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12 Emiema (CMV) dhiacmisdl 2 Fa%enip i & ’:Mi ° (20 %)
[5%1]
IMMVﬁCMVLﬂ@wﬁﬁw A AL B
SRR R L Ifava- BK virus (BKV) - %>*> DNA 5 Pai B 5 i Ifﬁ* #*(Polyomaviridae) -
BKV B % 45 7 i chit § A PrE P B o BM/?@dL&zm4&@Nmﬁ%& =~
£ 40K 80% Y SR A BKV e § b F gL A TR FoE BT a3l BKV
;mw%ﬂ%kmA%f%ou%%arméﬁﬁﬁ g %3 J@T&ﬁ@mehuﬁ
BRIk FER e 2 LR R TR R S e e
BKV 3 35d »fif S @R/ » ¥ igd Rk B > bR & TRBAR L FIR T LA
Fl#Ep g = BKV 20 £ fjcis it 4 9 - A5 #7350 Polyomavirus #4p B % %";{ia(Polyomawrus-
associated nephropathy, PVAN) » %3 10%-50% 2. ¥ %# {25 * ¢ % 2 PVAN > H ¢ 40%-
60% ¢ i3 =~ M {E 4L pz o
&~ e i asF 0 en Barly protein 5 Large T antigen(LTAg){- Small T antigen(STAg) > = +
TP R mE e U Y U flEA A -
1. STAg
wre ¢ 1 MAP Kinase §gipi it {5 € 7514 AP-1> AP-1 £ ig3& Cyclin D1 #4 > it kw
*z ;& ~ cell cycle - @ Protein phosphatase 2A (PP2A) + #- MAP kinase 2 Fipi i 1133 37w
¢ o STAQ ¢ &2 PP2A % & » & i¥ MAPKinase 4575 1t ]k iy
2. LTAg
(1) E2F ¢ 7& i+ cell cycle #p B 2 7]
(2) Rb ¢ re ik E2F % it cell cycle 3. P53 # /& it P21 » P21 # fe it Rb ALpkpk it (& oot

A

E2F &)
(3) LTAg ¥ v P53 ~ Rb % & » ¢ E2F 2 /&1t cell cycle
© CMV
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E 3] % 5 4 (Cytomegalovirus, CMV) >+ Herpetoviridae family 2. — » & @87 DNA 5 ig
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A f o~ A e (BERIP) o 51088 # Fishmanetal 3% 21 CMV s 4 &t p BRI
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ﬁ@;ﬁ%ﬁ%%%@%&ﬁﬁﬁg’w$m;if%*mﬁ1’ﬁﬁﬁ Fep A p
BABTAPEREY PR ERT FROBEYT AP R TAE S EFS
cytokine =% L2 5 major histocompatibility complex 2% 22 — ¥ i* § & = RS Ap b > §1 oo op

L s~z antithrombin 1 58 & B4 4p B o

oA E AR (HIV) R A S ARFnM B8 0 v Emb ¥ L PR 4pp R o
HOQ)E’F’&?g#ﬁIﬂV$4~fMﬁ?ﬂ%#5?UF“%ﬁ (10 %)
[#%]
OFBAHIV 53 L8 sg- ﬁ?A(D4Tm#¢memﬂ_ﬁ’%&W brde 4 47
ot AR R EI A hFis o THORAFEEBI2 AN FRIEARFLY 0 BFIRD
Pﬁﬁﬁlx\ﬁ-‘f}%% RmEFERE o REARL T %/“?ﬁfi TIWER A - A EHF R V'*‘“-*ﬁ)ﬁi
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A EERE (1103 )
WA LR R SR
OEF 2 (Th
1 r ) 3o pard] € ;‘;f%f)?sflﬁa% BB TR & DR fRaE R o W H L T U KPRl SR o
4 Saquinavir, Indinavir, Ritonavir, Kaletra, Nelfinavir % Z 4 -
2.¥r#| & #&4ps (reverse transcriptase inhibitors » RTIS) #r#| & & ékfs cnimds o & i okps 2
& ﬁ}?a),%% oA W enfs o 2 L BT LR € ﬁ}?a),%% #= RNA fv+ DNA- v 5 =
FEA55
(D247 3 pe & gk d-pis 3| &) 4 Nevirapine, Efavirenz % % 4-
@QF: H e F fps e 4o 5 £ L (AZT), @ v & 2 Stavudine(d4T), Didanosine(ddl),
Zalcitabine (ddC) , # 3 #* #%_3TC), Abacavir(AZT+3TC)
338~ eEE L ] § Hop i B3 fRF L e (SR N e o

o~ E ThUTh2 ez B0 2 T b kdf 42 B iz /it i 3 8% o (20 &)
(5% ]
Thl Th2
ThO (nawe T-cell) % ¥ IL-12 ~ | ThO (nawe T-cell ) % | IL-4 11%34 &
IFN-y #l s ™ » 4 fv & Thl | T » & it & Th2

Th2 i & &%
Thl i & %

A m e ek 5T R M IL-4 ~ IL-5 ~ IL-6 ~

o
fa

A VARLE 3]

IL-10 ~ IL-13
| ) g4 5 - l JE 3
HEE SR 4 Yo AR
( Type 1 immunity ) ( Type 2 immunity )
I % % % M d B 4 5 4| L4ctiaiEdis 4 54 (antibody-
( cell-mediated ) mediated )
éﬂ- L FE t:";"::’ ’gg ”7:% t:"; ‘79 Vs 2 e 27 e 27
% 3 chg) 2GR B 2.4 B (E
o 3. IRE fm e A M (F 3. 4rd| mre & BT ¥
4.5 7 FEtpidl et g 4. 1R5e + £ fuil ol g
o4 s K F # % Type 1 inflammation (P & | #£ 5 Type 2 inflammation ( #% 33 %
9 = £ 5 NG ,b N I 1 N . Y
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1.4 Blrex 3| T ikdg 3k (T-dependentantigen) srfljp™ » € #-T ikdg Hyih ((F
TR ) )53 % > FLR AL 59 MHC class Il & 4Lk 2 £ Th e en T cell
receptor #¥:% > Th mPe B it & o Bt 2 F 2 AR F Lmie jicd i 38 > kitsg B
dn e en3g B~ Bl A~ FLtl {8 aE 8 4% (isotype switching) ~ A& 4 = 3 (affinity
maturation) % 7E it iF* > 4 € & 4 E &R (memory) o

2. Blme ¢ 23 B7 2 CD40 w?z & & ~ + » B7 ¢ ¥&2 Th ¥ 5 CD28 % & > B~ A
Ao Th e = gFiE it > F i e Th re € £ 0 CDA40 ligand 2 A it 4% 2w ¥ ek >
CD40 ligand ¢ & B 'm?s c7CD40 j5 & » F 1t B lmfe T fad4p b F i -
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T~ iR fUR &g /2 (Pathway of Antigen Presenting) 2 H
£ wsidp 7 147 £+ (Major Histocompatibility Complex, MHC) a4 ~ fEg % &

HGg pBivi®® o (104 ) et

i & Boenig j5 (Pathway of Antigen Presenting )

NORFUR R IR g T

PR FUR E IR

S % - % MHC A 3 % P B4R
(endogenous antigen) -+ 7 % LMP2 3-v =4
(proteasome ) ¢ #-‘mre p p 2 E“:fgai i d-v
B3 L mend R P2Ps (antigenic peptide) o
2@&40%@&&%&’5§%%g%@m?
e b enfuR R F0 (TAP) B FIp
i oo Fiop %?.3};&“ % - 4 MHC » = %

B - % MHC A 3 X R R R

( exogenous antigen ) - 7 L 4Lk & IR e

APC #£:iEpN 5 iv* (endocytosis) » & » ¢tk
MLk A5 % 48 (endosome) o £ 5% ) 4

(lysosome) AL ie {7 36 % g o 2 ;u 4
13 18 'B; n"’“[}’}ﬁﬁt‘l& )im;}’m)—\?;" E}F o g %’: Iy féﬁ’
MHC % 3 i l;"—F\ ’Fﬁ‘}i‘-f“%fﬁ ’ _,’E_l %L;b}g-, Bi)?’.)‘..‘:‘g:

it 3 F e A L& 4 (cell-mediated

o - AFE P mre i o LAY miedr | S enw g € LA A £ oh 7 %48 (invariant
AR e BTG R LB chain) 4 i > [+ L ¥ = 5 MHC &5 2 i
,;vjt'rﬁ;}»ﬁ Bt o f -8 MHC A 5 48 i
B AN bts;;;b}, b du R vk and e
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7 ORAB PRI B RBFURIEIRE L T
$ 8 MHC &5 » R ALEE FFR & Rint

(APC) ehim#e gt o

hoE ST T

$- % MHC 43 RN RPFLRIS Y 2 | 528 MHC A3 5 IL¢h LR 2rk B g
wie 3 A T e iuae (CD8" > Tecell ) #iE | #etd] T e zns (CD4™ > Theell ) » =k

R R (APC) # i MHC class Il » 3+ » #-

immunity ) R EREF A T el gt > AE
#E Fé mgu »I; )T% °
g ERE SR F N e -
( Major Hlstocompatlblllty Complex ; MHC)
- % - % MHC » & % = % MHC » & % = 3 MHC » &+
A (MHC class 1) (MHC class I1) (MHC class I11)
1. %% & 4] (membrane- | 1. 4 & end-v o
1. % % & 4] ( membrane- e dl( e
bound form) 2% B &R o
bound form) } )
) 2.9 o-chain + B chain
2. ¢  o-chain + [2- 4
microglobulin % = o . ) .
i . ) 3.0-chain } & al domain
3.a-chain } & al £ a2 i
: ) & B-chain + & Bl
domain f; IR E IR - . )
) . domain = "2Pskg £ w0
W ( peptide-binding _ .
#,  (  peptide-binding
cleft)
cleft)
7 5 LER [PAREY A | LER [HRE)RAE | 1.5 =48 MHC » 5 ¢
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R L ERPBREF R T wke RPN T wie EEER LA T B
w4 ( CD8+ - Tc inie (CD4" > Theell) ( C2 -~ C4 -~ factor
cell) 2.5 F Lk R Mwe B) » 3% TNF-a -

2.5+ AR A e bR ( APC ) % # MHC| TNF-Bm%% gk o
A el e %5 MHC class Il & 3 » &b ald | 2. 2845 vr &
class I » & > %Jﬁai Bl FRREREHFL T| FLFE-
Ll & R L wmre 3 KA ‘wre (helper T cell >
T @ ( cytotoxic T FTh) PRI B - B
cell » @4 Tc) s SR LR F -
7 “f e R RO
% 4+ ( cell-mediated
immunity )
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