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-B 2= 3t Efjote| ZF & Z==(Bone marrow)
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(1) Mof7fHSH (humoral immunity, Antibody-mediated defenses)

< gHoi7iHSG 2| 2 >

Ingestion of antigen (pathogen) by macrophage
Antigens presented

Activation of B cell and helper T cell

Formation of a clone

© ® ®© O 6

Secrete antibodies : plasma cells

Remember the antigen for future encounters : Memory B cell

UBH B, B O] SI(0f YA MELALY T B Ig



@ Ig M: £7| BB FEH g
@ lgD:lg Mo PST HXTYS0| BAUY HOR 22

Ig E: &e{X| H#Snt A

(2) MIZo0f7§HH (cellular immunity, Cell-mediated defenses)

< MZOj7fHSe| a8 >

@ Ingestion of antigen (pathogen) by macrophage

Antigens pushed to membrane surface of the macrophage (antigen presented)

® T-cell activation
@ Production of a clone
® Killer T-cell : Kills antigens

Helper T-cell : Stimulates T and B cells
Suppressor T-cell : Inhibits T and B cells

Memory T cell : Remembers the antigen for future encounters

(3) gHYd LY
@ X955 HA(natural active immunity)
CdEE M ZRE NANHoz NIt HYEEO HAHSS oY

© X

any

¢l =~5 M SA(natural passive immunity)

(ZMZ2H 2of 24, 23R 43 12-18 /1o HolsFo| HY)
& AZ3+=HY (passive artificial immunity)
LB ZRRR0/L BEL F00 o) 22+ AS

o —_

o) Bd 7ZtgHYE =2 E 2l(Hepatitis B Immune Globulin, HBIG)
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Human body in health and illness 2ed, B. Herlihy, N.K. Maebius, ELSEVIER, 2002.



