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[ Abstract] Yolk sac tumor is a malignant germ cell tumor which mainly affects children. Domestic and
foreign scholars have conducted a large number of studies on its etiology and pathogenesis,and the results have
shown that the occurrence of the disease may be related to gene mutation, chromosome variation , epigenetics and
environmental factors. However most of the mechanisms have not been further elucidated. In this review, we
summarized the recent advances of the etiology of yolk sac tumor.
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YR #E9% (yolk sac tumor, YST) , M FR PN IR 5295
(endodermal sinus tumor) , &—F /3 {b K IR TE IR BR
BB 54 RS i S 1) - 1) A 5 240 9 L 60% ~ 70%
T3 LUIRIER " o YST fih LB 5 40
S R H UL — R Y L R R B v 1
P, BB S MATH R . YST A )32 KA AR %%
ANERAL, VAR S5 A 8 O, BR PR B b, 26 i AR 2 v
EA NS IIRDY 2 RN < 8 R NN LIS SRS
SERAETOL Y L WL G M R BOR AL BT
HEAT T ORERAESE , (A D R 224 i AN B . A
SCHE AT E N A L 5P E ER Y PR 2 E ST R AT

— JRE R

(—) R =72

1. SALI4 Fe [ 9878 N 2K SALIA LA T
20q13.13-q13. 2, FLr SALIAA ( 4it5 1053 4~ & 3t
M2) A AHR 4 AR, A 4 A BEIR S5 H
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(Zinc Finger,ZF1 ~ ZF4 ) ; SALIAB ( g5 617 4~ 24
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2K 3 SALIAC (9% 277 N EERR) BATINE T2, B9
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Sal-like 45 4 4 ( spalt like transcription factor 4,
SALLA ) &t —F e I i T 40 B v 2 38 A B 4R 1 s IR
T ER IR AT LB B A E AR, BRI A
FHofth Z R PEAH DG St TR )N RAR &5 &5 e sk [H 7 4
(recombinant octamer binding transcription factor 4,
OCT4) Nanog [f] J§ HE ( nanog homeobox , NANOG ) £l
Y g R P e e i TR SR [ 2 (SRY-Box
transcription factor 2, SOX2) £, ¥4 i & 2% 1) 55 5% 74
PRI 2% , IR A6 T 20 M i 22 Bk A B 3R B8
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BeS1% . HaE# B SALLA T8 U 890 v B e R
B HOAZWTRUEN], A L gihmic ¥ F iR
T (alpha fetoprotein, AFP) 1 25 Bl 1A fk iR it ( pla-
cental alkaline phosphatase , PLAP) i JIg It L B 25 F
Sk 3 (glypican-3) 55, SALLA J& — A AE SR 10 BT
AR, AN IS YST J2 & A AR I i 2 M iR A,
R BE T 100% 7

—J5 T, SALLA 98 41 B v 78 24 41 o 43 58 A1 1
TR CBEA A 7)o /N BRUSEBRAIE S, SALLA w2 15
SN Z B i A B OR B U T B R A K
AN, SALLA 1T 45 S50 20 A6 1% 240 Je ) 39 4 iy A
PR, A 263k SALLA 1) 96 200 Il 2 38 ok 40 i ) 91 2
F DL AT D2 f F 3, 22 30 40 i 1 5 RE ) 1 5 F
G1 JAZN B bl YRR AE

Fean, SALLA i Z32 46 A% /M oA 5245 4 (nu-
cleosome remodeling complex, NuRD) & & ¥, 5
NuRD Jo- 40 5 H 2 Z 1L 2 (histone deacety-
lase2 , HDAC2 ) L [a] 5 5 HAL KL [ PTEN 5 8 1 X
A PTEN J PR 5% F B8R B0 mRNA D) J&
EHMKNF-o T PTEN J P2 — Rl 2 I, a £E
VFZSJEAE T 300 5 ) Bt JUL -3 3318 ( Phosphoinosit-
ide 3-Kinase , PI3K )/ 2 H ¥ B ( Protein Kinase B,
AKT) (5 il % . A SCRER], SALLA 4 BH Wit
PTEN A2 i, B PTEN 5 SALIA B 61 AHC,
KL, >4 SALLA F R EF, PTEN BLPR 23K F B,
PTEN X PI3K / AKT {555 f4 #1044 FH st 553 , DT ik
55 1A G1 S BH iy 4n i 4 1910 D1 A3 KF e ik 1
Pl g

J5—J7 T, SALLA X T 4k 35988 AE T 20 i i 5 1
WELHEE, GUIFERY],SALLA 1T LLY B-1E R E
F ( B-catenin) Z5 5 Ff I & WNT ( Wingless Intl )/B-
catenin IRFEMIILN Y FR1E , B SALLA vl g 5 B-
catenin [ AHELAE FH AR #F T 40 i 5 3 5087 140 6 T
A A, BeAHh, STATS A HE A S WEIG T 40 i Y
HIEH M ZREVERI LI BE , SALLA u] 5 STAT3 #f 5.
VEFI AR T 20 1) B 358 A 24k s M98 45 5 ia
PEAEAE & AR R vh e e B/ T, SALLA W]
PAJA A5 % 41 P (sonic hedgehog, SHH ) {5544 3,
AR 1k T s

SALLA {E Ry — Tl s A 7Rl DL OCT4 , Jf3i
HEME BB - R S Y 5 NANOG A1 H.AR
. 24 OCT4 5 SALIA JA 37/ -290 & +1 Z[a]
XIS 5 5, OCT4 {321k 2 B 3% il SALLA
RGP, B OCT4 5 SALLA JE 1 AT LAAH B

THHOE R R T OCT XHA 4E+: T 41 i £
REME e E 40 i 15 58 A 7 D, 9T L SALLA . m] DL3d
X IR N R SRR, DRI, SALLA KL IR A=
AR, AT ARSI ) 22 T A 458 i B v A0 9 440 L
oL SRR

2. SOX FIGHEH 74 A FL s, SOX Kk
U A EH 53y A2, SOX2 B AL T 3q26.
331 BT, SOX2 AT LAP R AL IE 401,
AR SR g 20 B, TRV, s 2 IR b i e
, Hoaeh R A O R o R Y R AR DT K Sl
R, SOX2 825 T —8 IR {5 56 S ik
4, Chen %[]S]ﬁ%%fﬁ ,SOX2 Al 5 B-catenin P
[F) - 9 e 40 i v 4 R 483 5 1 DT (eyelin D),
TR S 200 e 1 5 AR e e i A o HABIT S i 6 B
NANOG #AH:  [H F--B ( transforming growth factor-
B,TGF-B) #l OCT4 WHLAF Sy SOX2 RYFLFR, 1M ik L&
Yy J57 SLRE A% AR 1 980 T 200 L B¢ 1) B A A 4
MRy 5T BRI = A, SOX2 34 5 i/l RNA
(microRNA , miRNA ) A B & &, & T2 % miRNA-
145, miRNA-126 #1 miRNA9 3t KR W I
il TRl SOX2 AT LAY miRNA, 4045
miR-143 . miR-145  miR-253-5p F1 miR-452, M 1 &
J— WU B

SOX17 FENAL T 8ql1. 23, FEWF 5T B IA 2 2
WNT {5 538 B A% T 19 < 5 pom =20 . WNT/B-
catenin JRAEAS B AT AL 1 2 O 3G 8, 11 SOX17 W38 32
PR A CTNNBI (457 B-catenin 38, 178
FUBUKF- A B 58 4 T 40 B-catenin /e St 8 H
(transcription factor, TCF) /1 H.AEH, 1755 B-catenin
25 AU 6 ) Bcatening/TCF 4 44 0
HPE N 755 AT e 2, R SEEX WNT /B-catenin
AR HINR] , DT & HE A g P 2

WRAEC A RO, F IR PR LD ) 28 22 49,
15 =, 3ot AR T LA RS Y 5872, T
5 g Y D P 2 R A A R
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A, AT 1 e 4 A 1 3 58 O T RE i — 2 5
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OCT4 J& 5 9AE T 20 it B e 583 2 A AH 5 1Y
W z—. SCEIEN], OCT4 K [ 7E s 4 4l h iy 2
ROKOF- 5835 AR AL, AR OCT4 A i 3%
WEEATR s 0 L P 85 B 045 12 3 2 W) S 90 ) s 400 P
BB . OCT4 ] LY AKTT JE PRI 3745
A HM ] R 5, T — H. OCT4 # AKT 7¢ H: T235
RS BERR AL, R ALY OCT4 ¥ 5 AKTL 5 3 1 i
B TS AKTL % S OF A k40 MO 7735 o st vl
1,235 WAL OCT4 (OCT4-pT235) /K F- 5 AKT
KPEIEAR ™ o 1M PIBK/AKT {55 % S %4 T4
SET-ANME R B FRCE R AR e O E R i,
OCT4 A] gl it AKT 5 T e i ™ o

AN, OCTA B R LA EL S & T 40 H I/ bk
B (T cell leukemia/lymphoma protein, TCLI )
BEPA Y R gl DO 0 o sk TCLL AT LAY
AKT AHEAEFIF 58 000 AKT, T 4E 79 0E T 20
MLRIFETS o [R)IHA SE g0 R, @R OCT4 23 i i 2
LR TR 25 PEREAIG, e 263k OCT4 233 i 2 = TCL1
(IR IS AKT A2 e 40 M i 40 04 12 6
3 R YA L K T IR R L

4. LIN28 JE[H ik 3635 : LIN28 25 1 H A PiAp 2k
BUR) RNA 455 HE 7, 53 5l o v R 58 45 44 35 ( cold
shock domain,CSD) #1 Cys-Cys-His-Cys ( cysteine-cys-
teine-histidine-cysteine , CCHC ) ££48 4% #4 18, ‘& 14k
il 25—k mRNA f45 A misl sy A4 A4
LIN28 52 & [A] Y54 LIN28A A1 LIN28B, & 11143 il 5k
S 55

LIN28 J&—Fhuhifi i) RNA 45 58 H , IR T
I A eIk B AR BRI R 5 T AR Y A Ak &
LRI (0 % A A 5 . LIN28 (R S0 2 4
i miRNA FIe ¢ K TN 24> Eilr i 51y
R, b un % 5 T C-mye f1 N-myc #f 0] DL 5
LIN28B J3 8l 454 M5 LIN28B 1y 33k, I H i
AL T HAEH) N-myc/LIN28B FiI C-myc/LIN28B %
Pk R,

Let-7 JE PR 2 — R 2E 1 A BFIE R U,
LIN28 A LABHIBr JLRR miRNA A= 900 1, Hod g 4%
Let-7 ZEH M Z2 A W53 ") LIN28A/B A {1
CSD Fil CCHC 254418 e FH BT prilet-7 F prelet-7 f)4=
PR R L, LIN28A/B W] LA i
B IR N OIS pre-let-7 A A1 AT IR B
Wr Let-7 BN, TR Let-7 ZR01% 8 01 AT LA i
B ) LIN3 ) 3°-UTR i LIN28 (1335, R
LIN28/ Let-7 i A by /2 175 & Tl 25 4 2 T BE 1 3L

U BRI O P, LIN28 B PR 2 3k T L
AN Let-7miRNA A i i 1) & 2

BRI 2 A, 2o BE 0 1) LIN28B ] DL 4o 94 75
figi i Z KA K KT (insulin like growth factor, IGF)
FR K-SR SR AN R LR, FEHEAE T 4
g1 LIN28B J HE557) 1kB 17 (inhibitor of nuclear
factor kappa-B kinase ,IKKB ) 7] DAl i 5 WNT/TCF7
{5553 B A B R 4E R A i T

A SEEUERT, LIN28 7E/N JLUP i 4898 vh R ik |
P, 2R B RO R 7R, R R A e
HaJR X o R, LIN28 3[R 1 36 15 1] fig e
HOYST RAMIKEh R Z 22—,

5. HABAHSCHE A A WF IR R BT, L S2ALON BT
P9 o F AT RUNX3 Ji5 3l /Y i FE AR AR, T A A
A AL I DA R AR . X L EE S LN
BH  RUNX3 mRNA 78 1E 5 A9 B S2 0L A ek,
TAEE 191 Y IE 5 52 L 2 2 b Ak i AS 21 H 384k
DL iEdE F B RUNX3 R AT fig J2 )L 25 52 L 0P e 42
T 1 A L, SR SR B, PRDMI14 7] 5 OCT4
SOX2 HI NANOG —jf2 2 5 N Z REMEAZ .0 M 25 1)
ZH R, PRGOS 3R AT 1 S L T RE 1 S B B 08
% £ o BRIbZ 50, i 45 KITLG  SPRY4  BAKI,
DMRTI 235 [R AT g 52 iR A o

(=) Gefa s s

FE T L O 38 B0 0 e R AR 5 o, B L
KM 1q F120q Je @A by s Ll 1p Fl 6q 4
R B ER, BRILZ A, B adh ek 3p iy
DB (A 4, 18q il 20p 1 F M7 fH g ak
T 3 S A D R A M e e A S LK G o] 5
Tok B PR B3R 5 M JIr e 1) A R I A R it — 2D AR

R R

1. DNA H Ak : DNA HEAR S5 2 0/F 2 90
P EZARHE, BT A A E R T kA
SR E AL [ BE, DNA I 3L (L 5
WAEJLE YST rht R P56 AR, AWTsEER
B, YST A o 55 9 e AR O 10 B [ v SR B )3 3+
HEAL, b & 18 2 55 A0 Bl 20 it A ) o v AR OG
MR [H, dn TCF4 . WNTI10B . BDNF | FGF2 . BMP3
FZD9 .WNT2 . APC . SOX2 , NTRK2 . NTRK3 . TGFB3 .
TGFB2 WNTI PDGFRB %%, Forb 4% 3 4~ T B4
HEAEI (APC RUNX3 F1 HICI) ™, kS 3E [ )i 5
T H B 2 R L S B o AR, AT S5 EOR
N F) B A G R IE 2k ™ o [l B B4 8 v
FALR AR R ) CpG BERAL A b, BEE & T 5k
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JIG T4 2 RE AN K & A5 5 30 AR DG B B I, 3 2
PTEN .PDGF | NF-xB"™' . A4 L WF 98 & 0,2
BRI BE PR 17 A4 55 R A R A KA 22
S 7E YST Hhk A S i e s e A ™
I, L DNA H AR Ry A2 1 2 st A% 2 A T BE 5 |
A YST kA

2. miRNA . miRNA J2& /8 % P JEE 3F 25 5 RNA
FERERE 1) 41 L 2 2 0k 8 B B o B R T R Y
o miRNA 7% SR 5 Bl rp & 4 35 3 22 1 o 1 1
L, HIL B2 SRk S N a X, Bf
LISV SC AR miR-371-373 Fl miR-302 # 5 4= 58 41
FeL IR A — 7 AH OGP, o miRNA-372 I miRNA-
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LATS2, 1 GCT " Ry des 3 IR & ¥ V6 i, T miR-302
A DU AT 3R] 9 B 5 4 ok R e A e R 1 (lefi-
right determination factor 1, LEFTY1) fil LEFTY2, )\
T AENE 2 HLTE o e B Y b, i kB
miRNA-122 . miR-200b , miR-200c , miR-375 #l miR-
638 Z57E N ¥ P vh ok JIE 43K, 3X 48 miRNA (1 |
F/FMARBE -—EBRELSRTHEED
Z%,:_E(SS,SM .
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= AR F R
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