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Research progress in myosin light chain 9 in malignant tumors

YOU Yimeng, LIU Tingbo, SHEN Jianzhen

(Fujian Institute of Hematology, Fujian Provincial Key Laboratory on Hematology; Department of Hematology,
Union Hospital Affiliated to Fujian Medical University, Fuzhou 350001, China)

ABSTRACT Myosin light chain 9 (MYL9) is a regulatory light chain of myosin, which plays an
important role in various biological processes including cell contraction, proliferation and
invasion. MYL9 expresses abnormally in several malignancies including lung cancer,
breast cancer, prostate cancer, malignant melanoma and others, which is closely related to
the poor prognosis, but the clinical significance for its expression varies with different
types of cancer tissues. Further elucidating the molecular mechanism of MYL9 in various
types of malignant tumor metastasis is of great significance for cancer prevention and
treatment. At the same time, as a molecular marker and potential target, MYL9 may have
great clinical value in the early diagnosis, prognosis prediction, and targeted treatment of

malignant tumors.
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TR 2 I A 5 A% e e 1 BRARPALE
MRS 2200 2R . O HDE MR R 22
RS A 2247 R 5 A L WD 15 1% 24
TR BB, XRS5 YME SR 7 F 7 %
FIRARAT T RESE K MR RS . WIERAE 2 —2
ATPAKHFAL - Eh3k, XTAERYE shild EZAEH . AL
BR 4 4% 5% 9(myosin light chain 9, MYL9)J& 2 i UL
BREE R IR PR R R, L5 A A S AL T bR 1
WamE | R UIME, XN MYLY ik 55 nl g
A B TS . ASCHEMYLY BIZ5H . DhRE L4
o PR b id vh BT A A ROVE T, DA Tk R e
W A g ik R AT 4, DI it — B R A5
B SR

1 AIkEBESIhEE

WUEREE R TS E AW E A TR, )
Pt Sk B2 st R IR B 255 A28 LA 40 4>
ERE FFE, A HtE 1228@, I, T, V., VI,
VII, IX. X. XV, XVI, XVIII fl XIX 2%) LBk &
HM AN HR I QAT FA S EB B A N iz 5l
ByLCEERT FAFE A C AR M, Hrp, Nz gl
BEA W RN, RIS AR ATP 2454
(LS BER ST s FTATRE PR 1~6 A 5940 SR - 45 e T
% (isoleucine-glutamine, 1Q)J&/F A, nlE L&
B AR T OB shi e 2 A8 4k T C A e K
HZFA, TS S5EARZMOMEEEN, &4
it 1 R T R P WLBR B R A 2 A B A
(myosin heavy chain, MHC) il ¥ %% (myosin light
chain, MLC), % X 73 Ry 5Ll MLC(MLC I) 1
W PEMLC(MLC 1), H:A MHC J&iz 8his, 1fif MLC 1
A FE MHC 25/ PERT, MLC I E P R EA
FITEPE, MHC FIMLC 454G, TERPANBRR Sk 5 A
TR AL 38 Ty T AT, M4k ATP 7K fif DU 1 22 4R
WM& A ez, Br=AapeEsht, MekEn
M5 AR, A iis shittsh 7y, IREd
MIERS . A2y 5 . AR EE . MRESR. R
SRR BhB . TS i LA S A A B SR A e A
YA R R E R

2 MYL9 &5 43 4%

MYLO 4R IERER (I T e, (Y
420 q11.23, U&F4NMMNET. 245 0iE, CHKE
FF5E OISR B MYLO A Zh i % 7% 3% 51 MLC i Al MLC
PR XU 4%, 381 Rho [A] 2 KA 51 A/Rho

A ¢ 5 1 L B8 (ras homolog family member A/Rho-
associated protein kinase, Rho/ROCK){55 5 i X} 1%
433k AT % b 1Y 22 Z R 19(serine 19, Serl9)
B BT P HLR FR AR Ak, DAGETS LR
Wiz shigPE, k& L2 fve i =4z, [A
AF, 235 DRl I A (2 1 17 ) 2 A4 2 6 R 240 B i A% ok
TR AR AR . Moreno %57 R ER WS — X XL
SNSRI AR R Sk, 2 LR [R] B8 RS -4 NS -
i i% 3 AN B 2% & 4iE (megacystis-microcolon-intestinal
hypoperistalsis syndrome, MMIHS), B 5 1738
W PR B - AILis Bl B A LA S i FL ORI DR E IR
bifi 5 B R ik — IR, R B9 MY L9 JE [ Ah i
T aai G Erde, IR A G BB T E LR
MLC (#ik, HFHEIEEA-IIERER LS, T
A iz B RV R T R RBEAR, BRI
WUEERA I . MYLO AL 5 AR, i m]
PRI, SCERURIE T L N Y R A T ONER
AH A 5 F A(myocardin-related transcription factor-
A, MRTF-A), MYL9 /& MRTF-A 1 R4, g
Wt {5 538 [ 2 5 075 7T LA B 1) 38 58 FE 84
. 7EANE 2t fid, MYL9 5 HLEk & I HE 9
(myosin heavy chain9, MYH9), & IQ # ¥ i
GTPase ¥4 7% % 11 1(JQ motif containing GTPase-
activating protein 1, IQGAP1)Z54H 54 I 7EBP 2474 kb
SR, PRI R IR AL AL, DN 15 44
ML 240 A, ool Y B MY L 7R3 5 B %
WL AR R & IR & T EEAEM, (HHFTx L
YERPLHEI RS T A B, AR — PR R

3 MYL9 53R MERMEHE X RT3

3.1 MYL9 5HfifE

i 98 2 ] A UL DL R 3 S 2 DL g e
W, AE RS T M R EENZ —, A5 h
FERESET 10 26% , BEF Ry 55 P R B R Lo PR 56 2 3w
AERAE o A I AT R IR 1 5 AF A A7 2RI A B[] 1)
RS IS A P, (SO AR R, 75 R 28R
Hrh, H5MEAH R IET FE R MR R TR, &
WILTHHR . XudE R I B4 DNA e hiine
DU Py 2 AR it £ 5 2R 4T T 0 PF DNA HY AR 437
IR R AT AR L, W R R 1 MYLY S 3l 1
B FIEALFE BT 5 o Sheng S50 M T 402 44 4E /N4
Jitd Jili 8% (non-small cell lung cancer, NSCLC) £ & Fl
231 £ fdFEXT BEAE 19 RNA T 5 08k, & IAE NSCLC
AP MYLY RAILFIE . Cai S B i 5 74 2
VST T s A, R B i D 4 4
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MEARAALL, MYLO 7R 5L R0 4 % 19 2k W] S
Sif, ST R A0 0 PR R A A O o i E—
BURARR . I, MYLO P 3k R A 7E i b 5
BT SRR G R AL L 5, B A T A
o fitidees 5 TSN 5 2 R Y A AR AR W o e T S T
Py g 22 DR AT LE e 25 SRR 25 W FEOR G,
MY L9 FRHAT 1A fili g A7 28 B0 [l ¥ 7 B8 b o I
S, AR FIE ARG T B NN R B RS
TE, GRS AR SR I e S B TR, R
ST bR R A MY L9 B IR A, 5k R
GG v B A TR R E

3.2 MYLY 54 7%=

2% B 1495 (colorectal cancer, CRC)&Z 1 F4 3K
I VLGRS RS 260, PUARRY IR
TR A B AR5 7 R B T CRC I AR 347 4E |
FHUO R R R R e AR A U ER BAR B 2 4R
SIS . Qiu S R A BIMYLY |5
SN R UG AR OC, B AT AR ) S AR A
] (overall survival, OS) 1 JG % 4 17 1] (disease-free
survival, DFS) 4%, TiLF A NIE K T HH 1
AEAFESE] . (H Zho SR 0F ST 2B MY LY &1 2t
AL, 92 B DA ASCRT LA ol e 2 e, g fie fiff
Ji 983 -+ 41 Jifd (cancer stem cells, CSCs)JHT1-. IT4E%,
CSCs & 32 KiE, CAMR SR EAZEME, 1
ARG RE, I ZS 5 Mg RE. %,
I VTN 2451 45 FE BRI R SRR e S B P
AT HOR MR R RS T R R 2 —, R
L a] CSCs LIk 2 AR CRC 1) A 9 2R AR il g ) 2
J& T B 23 LA A R P SR g, {H MYL9 7E CRC
) IR NI RE B ATTAFE BRI 4+, Zhao 55"
RIAE R R Pz N B m Rk, R, A&
INBYJEMYLY 5 CRCHAANT ZM IR R, A frif
— LB LAMAIE

3.3 MYL9 53 i87E

LR JF (breast cancer, BC)J&4Ek & M UL
M, MRS RARAHEXR, BEE
FEREDM S PHGE - 3T 5 AR N SR I FUIE &R R R A
AR 0.3% MY 4%, MRTF-A &2 Rho = BER &1 -
WUBh 3 U5 5 5 s AR i i e S R, T i
2 B4R 22 A R, He %5 5E MRTF-A 76 3117
b R AR, KB MYLY AR A B L.
FT ERAFSE, AT MYLY ZEFLARE Th B
TR Ve R o AR I HLH 48 56 4F & MRTF-A @ 2 2
PG MYLY ()3 3 1 ABOS ILER 8 1, ik — 2

FEPR I MRTE-A FOAE e 15 M il 455 MYL9 1Y
FEHE 3l 7 ou i CArG &k k5 LK A 1Y iz sh 1k
FH, M9 BCAANMLAY IS ST RE IRy, HAHAL T
HEs CArG &, H 5L CArG &4 & fg Wt 1
S, DT BRI E T MYLO VA 40 fa s 5 . i 4%
MZ5 717 BCHARE, Brlfen fENiRYT BC Y HixR
AL (EA 4R, BEBCRIE MM BC &4 &
JEIYICHE 2R, O A TR B — P o i i R 2
TR G H 1 I VAR 52 A LA R i s LIS 3- i it
(phosphatidylinositol 3-kinase, PI3K). #Z%4 )51 b 2K
H % B4 (mitogen-activated protein kinase, MAPK)FI45
P AR R R M B U BE 1(calmodulin-dependent
protein kinase 1T, CaMPKI)/™ 3 MYL9 iR L, M
1T 388 568 200 L Py Wi i s Bl e g, AR ELAARAIL R 1 R o8
UG, ARHRAIZ

3.4 MYLO5 B

1 i (gastric cancer, GC)J&2ERIFAEA KIET 1Y)
2RI, RIWRAES 40, K2 5% B HTE
40 % ZRiBZ KT, TR GC KR RIRZ
PR - R A 20 0 S S i sk T R U B
HRE X Jin PG & BUM LU T8 55 1E #4121,
GC " MYL9 A K- 34800 s 6 I ZE 2k 5 A Ak
PR R A A b, R R R, X Sk
A AT REIE o e R S R P UBIER, X rTRE S E
Jii  MYLO 76 35 45 B AL 40 25 8 B T B iR AR
(transendothelial migration, TEM)H 1)1 3% ik AH
TEM 38 # 7 i o i B P s, 58 1T ALY
PRI N o T L, MYL9 LR ik i 5 GC
KA RIEEDIMI . (HMYLY 7E GC HIfER M A
G, GuAEPE I 91 S H MY LY 1E GC FILIE ¥
HA A 25 PERIK, IR PCRECAR TR |5k
PEGC H M. HATE NS & MYLY 7E GC 1 i1
IIfept R s b, ARFR AR, HIE
HE )RR R 52 GC Sk, PRt B A HAE GC
R IE DI REXT HIE A BEVE S GCHEIn) IR YT BT
MEBKHE,

3.5 MYL9 5 BF 4R sz

JF- 40 JifdJ6% (hepatocellular carcinoma, HCC)Z AZK
i DGR 2 —, SRR SRR S 4,
] s 9 iE W 5% AL (International Agency for Research
on Cancer)™™ i : 2018 445 & 84 JI il HCC, LT
23782707, HET, HCCHARIAITTENG K T3k 2
— KRBk, HA R P RS i SE R R Tl R
BEIRR 2 Y e, EEIHLEF AT ERE . 1)HCC #)
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VAT RS, BAEAT IR RGN
Rtk R i 5 e RS R AL T8 R Y 25
DZHUEF IS CBAME I, AR T RETAR
IEAL, TACEGAYY  AesiRyT . PR A T BAEyT
RS PR B R BRYE, XELURAS BAR 097697
HOR; 3)CSCs 25 T MR 251k . R MEE s 25 5%
BRI AT b Y I, B YIRS R R
THREY, BFEH R 258, JUHEX T AR
TR EFEN S, HEA T ERNE
X Shen FFPHENSEFEREME HCC H A BIMYLY 2 5
Rho = W iR & 1 ¥ I (Ras homolog family-guanosine
triphosphate, Rho-GTPases){#{ii ROCK %1%, BifR{b
J5 % 3 HCC A ML i % o e B i 75 K W] . Rho-
GTPases i #2715 FN 4k 3¢ CSCs 114 A 98 P 113 7 e
WEIyFiEfE, Z5&MARRZEEEAENIZE),
S A A A R NS

3.6 MYL9 5 H {th %4 fhiEg

bR EaRMiE Ak, AR R I MY LY TE A BRR
21 Jifd J& (esophageal squamous cancer, ESCC). it}
411 it 9% (glioblastoma, GBM)H15Eik B, I 5401k
FEJE RS, ORHIFRAE T84 1 OS FIDFS, 1L
BHRRPUE AR, HANMYL A #ABEH GBM (&
AT EE B DL b Y 45 SR 4 8 MYLY S 52 i)
ESCC 5 GBM A I OS (il 37 H 3 2 (1 fa o R 3 o
101 £ 71 51 Jif 98 (prostatic cancer, PC)H1, MYL9 A 3%
R EREAL, ISR R IEADC, R IA K
KRR T BHA YOS, FAlAZE, MYLI RIS
NK 475 5 R AR A se T #, I BBk
TR KT 114 2 55 fof D60 2 A i -5 K A 2 A J5 A2 B
PR RIAIEZS . MYLO L () 2R (0 2R 4 it 52 41
AT AT, MYLO IRk Y 2 (5 2208 241 i ) 52
[FEE T 98 min NPREIET i & ILULIH T I MYL9
Al BEA BT 3T NK 0 59 5287 e 9y s, RAE
MYLO 75 Z Rk i rh 344 i Rk pguEds, (1A
PR B BLE] AR BB, 55 2 — 20 S N (] S B e
A TZ RN R R AR GRS, 3O B T
HAE R 2700 o3 hr & i 77

4 MYLO g e Ryt &

I AT RS 2 1 A R e B B S, iR A
JMIAE Ser-19 {37 S5 MR 1L MYLO LI IUBR & (A 11, fif
H5NEh&EAHEIEN, REMMZsh. MEkERN
FR R 7 3 P 32 R MY L9 Y N R 3552 Z IBE AL Al
FH LA 1 RCER A AR ST R 4, 3 T B R S5 18 M (post-

translational modification, PTM)Z: 5152 M MYL9 1Y
Iifie. Nevitt ZEHF5 L Na-Z BEALAE #E MYL9
A kg 4 6L S 1 700 ) 20 RS 1 FH B G AE Ser-19 b
BERR AL, S B MR 23N Ty 2N, AR T 40
B85 Noo- F LA 0 BT 300l 4 o sk 2 WK o 0 1)
MYL9 LAk S50 il 9 40 A ) 6 8% ml BB SR BT i — R
WA o BT N ANMIHLARGE 3h A B 5 00T I B e 5 mes
Gb, TR 2EE BT e 2 % T . Kimura 5559
H2 40 i 26 10 B0 R 69(cluster of differentiation 69,
CD69)-MYL9 RG2S 515 e N, HUER] RAERT
A2 /ARG AT 7™ A MYL9 W 2% 85 4 L) K
A FPEEM A T, i/ 5 140 A 21 284 MY LY
MYL9 £l CD69 [ BL AT 5 CD69 B (7 4 T
HIMIZE A, PR e A SR B RAEAL, 77 AR
YA AR AL T, DTG BB S e RN . Ak
JRIRN, FERE GRS, PR R T 240
Jitd(cytotoxic lymphocytes, CTL)JEHLIAE IR Gz 1)
HEPTLL . CD69-MYL9 R G5 Al 7 T i i A b v 1)
RO T AN, FEHISS PR e R . HETAH
HATRERIMEHIBLHI AT . CD69 [ F kit T CTL 1
UEEA L A7 3 R B A R T S T 4N
Uy; CD69 M FHIE S 3 HiEZS 515 MR REIE T
R, iS22, MYL9 5 CD69 #H B A 4
RO e SN, MYLY X 78 4 255800 T 4 % 1)
CSEAT, TR T AT RS AN R, A R R T 40
P ugy, H S5 T B bR e N . BRI, 3 A BE T
MYL9 F1 CD69 2 8] fAH BAFE FH LAy 2> CTL %3, £
F TR 3 55 v 0 B I R S e B, X R B L
MYL9/CD69 FJ S Jii 4iE oy 7 1 iy FRALIA T #E A,
{EATY T R A BOBIFST LA Y A 3 FH A RE AR

5 FiIEERE

7 0 e P e 47 2 TR e 4 NS ) — KRS,
TENEME D) B R BRE R, SEGRE LR AR
FEA, DRI R o e 5 4 B B% T IR IR g Y
M H . MYLOAE M WLEREE F1 855 M MLC, J2
T WLER 12 sh G PR SRR AT, A 4l iz sh 3 it
)] AR — BB o T B 4 R I MYLY 2
SHFIR, VIR T %I R AR S A 3G
EBhEETEEEN, IFSARWEEVIML,
MYL9 25 JifvJga 240 Jifd 42 28 A3 4% 19 4 F AL ) 2 3 1ok
RhoA/ROCK {5 53 475 MYL9 ) Ser-19 i 5 47 PR
B H R BRI B R AL, OIS HLER R A & DI RE Y
WS o H MYLO 7E 45 2 R Jifosgg v (1% 2 ik N Dy fig
AR—F, ZEPKFEBC, HCC. ESCC I GBM Hi#
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ik B, TAE N A PC R R AR N W
IR, %53 716 CRC FI GC AN FakfEresr s, BT
N AMH TR, A TR R AAZ 4823 8]

il 2 224 A 35 RES B A0 v 30 o I B R A AN
JE 5, T mRNA SRk 7K 14 58 AR 10 7 S iE
MRS WG MO R B BRI TR . BAR B
] PN ZMER X MYLO H i ) I R 52 e 28 56 1 1, {HEL
Y R 25 B 16 T 7 A BB B 1T BB 45 31 1 BOR K
ZWUEYE S, OISR B R MYLY, sl )
LR ARSE A>T NI R 1 MY LY, AR HLA
W KR B P T-Be o RIEIA ST, MYLOTE
Z MR ARG R Rk B, S5 MR AL
KIE, Mg aRats ), #R MYL9 A 1
S I IR T BT AR AR RIS R, OB X ek
S AR S {hy N (190 e w1 0 R TP ]
CRC, Zor TIRFEE S BERIFMTGHCE, Mz
MYLO &5 MR ER], JoEEms Z it — 2 5
55 DA B MY L9 IR 2 35 S8 5 2 A X iR T sl 1k
SEIRIT AR SAh, MEEE SRR I G,
H X MYL9 8 iz fb H A 1E W 5 /E R, 1 BC
MYL9 itf 3Rk H 59 4 s s MR B A G . R4
A 1) MY L9 3K 5 BH W 38 22 37 97 6 BC /83 (L H &
ER FAPERY A1 BC ) 2 15 BEHUS 47 72U 1S
05T, AN, MYLOFE N CD69 f iR S 5175
IR A TP R T A0 Bl DT 1 55 T R
N7 o AEE RS BHAR ) MYL9/CD69 & 754 H T
BB

TR EH S FROICEMAIE bR
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