Hajuelllhe
KopuIIheHy A4eKOBU KOjU UCIIO/baBajy TPM raaBHa edeKkra:

v arTnmHaaMaTOpHN: yOAakaBajy nHd1aMaTOPHY
peaxkuujy;
v aHaATe TMYIKN: y0aaxkaBajy 004;

v aHTUIIMPETUYIKIL: CHVKaBajy ITOBUIIIEHY Te/AeCHY

TeMlIeparypy.

Hajrmosnatuju A4eKoBu 13 OBe Ipylie Cy aCOmMpuH, noynpodges,
11 HAaIIPOKCEH.



Hecrepongum aHTI/II/IH(l)]laMaTOpHI/I AeKOBU
-MexaHnnsam gejcrBa-

baokaaa rmmkaookcurenase (COX) -
CMaibeHa IIpoAYyKIija
pocTaraaiauHa 1 TpPOMOOKCaHa:

-aHTUMH(pAaMaTOpHN epeKaT: CMarbyjy
Ba3oAMAaTanujy ¥ MHAVPEKTHO
CMalbyjy eaeM, aaul IIpy TOMe He
CMambyje aKkyMyaanujy nHpAaMaTOPHNX
heanja

-aHaATeTUYKY edpeKkaT: CMambyjy
CeH3UTV3alVjy HOLMIIeIITUBHIX
HEePBHIX 3aBpIlIeTaKka

- aHTUHNUPeTUIKY epeKat: CMambyjy
CUHTe3y IIpOoCTardaHAvHa Koju yTu4dy
Ha IleHTap 3a TepMoperyaanujy,y
XUIIOTaAaAMVCYV.

—_—

NSAIDs, mrludlng
COXibs and aspirin

Arachidonicacid —

2 — o v N

LupOxygenascs\—b Leukotrienes
and other
t eicosanoids

/ Peroxides
\ * Pro-inflammatory
cytokines (for example, IL-b)

* Growth factors (for example, PDCF)
PCG
\ NFxB signalling ‘
PCH,
/lhromboxane\ /’/P‘rbstaglandin synrl;agéé\\)
synlhase » \\!{'GES. PGIS, PGDS) 4
¢ == R
Thromboxane A, Prostaglandins
| |
\Pm-thromholir PG, (prostacyclin) PGE,
Cardiotoxicity \ / Apoptosis.
Anti-thrombotic
‘ VEGF ‘—» Angiogenesis Proliferation

f Migration




Hectepougun antnmadgaaMmaToOpH 21€KOBU
-MexaHnmnsam gejcrBa-

* llukaookcurenasa (COX) numa Oap ABe pazandure
nsopopme:

COX-1 je koHcTUTYTMBHA 130POPMa, IPUCYTHA Y MHOTUM
TKIBJIMaA, V1 KOHBEpPTyje apaxMAOHCKY KICeANHY y Kaace
[IpocCTarAaHAVHa KOji y MeTab0AM3MY CTUMYANIITY
¢pusmoaomke QyHKIMje — HeCeAeKTUBHO AejCTBO —
HeXe/beHU e(PeKTN

COX-2 je nnaynuouana uzodpopma, Hacraje y
3aI1a/beIbCKIM CTarbMIMa, a MHAYKY]Y je MeaujaTopu
nHp1aManyje — aHTU-MH@ AaMaTOPHO A4€jCTBO



JIMmyHOMOAYy AaTOpHE CyIICTaHIIE

Mexanuszam u HexebeHa dejcmea



J/IMmyHOMOAyAaTOpHE CYIICTAHILE

CyricraHiie Koje MOAYAUIILY aKTVMBHOCT UMYHCKOI CHCTEeMa
TaKo LITO AEAY]Y:
* VIMYHOCYIIPEeCMBHO (CyIpUMIpajy UMYHCKI OATOBOP) UAU
* MMYHOCTMMYAATOPHO (II0jayaBajy MMYHCKI OATOBOP)

Kog Tpancniaanranmje 11 ayTOMMYHCKMX O0O/berba 1IN/
Tepalyje je ga ce Cy30uje MMYHCKU OATOBOP.

Kog Tymopa 1 mmyHogedunmjennmja nusb repanuyje je 4a
Cce IIOCIIeINV IMYHCKI OATOBOP.



J/IMmyHOMOAyAaTOpHE CYIICTAHILE

= Cyr1icraHlle 13040BaHe 113 HeKVIX BpCTa IbVBa U
OakTepuja IoKasaae Cy ce Kao OA4ANYHU
VIMYHOCYIIPECUBHU A€KOBU, O€3 HEXKe/bEHUX
TOKCUYKIIX AejCTaBa ako ce 4ajy Y MambUM g03aMa

= OBe cyIICTaHIIe Cy 04 ITOCEOHO BeAMKOT 3Havaja y
cIipedyaBaly TPaHCIIAaHTAllMIOHOX peakIiyja Kao IIITO
je oabaniuBame KaleMa

= Hajpure kopumhenu cy nuka0criopya A u
TaKpOAVIMYC KOjU MHXVONpajy npoaudepannjy u
aKTVBHOCT y IpBoM peay T anmdonnra, aau u
APYIUIX A€yKOLITa



VImyHcku epekTy MKAOCIIOpUHA A ”

TaKpoaymyca

VaXnOouTopm KaanmHeypmHa

VimyHcku epeKTy IIMKAOCIIOpMHA A 1 TaKpOoaMyca

Ty heawnje

Edexkar

T Cmameme excrapecuje 1L-2, IL-3, IL-4, GM-CSF, TNF-a
aumouutn |Cmameme  npoaudepanyje Kao  IocaeAnIla  CMambeHe
IIpOAYKIIVje
CMmamena Ca?*—3aByiCcHa er3oniuTo3a rpaHyaa
uExubunyja anontose NHAYKOBaHe aHTUTEHOM
B Muxnbunyja npoaudepanyje Kao IoOcAeAnIla CMambeHe
ANMQOLUTU | TIPOAYKIMje UTOKIMHA 04 cTpaHe T aumdornnra

uaxnbunyja npoandepanyje HaKOH Be3lBarba ITOBPIIMHCKUX
MIMYHOTA00yAMHa

Muayxkiymja  amonro3e  Kao — Hocaeanna  akruBauuje B
AUMQPOITUTA

I'panyaonuru

CMmampeHa Ca**—3aBJICHa er301I1TO3a IpaHyla




MOHOK/AOHCKA AHTUTEAA
ITPOTUB MEMbBPAHCKUX
MOAEKY /1A

HoOeaosa narpaga:

Georges Kohler n
Cesar Milstein
1984. roa



http://www.google.rs/url?sa=i&rct=j&q=georges+kohler+and+cesar+milstein&source=images&cd=&docid=FAerQxjk5WtDyM&tbnid=TN6A8nSYqrQTAM:&ved=0CAUQjRw&url=http://www.laskerfoundation.org/awards/1984basic.htm&ei=C8SlUYyNJqiZ0QXAp4GIAQ&bvm=bv.47008514,d.ZGU&psig=AFQjCNENHiEgJ2BdyEc12VwKgR31R0mq1g&ust=1369904465021253
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MOHOKAOHCKA AHTUTEAA IIPOTHB
MEMDBPAHCKINX MO/EKY /1A

MomnoxAoncka anmumenaa cy cKyn uMynoza00yauna,
npouséedeHux in vitro uAu in vivo, Koju umajy ucma
Pu3uUKO-xemMujcxa c60fjcmea u camo jedny cneyuPuunocm
3a anmuzen (Jedar kKAon B aumpovuma npoussodu anmumera
ucme cneuupuurocmu (MoHocneuupuina))

* MpHoro cy epukacumja (mmajy sehu apunurer) n
crnenvipUIHNja 3a aHTUTeH O/ CTaHAapAHUX aHTHUCepyMa
I1a ce MOTY AaBaTy y MabUM KOAMYVHaMa IITO CMatbyje
OIIaCHOCT 04 CepyMcKe 004eCT! U APYTUX 00AMKa
aZeprujcKmx peakiuja

* byayhn aa cy ciennudundana camo 3a jeaaH, ogabpany,
AVMQOLIUTHY aHTUTEH, MOryha je ceaeKTHUBHA
MHaKTVBallyja I10jeAVHNX Ionyaanyja anM@onmnTa



MOHOK/AOHCKA AHTUTEAA ITPOTUB
MEMBPAHCKIX MO/EKY 1A
-MexXaHU3aM aejCcTBa-

* VHumrasamwe IAbHUX AUMQOITa
MeXaHM3MOM IIMTOTOKCUYHOCTU IIOCpeAOBaHe
aHTUTeAnMa 1Au aktusanyjoMm daronura n NK
heanja

= Cynpumupare QyHKIuje AuM@oIuTa HaKoH
Be3JBarba 3a (PyHKIIMOHaAHE AMMQOIVITHE
MOA€eKy/e, 4/Me je OHeMOIyNeHO Be3uBambe
aKTVBaILVIOHMX MO/A€eKyAa



TEXHOAOI'NJA ITPOU3BOAIDLE
MOHOKAOHCKUX AHTUTEAA

CrBapame xudpngoma — ¢pysuja 111a3mMoLTa Ke/beHe
crienpUIHOCTY ¥ OecCMpPTHUX hearja MyATUIIAOT MUjeAoMa

PiTs:
" 'I"_. A =
1. Mousze iz immunized & : F v : -
with antigen i, and 47 i 3 Fouse spleen is rermoved. -
rouse splecn produces FPlasma cells from spleen | TE e @,
plasmma cells that S L1 are isolated and rnixed t,qf" S " -
secrete antibodies i Ve with rmuyeloma cells. S Ag i g
against the antigen. ety Cell fusion is induced to 1 : _EF'. o
e T produce hybridormas. lk.' v i by #_—-\\
£ o o
o g //._ . T p—
‘}H £ Cells are transferred to HAT medium. Eﬁ
& / | \ :

r Y
-ﬁ‘2~ 1
i Unfused
-'if‘ r rnyelarna
s ﬁ}

¢
o :?—".a cell dies.
"ﬁm" _

2 _Myeloma cells unable to produce

antibodies or HGPRET are selected. Unfused

plazrna
cell dies.

9. Hybridemas that produce ‘}J\ 4
antibodies specific to P S
antigen # are selected L F_";f\‘-—{l_\ 4 ,:_qé_‘
and grown in bulk. L. -"; {:[: oy
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Muiija MOHOKAOHCKA aHTUTEeAA
- IIpo0AeMMU U OrpaHnYebha -

* Ha noueTky KamHIM4Ke yrnorpede MOHOKAOHCKA
aHTUTe/a Cy ce IIPOMN3BoAVAa MMYHM3AIJOM MUIIIEeBa
VAU ITallOBa OApeDeHrM aHTUTIeHOM, Tako Aa Cy ce
HAKOH IIPJYIMeHe KCeHOTeHVIX IMYHOIA00yAVHa
CTBapaJda aHTUTe/a KOja Cy IIpeKlgala ibIX0BO
AeAoBarbe U 3asuBajla alepIrjcKe peakiiuje.

* Ocum TOra, aHTHUTeAa MOTY IIOHEeKa/ 13a3BaTy BeoMa
03011/bHe ITpoIrTpaTHe edeKTe, Kao IITO je [IMTOKITHCKA
04yja — Harao ocao0abame Beayke KOAMYMHE
[IMTOKVHa HaKOH akTuBalyje Mmakpogara u NK heauja
kKceHoreHuM Fc pparmeHTOM.



IIpeBa3smaaxeme npo0aemMa: XxyMaHM3aIyja
MMUIIJUIX MOHOKAOHCKVIX aHTHUTeAa

XMepm4HO aHTUTEAO ce
A00Mja reHeTCKOM Py31joM
Bap1jaOMAHIX perroHa
MUIINjUX aHTUTeAa ca
KOHCTAaHTHIM PEermoHmnma Humanized

XyMaHOT aHTUTeAa

XyMaHM30BaHO aHTUTEAO Ce & &
A00OHja criajambeM
XurepBapujabuAHIX AeA0Ba

MUIIMjEeT aHTUTeAa ca OCTaAVUM Chimeric Human
pernoHrMa XyMaHoOr aHTuTeAa.
Apyrum peunMa y BapujabuaHe
pernoHe XxymaHoOI aHTHuTeAa ce
MHCEPTY]Y MULINJU Nature Reviews | Cancer
XyreBapujadMAHU PETVIOHN.

I ] Mouse sequences | | Human sequences

, Complementarity
O Glycosylation " determining regions
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TEPAIINJCKE MOI'YhHOCT MOHOKAOHCKINX AHTUTEAA
IIPYIMEP 1.

ExcriepmMeHTaaHy ay TOMMYHCKM eHIledaanTic

Macrophage processes myelin
basic protein (MBP) from
oligodendrocytes

TH1 cells with receptors for

MBP peptides are activated

and secrete products that
activate macrophages

Activated macrophages
damage oligodendrocytes

Antibodies against MHC
class Il molecules block
T-cell activation

oligodendrocyte

Z—\\ 0]
O°
0]
Q A (@) O
/’7;,. -L\"T O O
neuron with
myelin macrophage
sheath (microglial cell)

@)
TNF-ax

Toxic
mediators
eg,NO

Figure 14-9 Immunobiology, 6/e. (© Garland Science 2005)

Antureaa nporus MHC wMozekyaa II  kaace

VHXMOUpaTH MHAYKUU]Y eKCIIepVMEeHTaAHOT ayTOMMYHCKOT
eHIle(paanTIICA HA Taj HAYMH IOTO ce Bedyjy 3a MHC Moaexya
Ha aHTUreH-npeseHryjyhum heaujama
heaunja) n cipeuasajy aktusanujy T anmdornura

(Makporamjaana

MOTIY



TEPAIINJCKE MOI'YRHOCT MOHOK/1OHCKHMX

AHTUTEAA

Myartumnaa ckaeposa [IPUMEP 2.

Cumulative mean number of new
lesions on MRI in each group
during treatment

o

Sl aall

R
4: B1 Integnn \ S

oIoIo]°

endothelium

Number 12

of new 10

lesions ]| placebo
8
6 -
4 ]

natalizumab

2 4 (anti-a4 integrin)
0

0 1 2 3 4 5 6
Months
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AHTnTesa npoTuB o4 VHTerpuHa oHeMoryhasajy aaxesujy
epexkropcknx heamja 3a eHgoTeAMjyM U Ha Taj HaduH
oHeMoryhasajy meHe e(deKTe Ha HeEpBHe eJeMeHTe I

MHAYKIM)Yy MHpAaManyje




TEPAIINJCKE MOI'YhHOCT MOHOKAOHCKHMX

AHTUTEAA
ITPUUMEP 3.
Graft animal Inject anti-CD4 antibody | |. nj egr::ﬁa_gi&a:’::;g ody Tep aHI/Ij a
oaOaImBama KaaeMa
> || O || E
s = s = Antn-CD4 antureaa
Primary rejection of graft No graft rejection

AaTa 3ajeAHo ca

Graft Wait until anti- Graft
survival CD4 antibody survival
disappears
from circulation
Time J L Time CHpeqMTM MMYHCKM
W

rpadpTOM MOTy

9 = 9 =

Graft ar}n{al again Graft animal Graft an}n{al again O,ZI, ro B O p M I/I H‘ZI,YKO B a. T M
(@2 || @ || g@Ep | AYTOTPAJHY MMYHCKY
Acceler:}e/: (second "'\/L' ‘-'\;’ T OA e p a H u M] y

graft) rejection Primary rejection of graft No graft rejection

ITIOCPEAOBAHY aHTNICH

sugll;\al;tl suﬁlﬁlgl su?v??/gl
W (e

Time Time Time perAaTOpHMM

Figure 14-6 Immunobiology, 6/e.(© Garland Science 2005) hejl Mj a M a



Y KANMHNYKOJ ITPAKCH CE HAJUEIThHE
KOPUCTE AHTUTEAA TIPOTIB:

-AM(QPOLUTHUX MapKepa CBUX AU ITOje AVIHUX
nonyadanyuja T ammdonura

- AUMQOILIUTHOT pellelTopa 3a aHTUTIeH

- KOCTMIMYAAaTOPHIX N aAXE3VMBHIIX MOAEKY/dad

- MHC Mmozekyaa

- IMTOKMHA ¥ IUTOKMHCKIX peLiernropa



Antu-CD52 (Mmapkep koju ucka3dyjy T u B
AMPOLIUTU U MaKpo(darm) aHTUTEAO = AeYerbe
TeIIKVIX ayTOMMYHCKUX 00AeCTy (MyATHUIIAA
CK/AepO03a, BaCKyAUTUCY, pe€yMaTOUAHY apTPUTIC)

Antn-CD3 (mapkep speaux T aum¢pornura) n antu-
CD25 (mapkep aktusnpanux T anmdonnra)
aHTHUTe/Aa = VMYHOCYIIpecHja (Teparuja
oZ0allBama KaaeMma)

JIHTeH3MBHO ce ncTpaXkyje MOTyNHOCT yrioTpeode
aHTUTeAa IIPOTUB Pa3ANINTUX aAXE3VIBHUX U
KOCTUMYAATOPHNUX MoAeKyaa: antn-CD40L, antu-
LFA-1, CTLA-4 moaexya Be3aH 3a Fc pparment IgG
antureaa, autn-ICAM-1, autnn-CD45 urta.



MIMyHOTOKCVMHM

AHTHUTeAa 3a KOja Cy XeMUjCKI Be3aH! TOKCUHI,
Hajuelrhe OM/bHOT AU MUKPOOHOT (Pseudomonas
aeruginosa - Ersotoxkcnn A) ropexaa.

CAY)KQ 3d ITIOCTN3abe CEACKTMBHE HMTOTOKCMYHOCTU

AHTHuTeaa 00e30ehyjy ces1eKTNBHOCT, a TOKCUHNI
TOKCUYHOCT

ITpaBmeme AHK pekoMOMHaHTHUM TexXHVKa

YraaBHOM ce KOPMCTe y Ae4Yerby TYMOpa



KoMrioHeHTe MMYHOTOKCVHA

* Y npaBbeny UMYHOTOKCHHA KopucTu ce Fab
(bparMeHT aHTUTe/Aa KOj! Be3yje 3a peLerTop
Ha 1111/bHU heanju.

* Ca TOKCIHa ce yKAama IIPUPOAHN Be3yjyhn
AomeH. HakoH Be3uBama aHTuTeAa 3a IIM/bHU

peLienTop TOKCUH Ipoaupe v heaujy n

ycMmphyije je.



I/IMyHOTOKCMHM — MeXaHmn3aM

AejcTBa

Tumor-specific

Tumor-specific antibody

Tumor-specific antibody

antibody conjugated to toxin conjugated to radioisotope
< = — = — =
N hvd g
Antibodies bind to the Antibody-toxin conjugates Radioactive antibody
tumor cell bind to the tumor cell binds to the tumor cell

o

R
Al

<z < <
"g([)ﬁg"s with tI':c ';e‘c’left?(fﬁ Conjugates are internalized, | | Radiation kills the tumor cell
( ) are activated to ki killing the cell and neighboring tumor cells

the tumor cells




AHTUTYMOpPCKa MOHOKAOHCKA aHTHUTeAa
0400peHa 3a KAMHUYKY yIioTrpeoy:

aHTUTeAa IpOTUB OHKoreHa Her-2/Neu 3a
Aedere KapliTHOMa AOjKe

anTy-CD20 1 antn-CD10 3a aeueme B-
AuMdonuTHor AuMpoma

antn-CEA (kaHIIepoeMOp1OHaAH aHTUTEH) 3a
Aederbe KapIuHoOMa Ae0e0r Iipesa 1 1ayha

anT-CA125 3a 2eueme KapLMHOMA jajHUKA U

APp-



TEPAIINJCKA ITPUMEHA LINTOKMHA,
AHTUTEAA HA IIUTOKNUHE U
COAYBUAHUNX PELIEITTOPA

IFN-a: Bupycau xennaturuc (xeraturuc-B u —C),
condylomata acuminata, manmaomarosa rpk/aaHa,
XepIIeTUYHY KePaTOKOHjYKTUBIC, MYATUIIAV MIjeA0M, He-
XOLIKV/HOB AUM(}POM, MaAUTHI MeAaHOM, KapLIMHOM
OyOpera, Oeriyke 1 jajHMKA.

IFN-p: MyaTuiiza ckaeposa U rA1OM.

IFN-y: AIDS (Kamnommujes capkoM 1 OIIOPTYHUCTUYKE
nHdeK1je) 1 nayonarcka nayhxa gpuoposa.

HesxemeHa aejcTBa Cy: CMHAPOM CANYaH I'PUILLY,
aHOpeKcHja, IpO3HNIIIa, apTpaArmuja, Mujaarmja u
nopeMmehaj y pyHKIIMOHMCAY jeTpe.



AuTN-TNF arencn (aatn-TNF-a
aHtureaa u coayomanuu TNF-a
perenTop)
* Infliximab je xymaH130BaHO MUIIlje MOHOKAOHCKO

aHTUTEAO Koje ce Beadyje 3a INF-a 1 Ha Ta) HaunH
0A0KMpa HeroBo Be3MBame 3a pelenTop

Nnankanuje 3a npuMeHy:
* Peymaromanm aprpurnc
* YAnEepo3HU KOAUTUC

* KpoHnosa 0ozect

C o03upom aa TNF-a urpa saxny yaory y nuadpaamanuju ny
3allITUTY, MHXMOWMIIVja OBOT IIMTOKMHA MOXe Aa IoBehasa
pPU3NK 3a MHQeEeKIIVje ¥ MaalTHa 000bema.



Autn-TNF- MOHOKAOHCKO aHTUTEA0 Y
Tepanyju peyMaTouaHOr apTpUTICa

Subjective pain score

Swollen-joint count

w
o

o
6 placebo L
= < placebo
~ 5+ -
°| g 20
] 8
§ *] 5 10
a : 2 107
= 2 antibody z antibody
a 14 =
0 . . : . & 0 l
0 1 2 3 4 0 1 2 3 4
Week Week

C-reactive protein (CRP)

T;, 50 placebo
£ 404
& 30
© 20 antibody
10
0 T 1
0 1 2 3 4
Week
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* 24 manujeHra je

npaheno 4 Heaene
HaKOH /eJderha
MOHOKAOHCKIM
aQHTUTE/0M ITPOTUB
TNF-a (10mg/kg)
AU T1Aa11e00M.
Antu- TNF-a
Tepariyja je AoBeaa
A0 peayKiyje
CIMTOMa U 3HaKOBa
Ooaectu (00aa u
OTOKa), Kao "
CHICTEeMCKe
nHpaamanuje (C-
peaKkTVBHI [IPOTeH
akyTHe dasze).



BAKIIVHE

IIpBa BakimHa, 1796.
TOAVIHA: IIPOTIUB
BeAMKIVIX OOTUHbA

Edward Jenner
(1749 - 1823)

Louis Pasteur, 1885.
rOAVIHA
BaKIITHA ITPOTUB
OecHMAA
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NMMYHU3ALINJA

AKTVBHA ITACUBHA



AKTUBHA UMYHWU3AILINJA YCMEPEHA HA
CIIEQUDONYHU MUKPOOPIAHU3AM HA3MBA CE

DyHKIMja BaKIIMHE je ga MHAYKYje MeMOPWjCKI MMYHCKH
0AroBOp Oe3 m3a3mBama 000b€ema, TaKo Aa
MMKPOOpraHn3aM HaKOH NPBOT KOHTAKTa €2 IaIyjeHTOM
MHAYKYje epuKacHUjH, CEKYHAAPHU MMYHCKV OATOBOP.

\5 Primarni Sekundarni
humoralm odgovor humoralni odgovor
Prva Ponovljena
infekcija infekcija {r g\IgG
Q
| Plazma celije ‘Y-I(
| - X 19G o /1\3' gy
'%' IgM
Plazma celije O
= | u perifernim
= | limfnim tlelma /[L\:(( \
s | i /\iﬁ > .¢
Nizak nivo e Wl )
= | Aktlwrane ® —\
R produkcije e Vo
% ‘ B~ cehje antltela Q
X ‘# Plazma celue {;ﬁ

u kostnoj
O \ ;._\_/ Srzi Memoruska

‘!’3@ Plazma celije Memoriiska B-celija
= Q* u kostnoj srzi B- celuau
= " Naivna B- -Celija :: i B e B O e N ]
0 5 10 ’ >30 0 5 10 >30
Dani posle izlaganja antigenu Dani posle izlaganja antigenu
® E’nmarnl odgovor I Sekundarni odgovor
Period kasnjenla Obiéno 5-10 dana Ob|cno 1-3 dana
posle |mun|zacue ‘
Maksimalan Maniji ‘ Vedi 1
|odgovor | ‘
|zotip antitela Obi¢no IgM>IgG | Relativan porast IgG, a u odredenim
situacijama i IgAi IgE (promena
klase teskih lanaca)
Afinitet antitela | Nizi proseéni afinitet, Visi prosecni afinitet

| veca varijabilnost (sazrevanje afiniteta)



VIMyHCKM 0ATOBOP KOJU MHAYKY]Y
BaKIVIHE

3a eKcTpalleayAapHe DakTepuje (OIICOHM3aIja,
aronyToO3a, KOMII1I€MEeHT), OaKTepujCcKe er30TOKCIHE
HeyTpaAusalyja) U Bupyce

3a eKcTpalleaylapHe ODakTepuje (MEXMOUIIMja
asXepeHIiyje) 1 Bupyce

3a
MHTpalleAylapHe OakTepuje 1 BUpyce



Naeaana BakiiuHa je:

- BICOKO VIMyHOT€eHa U
00e30eDhyje KOMIIZE€THY U AYTOTPajHy
(AO>KVBOTHY) 3aILITUTY

- De3 He>Ke/beHIIX peakiiyja



BUPYCHU BAKTEPU]JE I'/bUBE ITAPA3UNTU
Bakinne y ommroj Poliomyelitis Difteria
ynorpeomn Tetanus
Pertussis
Morbili BCG (y HexuMm
Mumps 3eMbama)
Rubella
Hepatitis B
Baknmne koje ce Influenza BCG
Aajy ocobaMa Koje
cy y nosehanom
PU3UKY OA
o0ombeBamba
Kyrta rposumniia Tudgyc
Hepatitis A Pneumococcus
Rabies Meningococcus
Varicella-zoster virus Haemophilus
Antrax
BaxkiiHe xoje jomn Adenovirus Staphylococcus Candida Maaapwuja
HIICY AOCTYIIHE 3a
ynoTpeoy
Rhinovirus Streptococcus Pneumocystis Leishmania
Herpes virusi Gonococcus Schistosomiasis
Respiratory syncicial Syphilis Filaria
virus (RSV)
HIV /emnpa




be30eaHOCT BakiimHe
-moryhu HexebeHU epeKkTH-

Jeanu MeAMIIIMHCKY TPeTMaH KOjU Cce CIIPOBOAM Ha 34paBVIM /bYAVIMa

Orpanunuersa 1 ipo0aemMn o4 cTpaHe BaKIjiTHa

VnakTuBHUCaHe BaKIMHe — MMKPOOPIraHM3MM HICY ageKBaTHO yOujeHu

ATeHycaHV MUKpPOOPraHM3MM MOIY ga ce TpaHcPOpMHUILY y AUBDLU TUI U
Imospare BUpyaeHujy (amp. polioviruses tTumosu 2,3)

VIHkay3uja TOKCMIHOT MaTepyjaaa (HIIp. TMdyC, BeAMKM Kaliazb)

KonrammHuanmja aHMMaaHNM BUPYCIMa

KonTrammHamnmja nporenHnma jaja (XurepceH3UTUBHOCT, adepruja)

Kpoc peakimja ca corcreeHnM (ayTOMMYHCKe 00AeCTN)

Orpanndema ¥ npo0aeMm 04 CTpaHe IaliyijeHTa

Vimynoaepunjenimja (OkuBM MMUKPOOpPraHM3MM MOIY WM3a3BaTu O30M/bHa

000bema)
/lokaana nH@aaMmaTOpHa peakKliyja, 9eCTO Ha ajjyBaHC

IIpeoceTHUBOCT Ha BaKIIMHY (HIIp. TeTaHYC)

Vuarepdepeniiyja n3mehy BakimHa Koje ce gajy McToppeMeHO (He yBeK)




Bpcre BakiiiHa

ATeHyuicaHe (CkKVBe) BaKIIVIHe

Beanke Oorume, MoOpOMAN, MYMIIC,
pyOeaa, noamomujeantnc (Sabin-osa
BaKIll{Ha), >KyTa I'PO3HUIIIA, Bapuyeaa,
BCG, koaepa

VIlnakTmBucane (MpTBe) BaKIHE

KOje cagpxe 1jeae y3pOUYHIKe

becnnao, nH(pAyeHI11a,
noanoMmujeantuc (Salk-osa BakmuHa),

xernaTuTuC A, neprysuc, Tudyc, Koaepa

NnakTusucane cyOjeaAViIHIIHE

BaKI[IHEe KOje cajp>kKe aHTUIEeHCKe

Meningococcus, Pneumococcus,

Haemophilus influenzae, xernatutuc B,

¢dparmenTe *Gonococcus, *E. coli

Toxkcomau Kkao BakIimHe Teranyc, audprepuja

PexoMOmMHOBaHe BaKIIMHE Xenmatutuc B, *mazapmja, *HIV,
“nH$ayeHI1a

*BaknuHe y ekcriepyiMeHTaAHOj a3y UCIUTUBAba




ATeHyyicaHe BaKIHe

IIPpeAHOCTIU HeAO0CTallu
* a00pa 1 AyrorpajHa * Ipo0aeM aTeHyarluje
3aIlITUTa 11 0e30eAHOCTI —
* AOBO/bHA je jeaHa A03a MYyHOAepUIIVjeHII
1 MaAUl UTHOKYAyM je u TpyaHoha !
* aJjyBaHC HIfje * CTAOMAHOCT

rorpeOaH



ATeHyaryja MUKpoOOpraHmusMa Irpeacras/ba IIporec
MHAYKIVje CIIOHTaHMX MyTaljija TeHOMa IlaToreHa HaKOH
M3Aararba HeIIOBO/bHIIM yCAOBYIMA CpeAVHe

The pathogenic virus is isolated
from a patient and grown
in human cultured cells

The virus acquires many The virus no longer grows well
mutations that allow it in human cells (it is attenuated)
to grow well in monkey cells | | and can be used as a vaccine

y B b >
R @~ : - T
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Aa 0u ce 40010 aTeHyVCaHU BUPYC, HajIIpe ce y3raja y KyATypu
xyMaHnx heauja. HakoH Tora, uctu coj ce agantupa Ha pacT y
KyATypu heamnja gpyre BpcTe cBe 40K My He 0CAaOM CIIOCOOHOCT
pacra y xyMaHuM heaujama. Aganranuja je pesyAaTaTr IIOMHT
MyTallifja BUPYCHOI reHOMa. ATeHylCaHU BUPYC pacTe CIIOpO y

KyATypU XyMaHIX heanja — UHAYKYje IMYHCKI OATOBOP, aAll He I
00AecCT.

The cultured virus is used
to infect monkey cells

= =
= =

~

/ /




NuakTuBucane (MpTBe) Bakijmae

, KOje cagp>Ke MHaKTUBYICAHe 11eae
MMKPOOPraHmu3me I
KOje ce cacToje 0/,
aHTUTEHCKMX pparMeHaTa MUKpOOpraHusaMma.

[IPeAHOCTU HeA0CTalln
[IPpaBU Ce OA IIOTIIYHO ¢ TUII U Tpajambe
BUPY/AEHTHOT 3AITUTE
e * norpedaH Behu Opoj
CTaOMAHOCT A03a

0e30eaHOCT * IIO0TpeOaH aajyBaHC



[ loBehasajy mMyHOTEHOCT aHTUTIeHA U1
KOPJICTe Cce Kao aAUTVIBY Y MHAKTVBVICAHVIM
BaKIIMHaMa

*AajyBaHcu nnosehasajy epukacHOCT
(aHTUI'€HOCT) BaKIIVHe CTYMYAaLljOM U
aktuBanyjom Toll-like penrenitopa

*CamMu 110 ceOu, HeKy OUTOKMHU Kao IIITO CY
IL-1, IL-2 n IEN-y, MOory mmaTu asAjyBaHCHY
AKTUBHOCT



ToOKcOMay Kao BaKIIMMHe

C 0031poOM ga TOKCOMAN MMajy Mame aHTUTE€HCKIX
AeTepMIHaHTY, e(pKacHa MyHM3allMja 3axTeBa
[I0HaB/baHe A03€e BaKlMHallje V AeTUCTBY, Kao U’
peBakLHalyje Ha csakux 10 rogrHa TOKOM KMBOTA



KoMOmHOBaHe BaKIIMMHEe

MMR - Morbilli, Mumps, Rubella

DiTePer — Diphteria, Tetanus,
Pertussis



BaknimHe a00ujeHe reHCKOM pPeKOMOVHAIIVjOM
ATenyariyja MUKpOOpraHmsmMa

Isolate pathogenic virus

<

Isolate virulence gene

Receptor-binding
protein

\ Virulence
v 3

Core proteins

A= B = L

\/_ \_/
Mutate virulence Delete virulence
gene

Resulting virus is viable, immunogenic but
avirulent. It can be used as a vaccine

Figure 14-25 Immunobiology, 6/e. (© Garland Science

YKOAUKO ce
NAEHTU(]NIKYje BUPYCHUI
reH OArOBOpaH 3a
BUPYACHIIN]Y, aAl HE U
3a pacT ¥ IMYHOICHOCT,
pexoMOuHaHTHUM JAHK
TeXHMKaMa MOXe OUTH
MYTUPaH AU YKAOHEH.
OBakas BIUpPYC je
aBUPyA€HTaH 1 MOXXe ce
KOPUCTUTH Kao
BaKIIVHA.



Bakijmae 400mjeHe reHCKOM peKOMOVHAINjOM
INnoxkyaanuja AHK cexBeHiie koja Kogupa aHTUIeH

Clone gene for influenza Inject cloned gene into Infect mice i
hemagglutinin in a plasmid muscle tissue with influenza virus Measure virus titer

(control)

Virus
@ hemagglutinin N ﬁ titer | uninjected mice

»

= =
N
= =
v

;

mice
injected
with DNA

b
-

Figure 14-28 Immunobiology, 6/e. (© Garland Science 2005)

Time

AHK koja koaupa aHTUIEeH (HIIp. XeMarAyTMHHIH Bupyca
nH}pAyeHIle) I1aTOreHa ce MHCepTyje y I11a3MIJ, KOju ce Kao
BeKTOp MHOKyAMpa y TeAO IlallMjeHTa. heanje opraHmsma
[Ipeys3ruMajy IAasMming U TpaHcKpuOyjy ra. IIpoaykr rena koju
KOAVIpa aHTUTeH UHAYKYyje Neanjcku MMYHCKI OATOBOD.



IIpumep
Bakijimaa nporus rpuria

IIInpom cBeTa y ynnorpeOm Cy TpM THUIla BaKIIHE IIPOTUB
rpuIa:

* Baknmnna xoja caap>xu 1jeae BUpUOHe

* Cramur BakilIlMHa KOja Ca4p>KM YHYTPAIlbe U CII0/balllbhe
KOMIIOHEHTEe BUpyca

* CyOjeamHNYHAa BaKIMHa KOja Cagp>KU CIIO/bAlIlbe
TAVIKOIIpOTeNHe BUpyca MH(pAyeHIle (XeMarAyTUHIH U
HeypaMIHIAa3a)
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