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R BR A S g 2R 0 PR T 527 [ o S A 1 iR L
PSR R JLAS W38 K 0 A3 55 5K 1 [R] if s OR300 iR L
Ho 2R IE AR (2285 . BORBEIG B AR 4% B 2 B 1k
REZH0W AR 2286 L. B N E 4 1 9% 3 (human
cytomegalovirus, HCMV) GE% Dk B %8 R4 Z5 ot
BEJG S T GG L

HCMV J& —Hof A28 e 3 B & B3 M
DNA JE 2  B5 » o2 B DL A 56 R 3 i g AR 1 1)
FZ L BRI B IR T AL B B0 A L
el S KN E 41 e 4§ 5 (congenital human
B LE R A
T F7 4t 2% (sensorineural hearing loss, SNHL) )
BN O | A L S RN AR L7 =l
(neurodevelopmental disorders, NDDs) f{ 5 % J&%
Jep R, cCMV R e By 4 Bk B IR B R R N

cytomegalovirus, cCMV) g%,
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LB S 7K B 43 22 fih o i 4% 6 68 5 B R M50 A ELAE

ANEKBRER BT ZHK G 5~6 K, I %P
BOFEIR. &IRG . 785 NEIEAX B AL 7 A %00
S JE 1 57 S0 IR J2 (trophectoderm, TE) J& it A %
F5 2 A A AR HL T RS 5 RS O O B S 3 R
JZ 3% 2 IR P 40 Ginner cell mass, ICM)
eIV 0 DO L G N Y O A
(cytotrophoblast, CTB) iy TE 434k ifi 2k , o m) £ {4
W8 AT B8 I T AR B SO A R IR AR R B R . CTB
HE— 20 1 5H O3 A6 B B4 B A % FR 2 (villous
cytotrophoblast, vCTB)!M , B % iy vCTB 2k &% g
HT £ % 19 A 1% 3% )2 (synceytiotrophoblasts,
STB) (Kl 1),

B 1 BRI S 0 25 4 5 1 A R LR ORI R AD
¥ HCMV . A 455 % ; STB: & R # 37 /2 ; CTB:
%32 EVT . B BANEF)E .

N850 6 W1 3 O B F 90 B (floating villis FV)
48 % 8% B (anchoring villi, AV), FV KR E R
CTB, Az W B 5 #2200 STB. AV U] 5 55 i i
ST SEER &R LB R ) CTB %83% STB J5 4
1k f 9% B 4b 5 5% 41 8 Cextravillous trophoblast,
EVD),.EVT R Al EfE T B e, H) iz 1
B WEUE 3l ik B 5 (spiral artery remodelling, SAR),
TP 23 B AR 1M A8 A B O 2 57— b gy O L AR BEL )
AIBKAE RS8R BER B 25 . BER S0 ] I Hy e 22 18
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A ERIPL B EINZH STB fEN S A8
0 0 [R) I 5 BRG0P SR ) S B 5 g R A
TEUE IR0 45 O, i B8 900 B K & fl SAR A& 58
B i A 0 W R S . B ATOR S L 9B A K
MR AT A 12~ 14 P J5 2K, DL 2 iR L& & 110 1
B IR oK SR

MR B S0 6 th 1 Z A N R Y A G 3R 2
(cytotrophoblast, CTB) Ml 4b 2 ) & 1K % 37 2
(syncytiotrophoblast, STB), )5 & & % & w5 1 9 &
T A BT A B B . R B R i Y
CTB = A Wi 5 43 1k 2 4% 6 A W 5% )2 Cextravillous
trophoblast, EVT), STB f1 EVT &y 8% T &
5 22 1] ) 4 5T .

VSR 2 A S 22 R IR B AH G SR IR O A 1Y
HRAS SR H i e = 30 AL N 2K G T 5 A R
TE Wl & & 0 =Fh EZ M #5725 7 . CTB.STB il
EVT, CTB 4 i & —Fh 2R 534k 1 . n] 4k 22 35 5 1) 4
M, vl L IE & EVT 1 STB 40l (H A T 5
HEAS CTB 40 M Jo ik e Fi ok AR 2. ZEIR N
AN LA A R AN TR 3% 2 40 0 ) 9 A R A
AE 1 18 200 45 Bk O 0 37 )22 T 4l B Cerophoblast stem
cell, TSC). /N TSC 5 AF Jy BLOF 5 1 5% J2 &
FERiOESRSHIE 7/ R VAN R = o A S R e
PR AN e 0 75 2 0 R s T H 4E TRTRE T L (H
NG AR FRZRE Z R 2 52 K,
N 238 i S W 58 LB iR A2 4, T /) B A2 4 kAR
TERR K2 1 H 5 N8B 25 10 A 7] 1 02 2K 2% )2
TR SRR . RN RS, anfE g, B
BRI N SR S0 B R R . Jimi 20
T oL 5 ) o O S A 2 LR 1 T R B R 2 8Os
AR R AL B S R 2 25 S R IR R
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85 5 2 By 1k AR 0 A A ) e R B . B IE
i oFg FCRT A AL ) 3 A B3, — = A0 IR A
. STBE g B AL 19 520 M = L 60 & BOA A2 A
200 I A T R 2 00 - 40 O 37 42  mT B Lk AR 5 4
[ % 42 52 5 IR A2 R 45 ik A 1 B A0 D 28 R 32 2 110
WEIR B b B BRI 2 0 o o A 1 A0 4
%%, STB RMAFTEER MWL & B 2%, HAE N |
S 210 3 285 B0 3 9 1) 32 S0 AT LR BT I A 4 2 B R
AR B STB Sb, i 8 56 502 v iR L i 4 &
G [F) A SO AR B B . Bl E TR B R EVT i
G %7 08 N S R
3.2 ®ombrd BRG S S ALKk IR 1 SR 2
200 i A 50 R 9 S A L o K B Y e R A
A3 ST TE VG 7 V2 200 5 50 T 8 A L 22 ) 52 2% 1 A
HAEM L.
3.2.1 BLEEmieeh Sk W% WAL ARG BRI
B 5 R G810 A A 2 20T 5 A R B i A T AR
Z: 55 BRG] Re R B0 B8 SO o 56 TREAE Sy B i 5 1T
B G B A G N M L Rk 4000, R 24
ST R S B A0 ML, an W B AR R i (decidual
Natural Killer,dNK) 40} | %58 i 5 W6 40 B L B 28 4R
A L LA BT R g 4 i i CDAT T 41 ifg . CDS”
T A0 AR M T 4 . J6 K g &R 40 iE otk
R SV B 82 07 AL TR B ) B B AR . fE A
Jif i A5 2 1R 1) 3Z 4 (pattern recognition receptors,
PRRs) P51 5 Jit & # ¢ 73 7 & 20 (pathogen-
associated molecular patterns, PAMPs) 32 3h T
Ui S4T30 B, 0 L A 36 O P Y () I 5 4 Ak
F1%) £ 922 200 0 K% 200 T BT fih D BILAAR ORI LA J 4 I
I o 32 PO 98 N A5 I IS R Bl R RS A A
Ji A S 0 25 5 K 1) e B8 A 0 2 AL R[] s A ST A
SEILAL

5 58 5 3 40 L S R O R S R A
SMATEIR R A B B R A R S TR R R
37, ANK 240 0 3 2 ) S e 2 L S A L 24 o 7000
BEE WEAN 2 5 202, T A0 ML 24 (5 10265, T #E
I v 1 AT B 1 31 L ANTKC 40 i 5% 7 0 20 . NK 4
i — o 200 1 B M 5 ORI LR A i, T INKC 4 i
T IE 40 R 3 1] 32 202 20 it X 7 Fn g AL IR 1~ 19 7 AR
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o AN T ) BAR L AETE A ) o 7 R I )
ik w oK A 1 28 fL &R (perforin, PEN) | kL i
(granzyme, Gzm) F1 P K % % ( granulysin,
GNLY) , fE 58 KA e N 2 i e R 5 H 2R . 4
B Y7 0T 588 20 1) 6 K B 8 0 RE A 0F 2 48 B 85 11 At 5T
FI T USR8 DL R R SIE . EVT & A
Wi O AR A Ml ANK 46 . ANK 40 i 35 3% 19 1k
¥ IL-8 M1 1P-10 5 EVT B2 145 4, e F % 3¢
JZ A A2 28 W By EVT S8 43 B U5 9% Bl
. AR PR EVT g — R 45 5 2 3] 3 B
14 AR 2 AR AS . — T s (8 2 4 iE R
P SAR RIS A L EVT BT R
AR TS A B A ELAE T AR BE AR T R A A
922 240 1 P SRS

Bl O U JF . W0 B R A0 M b L O W 1
T B G AT R RS A0 ) AR Ak R S O A
I FL A M1 B O3 A2 58 TR 5, A 30 JRUAR IR D)
] 45 4 Hh 91 Y M2 B oIt R IR A i BEL R 18 52
AV I 58 RAE A G 92 1 BR 0] S 5 400 1) %) 5
Box -k BA A F R Z R LAE R RF Y.
IEURME AR T 20 i A L I 2% o TNF-a, 11L-2
S A AN L TR R AR TR 1 3 T R AR R B
(K 5 Jie ¢ filh % 43 W . Peterson S5 42 4T IR M
P I 73X — MR S D ARE AR AT 5 ] B A R
il 22 Ji) 3 R 1 A )RR AR AR A AR
3.2.2. EEmMIH A M%  IRELEAE =R E
FIHEFRZ WG R CTB, STB fl EVT, EVT F %
Z: 5T 32 A ST TE U S K By A8 eh i £ o A
B, AR 235 R 30K PRRs. 1 4F Toll k¢
Z & (toll-like receptors, TLRs). RIG-T ££ 5% {&
( retinoic acid-inducible gene I-like receptors.,
RLRs) # NOD #£t % {& ( nucleotide-binding
oligomerization domain-like receptors, NLRs), #4
TG R B i 7 G Y O B T 43 o A RS I e Rz i 48
JEAAR AR 2% . 10 5% 200 i 2 10T 1 e ok A S o
Jei S 240 L B ARG 81 5 40 i G B L RO AT A .
i TLRs JBOE 3 B0U0E 28 20 i A 5~ 1 B 750 2 TFN-«a,
IFN-3, TNF-qa.,1L-6 F1 1L.-8, # — 5| & i K 1%
SR
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STB A2 5 22 1) 4 3 B o i B AT 5 R i 9t
WAV e R e hae . ZFBEIRANML, JH STB 41
J T A T I8 e T R S T R O T A S T
IFEN-282 B K M2 microRNAPY, DL E 43 i F1 5%
b PR . IFN-A H)EF I B P ER
B ALHE TEN-2A1IFN-x2 | IFN-a3 F IFN-4, i
TS JAK-STAT {5 % 38 #1555 T 30 2 0 B A
(interferon stimulated genes, ISGs) 3 ik, ISGs 1E
jﬁhﬁﬁkxﬁl W A 5 K ) A R A R R

A R 2 3 A A A e R 2 R R R Y /N B
% B IEN-) 4 5 1 B R R RE 4K # T 4F Ik B B

SEYRMES g T A TEN A B R4 4E T i 4 i 5
B IEN-X 15 5 1% 5 A B 1 3% 58 1 B 1% 57 X
A

FE 5K 81 JR 40 Ml Chofbauer cell, HBC) 2 i JL I
P L 40 L LA Sy iR A8 R o o — A IR L TR T e
2 0 A T R B A A ﬁ*&%%)ﬂ‘%ﬂﬁﬂﬁﬁﬂﬁi
AU AL L S W) 2 W kR AR R M A, {ﬁ%ﬁﬁ
M1/M2 JBG R P& mmbr & M2 B, =3
ALK N G S 5 W AN e G R R R ??Eiwuﬁ
TH 62 3] G B4 T o E LB 0 7 2 B o R o8 4 B W

4 HCMV WEHEE

1.1 HCMV W4 #f s 4 B3 HCMV HA7 i
)98 959 T 2 I B B3 1) 205 ) SRR AE o — il LA L
HE DNA KE P AL G0 75 . 75 W0RLZ5 49 A 41 5]
PR W o W 2 1 L A B TRD )2 2 AR 5 R 7 S
41, HCMV EH 4 4K 2 230kb, H A K 1l 557 51
(unique long, UL) il % i % J¥ 51 Cunique short,
US) X3, Wisii % N B A T E )7 5. HCMV 1 5
ANBE P 5 SR PR A TR e o R e A EROK i R R X
FE NP 5 o 90 10 - UL 128 2 48 4 2 R DX 80 i) 465
128 ASFEP . e PR AL D s R) IR 352 3% 5 43 S B 220
R AR R R, SRR C g RS 167 4>
S =Y LR AES S RNA L microRNA, I HA
1Z B Al AR B4

95 1 R Tl A B Rl A R T A, X — R
LR T A B b 9 BE & 3 (glycoprotein) 4§, 5
ZRK gH-gL PR G B eB T BN B

SR - 5]

fiis i —H 0B R H . HCMV Gl i gH-gl-gO
ZERM gH-gL-UL128-UL130-UL131A %k 4
SV [ ST A B L R AN R PN B AN L 5 A i
152 45 6 K (5 515 2 45 gB DUl R Bl 57,
Rl 5 I o B AK e 15 ) 2 2 1 RIORE T 2 48 i o
T ALK R B L 4 DNA B ik 3 40 i A% b 64T
SETI RN HE . 43 S8 MR B AR S TE R B i 2 & 1K
(nuclear egress complex, NEC) {1/ B T 5 4% 15 gt
AR BT . e A0 BT b i — 20 AR A ) 5 AR 1 A i
J T Aok I e R 3 A i A e s R A A0 e ) R
B, HOMV il 51 e 4 B B s I35 105 45 W 4%
B b B A0 38 ek A TS R 7R R I T 2
FIE 2 A (an CD14 " 40 s 2 CD34 2 ) H i 57
ZOEIRRW . BER AN T gB A TR AR, 2 i
W A K AT 3 1K (epidermal growth factor
receptor, EGFR) FlI Src &K & % B¢ (Src family
kinases, SFK) 5 5 i # . F) FI A 185 5 75 2k P9 41
DNA [81ig 5% 32 %5 20 M A% o DA T g 7 85 AR gk et
TER PR30 1 2 S R ke T B 22 A0 R ) A T R
B AL D2 A S G 00 R 2 T 52 B4 o 7 ik P A
%%ﬁmﬂk TSIV DR e A L 1 43 Ak U0 G B R
A ZLf RO R T

4,2 HCMV %z k% HCMV T"ﬁfﬁ’jﬁ{%
WA B T B 2R BT S N B HIL L a2 R
B 58 B A g2 16 1%

4.2.1 HCMV #3# &R ok SEREERGEFHH
PRRs A5 J5UR PAMPs , TS 240 8 N 15
B AL R R GA B Y L A HE B IR 8 AR SR S
o B 106 30 516 TR B 8 B g B AR A 7 P 3R T BE S
5 7 kR U {5 B B . HCMV BEfE 45
Toft SRE Mgt of 06 3B i Y HU I S KA. HCMV 4
Bt R o B PR 7 ) 3 6 DR 7 e el 42 8 49 A A
¥ kB (nuclear factor kappa-B, NF-xB). T & i
A5 A7 (interferon regulatory factor, IRF) DA &g
S S K S & 1 (signal transducer and
activator of transcription, STAT) K455 %
ek g R G, Li FPY RS EALE T HCMV
R 1E BT BE ST R T 1 2 FhHLE AL AR XS
TLRs .RLRs NLRs {5 5 il j# 1 T4 s xI DNA
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= E5E P (A1 cGAS-STING) Byl s %f JAK-STAT
5 s S LR i ISGs 1 R 45 DL RO I L 41 i
T2 VIR BE— ZR 50 07 5 A PR 1) 248 o 97 00 ) 2 36k 5 s
4.2.2 HCMV #kit i p ok %% HCMV i T
PrEFEH B AHE MR A 1K (majorhistocompatibility
complex, MHC) , T4t NK 41 fitd . # 2 1k 40 Jitd 55 )7
6 BRI . 3E Ak 4 ] B R S | 55 O s 2 M 2
fg 45 Jr 2, 8] B2 52w A M G R ) AL o
HCMV 0] F i MHC-T 24y F /9 2360, I 38
US2.,US3,US6 452 [ #£ A [ H T3 MHCT 2%
T R S HCMV e 41 i S fe ¥ 79 15
PP 25 CDS™ T 41 Jif . A ik ik 41 i 5 1% T
A0 M 5 A 51 . HCMV a] & % 22 Fh 4 I 30 1l
MHC- I 43 7235 1915 5 % . #6375 Ay CD4" T
M., HCMV nf 3@ i 4 NK 41l 9 90 1 55 5% 0
5 ok ke H R 1R . R oY R AN, HCMV 3
R4 A BE P 5 (n UL 135, UL 142 #1 UL 148
5 AT 3 o AN [ AL A AT ah N 20 X Je e 4 Y IR
HFAR A

Bk LS, HCMV AT DL $2 T P 3 90 14 1) 7=
RN S fE. HCMV ZE R 4 7T 45 4 PO 4> vEeyR
(gp34.gp68.gp95 il gpRL13),vFcyR GEW 515 £
T e M ) FeyR s Pk 45 & 1gG /9 Fe BrL IR
Piik 515 F FoyR SR R 48 09 A0 5 4R T BH 18T it
AR P 200 i A 3 19 4 75 M CADCCO) A/ T Fn#M A
WA AN A 5  (CDO) 1 Y™ . A e 1) 5% 5 40 i
s T SR L R AR R B DU o B AZ AR L F T LAGE B
M3k IS N M e BE R JE K R R B e ) 2R B
i R
4.3 HCMV # A F o FHLH 75 ANSHR 8 St
¥k 3 HCMV g s 2U7 kg6 . AHECT IR
Ak A R HCMV [ 6 5 & 7 o, JHof
FEAL 08 A PRI . A WF S0 B B 38 o 7 1A
4% o 70 W50 FE 200 i v 3 52 T R e R R T i
FIzdE R EE S . A STB 4 i 3R 5 8 £
JL Fe Z{k(FcRn) ,FcRn 58k 1gG (% Fe #4345
45 B R ESUR 1eG DLSCsigsh et If
TR 1gG B 52 20 M P9 e A% LA K 2 32 309 % 8 I 2%
Ko —J5 i IgG-HCMV i 3 1k & & 9 15 B
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FcRn 585 STB 41 (%% i 77 /5 Fi LA e CTB,
Y B YT 9B O R B R S ST 2T 4k 4
JiL P9 Rz 4 K HBC, I #E AR JLAGERT . S 5
SR G SRR LRI AZ L, Y TeG v rp R 55
B B % A g . 53— 7 i HCMV W 3 i US11
F R P 5 P R G R A 3 42 45 O S0 i FeRn (9
TIRES B A LBk 3h o g D R 32 461 E T AT R
MR ABEEM LA, HAEBWE, i F FcRn &
IgG 5 STDB 4 iy M — s 8 1 415 BT 1eG 4
FH# T % FeRn A7 &G fhis iy . BIUL#L ) FeRn
BEL VBT 790 1F 76 B R 45 3 TG A 5 1 U I 391 [) b f 322
A B G e B R AR HATE 7E 2 B0 3
JAII A 5T o AR kg

HCMV 2 B %45 KR 5 16 i 52 E A G, 1 i
LB PS5 32 0 R R e A R R A T
Zp R S 300 6 L3 L e L2 SNHL & E
2R 25 B0 i 2 v e U R | K T S R TR
S B AR G T BN . 3t 3 B A R 9 ) B i B T Y
BAEPAT T HCMV 1R B AL HLH . R H At
HCMV I B AL R L 0 0F 5% © BUS — & ik i 5
FLAA Sy 5L R 45 R 28 ATE AN S8 4 A
4.4 HCMV 5# R mmpmthHEER ERE
WL A R & A KR ANK 4800, dNK 41 2% T
HCMV gk e (14 i J55 40 i I & Ak 2 70 I 1) R
T T G 95 5 S (4 T o8 0 0 AR 20 5 o8 A 240 L K
NN . ANK i 36 b 2 0 20 i e s 3R B
FEAZ K 2DST(KIR2DS D i i 5 Hi g & HLA-C2 iy
AHELAE R 08 o) 2% 00 B J g 1) st % G ol 4 e, O£ B8
HILRIER EVT g, @ iRm I INK 41 i %%
D HO HCMV e 240 i (9 48 i 2 P FE IG5
WF St F b et dNK 40 i 37 5 Bt & HLA-C T fg
AU . X A RE LR R T AT IR i HCMV iR
HAERE R = .

Ei W5 4 i 37 B 90 52 % HCMV 1 78 J8 e 38 o7
AR AN, S 2 HBCH Y B4k HCMV
SR AR HE HBC W& B 22 15 538 B8 T H R e &
BT AHX BT I8 2 LA B 1 B A% L S AT fig Ak
KR A RS L kN CMV BRI #E 57
KB CMV PEEAEL T B W40 0 E R R . #

25 3
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5 BB 7 8 P o B A A PR R R . VR
CMV #5280 TG vk 52 3005 75 19 16 EAL #E . [ 3%
K BRI R AE S cCMV BLRS, {0 i F HCMV 1y
Wy b Sk o N2 5 3 W 5 R g s R 2 [ 94 AT A
2 L2 IFANBESE MG N 28 B G0 s AN 2R B iR
S RRAES

BEs A T 4 /e HCMV 3 B % # i By
MRS, HCMV B 1A Sy 3 5 B 4 s 52 4
L E ) MHC- 11 2855+ 19 2 3k >k B CDS8 ™ T 4 jfd
T FE T AT BERE IE CDS™ T Z4H A F1 CDA™ T 41 i 1y
PhonE DL S G e kit Jie s — TR 5 0 UG R U2 R
WA B IIE T IFN-A 76 HCMV & 4L 3] 18] 1) 1
RS RIS R IR 2 284 40 I TEN-A2 R4
WE 20 4 %2 HCMV R e, 58 8 T IFN-A Al
HCMV B 2 8] (15 FEBE R

5 RESREZE

cCCMV gk 2 35 A= L Az Sk B 19 8 28 i [,/
T = A R T BT TR e — B2 I R AR
P XE T B, B i AT R R 45 R R R e g
TES 30T 16 2 5 R AR BAE R R 2eigie . B
Bl B R BRL L 2K 2 2l 158 A0l 2 e AR R Dy A5 4D
B B BT B HE T RAE LI W 5T 3L AL 2 il T
HCMV (%9 F ok 5 Ve, 2 BAL 55 19 53 A0 LI
TEAR KRR EAYARAG BUESE . BEBG A H B9 86 L AIBE
AR G 95 A4t L 2 TR AT SR 2 — AN T 8% 00 U5 O AS T P 5T
M . SRR IR AR SE HCMV 5 B fifs 5t i b
A s AN MR AR ELAE T AL R 1 B R R B
HEHT I AE R cCCMV B (12 W 36 97 S BUS HF 408
Jriyic 8
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