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Chapter 19; ZY™HA (Tumor Immunology)
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Chapter 19; ZY™HA (Tumor Immunology)
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Chapter 19; ZY™HA (Tumor Immunology)
oy = >
10. A4 4l(cancer vaccine)- X|2 &, SR 2| SFO0| I 35/
o} i1 L OlE ol OFs E =2 SIS (o] X=]
AMET A LS HE0|AS BRI SOISH0] HAN S BB AS F|H
QA JHEto| FakH
A BF WAl =N =
Cl7p4Al F#| 2HM|Z (Whole tumor cell) Autologous or allogeneic tumor cells that can be genetically engineered to
(polyvalent vaccine) secrete cytokines
No need to know the molecular identity of TAA
ok M| O] B2
= Mzo| Za0|Lt M| Z ZHZ2Z (Lysate tumor cell) Mechanical, enzymatic, or viral tumor lysates
SAZAX |2 0|2 A
c==2o’l= © No need to know the molecular identity of TAA
&2l eH(shed antigen) TAA or TAA-derived peptides released in vitro by allogeneic tumor cell lines
No need to know the molecular identity of TAA
HZ=AHCHHE (Heat shock protein) Prepared from autologous tumor cells
No need to know the molecular identity of TAA
Sl otk SHA(TAA) proteins(eg., CEA, p53), idiotypes(lymphoma, multiple myeloma), glycopro-
(antigen-defined vaccine) teins(eg., MUC-1), glycolipids(eg., gangliosides)

In vitroO|| M Z=X| AHM| Z 2}
sl 2 H Yslo] M| =

[ =]
9l

So|xol orgrelg

0| &

TR AM| AL
(dendritic cell-based
vaccine)

o X K=)
%I'?;E

HA

TAA: tumor associated antigens, DC: dendritie cell,

HE|= (Peptides)

T4zt DNA(Recombinant DNA)
THZ=EHe}o 212 (Recombinant virus)
Anti-idiotypic antibody

OFM|E-F=KIAM|ZE EHE (Tumor-DC hybrid)

Al

HLA class | or class Il restricted

Genetically engineered to express TAA+cytokines
Genetically engineered to express TAA+cytokines
Mimicking the natural TAA

No need to know the molecular identity of TAA

HLA class | or class Il restricted

Autologous or allogeneic tumor cells
No need to know the molecular identity of TAA

No need to know the molecular identity of TAA

Engineered to secrete cytokines or express TAA
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Chapter 20; HHZ & (Immunodeficiency)
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H & (Primary immunodeficiency)
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il (Acquired immunodeficiency)
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1. 1X} HA AL (Primary immunodeficiency)
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(serve combined immunodeficiency disease) FHA 22t X HAMEO| EHY
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adenosine deaminase
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Chapter 20; HHZ & (Immunodeficiency)
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Chapter 20; HHZ L (Immunodeficiency)
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Chapter 20; HH
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Zl (Immunodeficiency)
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2. 2K} HA A" (Acquired immunodeficiency)
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e.g, AIDS - CD4+ THZO| HXTH ZA siase oz 8\ @

TE4 Z8)

[ 9pAl Hfo[2{A
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HIO|24A Matrix
0] Chia
(p17, p24) Chax]
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(protease)
HIV(human immunodeficiency virus) RIS
- MHE LY HA TE SAZEOR M} .
- AZT(zidovudine), inhibit reverse transcriptase, 15t anti-HIV drug (integrase)
-CD4 (HIV £ trEiEenve} £lzhd =8), CCRS5 2| 4181 21 BH(@HOI TAROI @1 A, 2011)

Mechanisms for the loss of CD4 T cells

- Direct virus killing of infected cells

- Increase susceptibility to the induction of apoptosis in infected cells
- Killing of infected CD4 T cells by CTL that recognize viral peptides



Chapter 20; HHZ L (Immunodeficiency)
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AIDSO| olAF aistx Z 1} Chapter 20; HHZAE (Immunodeficiency)
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acute phase (flu-like disease)>asymptomatic phase > symptomatic phase (AIDS)

Viremia CD4<500 (CD4<200)
CDA4 T cells decrease obportunistic
CD8 T cells activation Clinical latency PP
Ab production Persistence replication of virus
6 months ~20 years
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Chapter 20; HHZ L (Immunodeficiency)

y HAART,; highly active antiretroviral therapy
@ HAART regimens: 2 NRTIs + 1 PI

-nucleoside analogs
(reverse transcriptase inhibitor; M AlZ A {5l X|)

@ SENA

CD4 2% l
1

“* .viral protease inhibitors (CHYE 2sjZ A X i)
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