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[ ZE] B8 : %I BH L% #2 9 (zine finger DHHC-type containing 9, ZDHHCO) 78 3E/INIH I i (non-small cell lung
cancer, NSCLC) W[} 38345 K 115 , S ZDHHCO % NSCLC 4l JI 358 3T 4% FIMR 28 6e 1 (1 520 S/ FBLE] . 753 - 43 NCBI GEC
B NI T 3 PR ik AKOEE 1938 H 20T 65 (gene expression profiling interactive analysis , GEPIA ) %4 & 4347 ZDHHCO 7
NSCLC H R 23k K H 5 e FUs Z B iy e 2 . B SE E & PCR (Real-time qPCR) M IE 7 32 <8 2 40 & (16HBE) %
NSCLC 4l & (A549 \H1299 \H1703) (XI5 ML . 7E H1703 Fl A549 41 it 2 F k4 ZDHHCO, F ] CCK-8 St 6 I 4 4 5 R
71, Transwell FIRIR S8 A0 MT 2 A2 78RE 1T, Western blot Kl A& 8 /K28 4k . 858 : GEO Ml GEPTA £dis FEAE W5 B
AR Hr 25 1 s , ZDHHCY 75 NSCLC H 2 rh g 55 A 408 2 T , I HL ZDHHCO R ik it 55 5B 1 Joii A A7 3 M 56 (P <
0.01) . iR ZDHHCY J5 , H1703 F1l A549 i B 38 5 1% 7 1 25 F B, [WI 2 28 FLT B 68 00 52 2401, JF H % ZDHHC R
NSCLC 4N iR A B OGS 12 15K T 4518 : ZDHHCO 1 fEiE i 4 NSCLC 41N R & i A2 iE NSCLC 40 M () 34 4 1T
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ZDHHC9 regulates the proliferation, migration and invasion of non-small cell lung cancer
ZHOU Rong,GAO Chenzi,ZHAO Tingfeng,GU Yao, WANG Qian’

Key Laboratory of Rare Metabolic Disease, Department of Molecular Biology and Biochemistry, Nanjing Medical
University ,the Key Laboratory of Human Functional Genomics of Jiangsu Province , Nanjing 211166, China

[Abstract] Objective: To investigate the expression and prognosis of zinc finger DHHC-type containing 9(ZDHHC9)in non-small
cell lung cancer(NSCLC)and explore its effect and mechanism on the proliferation , migration and invasion of NSCLC cells. Methods:
The expressions of ZDHHC9 in NSCLC and its relationship with prognosis were analyzed by NCBI GEO datasets and Gene Expression
Profiling Interactive Analysis (GEPIA ) database. The expression levels of ZDHHCY in normal bronchial epithelial cell line (16HBE)
and NSCLC cell lines (A549, H1299, H1703 ) were detected by real-time qPCR. ZDHHC9 was knocked down by siRNA in H1703 and
A549 cell lines. Cell proliferation was detected by CCK-8 assay. Cell migration and invasion were detected by transwell and scratch
assay, and the indicated protein levels were detected by Western blot. Results: The results of GEO datasets and GEPIA data analysis
showed that ZDHHC9 was significantly increased in NSCLC tissues compared with para-cancer tissues, and the expression level of
ZDHHCY correlated with disease-free survival of patients by GEPIA data analysis (P < 0.01). The proliferation activity of H1703 and
A549 cells was significantly decreased following ZDHHC9 knockdown. Compared with control, inhibition of ZDHHC9 in both H1703
and A549 cells displayed significant decreases in the migratory and invasive abilities assessed by the wound healing and transwell
assays. Of note, ZDHHCO knocking down decreased the protein levels of key fatty acid synthesis enzymes in NSCLC cells. Conclusion:
ZDHHC9 may promote proliferation, migration and invasion of NSCLC cells by regulating fatty acid synthesis.
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AT A SR il 98 04 & 905 % H 25 4, AR P WHO
Prs e IS ML SE 11, 2018 478 b il 48 £ 4 200 77
) (5 R 191 1.6 % ) F1 1 769 J7 451 fifi e 5T T~ 1]
(T IIEFET R 18.4% ) , st 24> BRIRAAE
HACHEAERY . YEFE, 20204, H E il &
I 19 S K29 82 T, i 1 hy i UL R T o
W EREIE AL T R A9 23.8% Y, Il I, 24 90% J2:
AE /N B AT 9 (non-small cell lung cancer, NSCLC) ,
AAERAREA TR 2E . 7R K 204F B 41X NSCLC
(4 43~ B0 )7 0 RN B 87 1k i 4 & T NSCLC 1Y
TR EE T 250 1 B2 T NSCLC [ 7
RRAARRED, B, F— 55 NSCLC &4 &
JRAH A REIE R, 438 0 & i HL ] FINA Y7 a
HAEFEEZ L,

FRRE LA 2R K BN 7R GE 248 161
T PRI ) 368 o At s A A8 1 28 2 11 P e 2
MREREL b, 2 — 2 AT TAEW IR N B (AT
1B IE B IR 2, AR B 1 B A s A
SRR E YRS AR B AR EEEN, 2 51
AW R AR AL Y B T AR 1 ST
H 5 R Tl (protein acyltransferase, PAT) Ik, &H
DHHC (Asp-His-His-Cys) ¥ 41l , it LA Fx i DHHC -
PAT. W T DHHC 27 IE BUEF 8 S5 1k, R 1 4 i
i3k L fifg 1t L [ Bk oM 44§ DHHC (ZDHHC) . BB &
B 24 F A\JS ZDHHC L[, fi 44 0 ZDHHC1~24, £5
R e Ak 8 o P AL BLR AT . 55— 20 & DHHC 227
rh ) 2 D 2 R T B AR I AR - Co A Y el IR
Ak, T B IBE S 1 Tl 4R, 3 — 2038 % B R 1 A T
o 55 RS R IR SE IR A e B B R A R )
TR R s 1

R 18 22 () it 5% 2 W 2 A 5 2R 1 BT e
AL AT G, AN BRI YL  PH 28 RPN | SR  J
i 9ga 114 2 2 ok B0 ZDHHC BETE g v i 4 1 -+
Iy ZR IR BRI FT AR, DR A R 4
K JEAMEREY . BT A ZDHHC2
fRERIL, I 5k GRS OC , 70 e R 1k /N B 46
B B g A o, S B ZDHHC2 2238 841K, PR Ut
ZDHHC2 °] LI A g il B . ZDHHC s m]
DIl —Fisa 85 1, 1 ZDHHC 11 7EE /N it 98
RO 5 S e ek LR A TY I, 18
PR TR A A b, R K9 ZDHHCS $ 7R 38 25 1Y
Tl , 1 ZDHHCS A3 2235 e g il 2 11 pS3 12X
FEEARIR ) . ZDHHCY J2 ZDHHC i h il — 5t
5T 2 I HGE i R AR AL B A Ve S LB B

e FIT P I A REAE A 1 JEAH G, (HZDHHCO 78
i3 , 45 ) & NSCLC & A= & J v (AR FH g AN 2
AWFFRARZE T ZDHHCY 2 X NSCLC 4 i35 i
R ZE M2, JE T H AT BRI HLE] , >4 NSCLC
(YR YT SR AT A SEUES .

1 #RFAE

1.1 A

1EH A TR 4 3 16HBE Fi NSCLC 41 fifg
#(A549 H1299 H1703) ¥y [ L rh E R B A=
Yk 5 A AR P2 E o r , AR SCER = AR AT

DMEM }5 553 G4 15 (GIBCO /A w] L, £ ) ;
TRIzol Reagent &L RNA #2G5]  g Fi/& Lipofectamine
2000 (Invitrogen /A ] , 9 [F ) ; HiScript I RT Super-
Mix 1% 7% 5 35 & . AceQ qPCR SYBR Green Master
(P B MERE AR R A BR A F) ) 5 CCK8 3R &5 (I
334 7 K ) s CALNEXIN Hi & (ENZO A Al , £ ) 5
FASN {14 (10624-2-AP, I Proteintech) ; ACC 3
K (#3662, CST A ], [ ) ; ACLY Hifk (sc-517267,
Santa Cruz/A 7, FEH ) ; HRP-2EPL B =Pt (Jackson 2
Al, 2 H); ECL &Gl ( L RER) ; 519 s
FEHA BRA 7A R, T4 RNA (SiRNA) 7 M i 856
AR A FRA R
12 7%
1.2.1  Zaffss fofe siRNA 45 4

A549 (H1703 48 L S I 1T 10% i 48 103 Bt
He P ELH R Y B DMEM 15 55 35 7E 37 °C 5%
CO A SR . AL F X E A KA 4L,
{6l 20 e 55 35 3] 6 10* 4N/ mL, 4% 2 mLALEF 20 s T
YRR T AR H A0 R ) 80% ~90 9% ] fiff
H Lipofectamine 2000 $4 & 5 B 5 #E 1745 4L

# 1) ZDHHCO [ siRNA [ 51 411°F + siZDHHCO-
1:5'-GGAACACCTTTTGCTGTGA-3' ; siZDHHC9-2:
5'-CTACAGCCATGGCAATATT-3' ;siZDHHC9-3:5'-
CGCCTCGTATCAAGAATTT-3'
1.2.2  RNA#BFe %02 2 PCR

A 200 i i R S 5 % J 1 A0 L 4 FH TR1zol 3K
F = Ui B A5 HE U RNA, —80 CARAF & o 4
e300 2 53355 & HiScript I RT SuperMix 156 BH 4 i#F
1T cDNA & 1%, FH AceQ qPCR SYBR Green Master i
FEAI A IR L TR, L B-actin /E NS IR

PCR 451195 CHAEYE, 10 min; 95 CAEME, 15 55
60 CiR K ZEf, 60 s; fEH 40 K. 272 FILHTF
RNA KRB 50T 51975140  : ZDHHCY |
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519 .5 -CCCAGGCAGGAACACCTTTT-3"; FiiF5]
H.5' -CCGAGGAATCACTCCAGGG-3' ; B-actin |1}
5314 :5'-TGGAATCCTGTGGCATCCATGAAAC-3"; F
W55 14:5'-TAAAACGCAGCTCAGTAACAGTCCG-3',
123 @f’&k § 3% Western blot

2 A i A3 S RIPA 247 %, FH 40 B )
YA 543 T A 1.5 mL EP45 1,4 °C 12 000 r/min
B0 10 min, /N EFS B E S —EEPE T A BCA
P AT R B IE 5 7R AR R P Sx B
2 WL, TR AT B DA 95 °C 42 JB ¥ 10 min, ff AF
T-80 CIKAE .

Western blot: J] 8% SDS-PAGE JRi#EA740 55, 3f:
% 3| PVDF I I, I 1 TBST buffer (10 mmol/L.
Tris, 150 mmol/L NaCl, 0.1% Tween-20, pH 7.2~7.6)
BC i %) SR BE WOR AR AT 1 h, SR 5 I AFH R
4 CHFE R, TBST PRI , I A HRPARIC —Hi s I
W 1 h, S5 HECL 206G A, H Image J XT
ST AT K EE 30T TR AR IR AR XS R IR B
1.2.4 #mff CCK-8 3874 52 1

WSO Ak 3L 50 55 %) 240 2 A, T A AR EE A 7 4
Jif 3%, 23 H B ) A 2 000 /~/mL 20 i ) 200 i
LA A 96 FLA T, AL 100 Wi, P 10 wL AR EY
CCK-8(Cell Counting Kit-8) i fin A 2|4 4~FLH .
37 CHREYE IR 1 h, B 45 55 JE 20 AR A Bl b
I RET 10 s, 28 SI7E 450 nm F1 690 nm 2 IF11
AT ) 1 B
1.2.5 Transwell 5% 3

WAL 40T 1.5 mL EP45 1,1 500 1/min
B0 S min, FHEHE TG I B 92 08 2~3 K, H 1 mL
e W TG LT 5 5 2 R A TR A0 5 P 2R A A 7 i
B, KA (5310 A T RS 52 50 5 1< 10° -4
M AR 28 5256 INAE Transwell /N {9 1E 5 (i
TR 7852 Y0 B AE Transwell /NS 7 oindE i) ,
JINE R R I 32 A 500 WL 20% B I 775 % 35 2
v, BEFR24 hE AR L BRI AR AR 4
o S 25 B ISR A T 20 B 1 22 30 min, FFFHES &
88 /N 2 IS BB 0 40 L AT 60 min Y, f )5 H
ddH,O ¥ ¥k 338 , AT, FIE] B B s X /INE IR Y
YA TR BT TR AR A A A G A T e
1.2.6 XRER

TE 6 FLAR YIS B34 K1) 6 St 2 Bt i K 4t it
MRAEFL 2x10° AR BB T 6 FLAR H , I B S 43 31 e
YAR /N RNA . 48 h )5 10 pL ek 7E 6 £L
i Rl 3 4 e 2 R ARIE S 2 I e AR 5 ) o

PBS W 5 07 A 200 A, R 2 e R AR (L ) DX HL
Vi — AR R VR R AR A5, WLEE 24~48 h, JH REAR
Hlacsgth H @& miE .
1.3 %t 5Fs&k

S K5 K F Graphpad Prism 8.0 4t 114k 14 1%
et ot . LR s R DI E AR 2 (3 +
$)FR o X PLH AN HEAE A 1 ¢ A 90 e i o S 7
HA G245 X, ANOVA B 2y 2450 My itk
T2 . RSB A 3K, P < 0.05 8
ZRAGIEE L.

2 # R

2.1 ZDHHCO 2 3k /)~ 2 I At 5 20 22 Ao 2 i & P R
KPS F

B, kA 5 B3 R TE NCBI datasets GEO
B4 PE (GSE31210) 3 At 1 i did s PRASE A FE
il 2 ZUREAR , 25 S W 5 1 F Bl 4L 8UAH EE , ZDHHCO
TEFREIGR R W T AL I B, I M Berh k&I
(P<0.0001,E1A), A T i#F—L % ZDHHCY 7F
E BB il 4 29 40 i A NSCLC 41 it 1) 3k 7K 37
FETAFAEIREZE S A 3 Fl NSCLC 4 i R (A549
H1299 H1703) " ZDHHCO AHX} T 3 <4 b iz 4 iy
(16HBE) iy 155, & B ZDHHCO 7 3 Ff NSCLC 41
Jia Z rp 43R THE (P < 0.001, & 1B) .
2.2 ZDHHCY &k K -F I+ 3 5 3 /) dm oAb 5 TR
RRABRK

i@ 1f GEPIA ¥ 3 (http: //gepia.cancer - pku.cn/)
ST ZDHHCO 3235 5 NSCLC B E TR i R R
450 78 ZDHHCY 323K & 5 NSCLC S AEfE A
#Z 5 (K 2A) , {55 NSCLC iy LR AE A7 A 2%
5t ,ZDHHCY i £ ikl i Fil J5 5 K TRk 4l
(HR=1.4,P=0.008 5,12B), LI F£55%M ZDHHCY
TENTE B T 2R A B 1 T H K- 5 NSCLC
BE TG A B2 VI
2.3 3 ZDHHCO #7413 /)~ 2m feu fii 5 4m AEL 3G 74

HTIRAT fi# ZDHHCY 18 NSCLC & 4= % Jé vh
BV FH , 396 2 A NSCLC 4l R H1703 A1 A549, 15611
3 % 3L RNA(siZDHHCO) #E4 7 #if% , Real-time ¢PCR
I UEREACE . R THL)E , ZDHHCY 1) mRNA 7K
SR HE 4 247 B J B A (P < 0.01, P < 0.001, [ 3A
B). JEZRRMTEHE siZDHHC-2 FF AR ESLE . N
i 2 ZDHHCO X 21 M348 it , A CCK 8 7246
T ZDHHCY i F 5 A B XG TS ), 45 R W], i
ZDHHCO fig W Z 0 H1703 48 (& 3C) Fll A549 4
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A: 53T GEO DataSets il RER AU (GSE31210) H1 ZDHHCY
TENGRS 8 T AL T BB B 9335 5k B: 16HBE ,A549 \H1299 .,
H1703 i gk ZDHHCO 1) mRNA 7KF-(n=3) . 5 1E % 415 16HBE Lk
&,"P <0.001,”P < 0.000 1,

E1 ZDHHCY 7E /N0 B B 72 46 LR FO 4 B = Hh R GA 7K
i
Figure 1 The expression level of ZDHHCY9 was increased

in non-small cell lung cancer tissues and cell lines

([ 3D) 3458 TS 71 (P < 0.05)
2.4 S ZDHHCO 49 4] 3F /)~ 4w e A 5 2m 6L 69 i 4%
FolZ %

T W58 ZDHHCO 2 75 5% il NSCLC 2 Jfd ) i
BARZE, 1 e AR SC 5 A T ZDHHC w5
[ NSCLC 4l . 255 3R 01, 7F H1703 4fi it (& 4A)
1 A549 4 i (18] 4B) th ZDHHC 1Y 2635 7K - FEAL S
KPR 5 F A G 2218, R A% ZDHHCY J5 2540
il NSCLC 4 jfa i¥)iE#% . 42 T K, R H Transwell 5255
et — 2RI . 38 i W EEH 74 3] Transwell /N % J5E
) 20 it Fe AT & B ZDHHCO 2k [R5
H1703 40 ([ 4C  E) F1 A549 40 (8 4D F) &
RS FR 22 0% H B /b, 2 BH A% ZDHHC J5
AT A NSCLC 40 i Ry 7% i 28 .

2.5  SMEZDHHCO 4745 Bg o B2 A %, 55 42 B 4 A

J T HE— R 5% ZDHHCO i #F NSCLC 4t ity 384

0 SO 100 150 200 250
W)
1T hitp: //gepia.cancer-pku.cn/35 FE ZDHHCY 357K -5 fili
PR SRR (A) RO A3 (B) IR . ZDHHCY 23k 1 i
BAATW AL R ZDHHCO SR A I B B (R
E2 ZDHHCYFRiX/KFEHTSIE/NAREIGETEARERX

Figure 2 Increased ZDHHCY expression is associated

with poor prognosis in non-small cell lung cancer

B 2R IHLEL, FIFH TCCA £ 455 8 35 i

I K 4E H 4 43 M7 (gene set enrichment analys1s,
GSEA) , 4558 7% ZDHHCO 323k 5 R i X8 X ig
IR A B IEAHSE (B SA B, P < 0.01), iF—2 1
H1703 41 i v i B ZDHHCO J , Kl 3 4 i 105 12 &
YOG B B 7 12 & B (fatty acid synthase, FAS) |
L BREE Bl A B2 AL il (acetyl CoA carboxylase, ACC) .
ATP FPAE R 54 f#% I (ATP citrate lyase, ACLY ) F 25 H
FRAAb, SR EoR, 5%t AU G, ZDHHCO FiR%
I NG 077 TR 5 S O B il 1Y) 2 8 7K - 4 1 35 I ([
5C.D,P <0.05), #&/r ZDHHCO 7] fig i ik I 2 g s
R4 A CISHIE HE NSCLC ZH it (R 28 1T 4%

304 i

BT B G T R T A D) RE Y G B
AR e AN e 3 S O R AR OC Y £ 1 o
FJr iR et IR R , = B0R A A 52 0 3
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A 15 B 15 C . D .
<Z): i é it 03 ~-siNC 0.8 ~-siNC stk
E 410 E410 E  |*siZDHHCY £ |*siZDHHCY
[=)) .1’4.% o)) .i.Heé < 0.2 % kK o EEEES
Z %05 =205 = ¢ s €04
T = otk T m HEE ek o =4
=g EEE =< = 0.1 202
Sl ALl Sl IMem 2 o
O 0N 0l 0P O 0N 0 0P o (S
e\%‘\x@ \,‘\x@\*\@ e\%‘\x@ \,‘\x@\*@ 0h24h 48h 72h 96 h 0h24h 48h72h 96 h
EONMEAE (Y EUNEAE (Y

A B: ¥ ZDHHCY /N T4 RNA (siZDHHC9) , 43 5Kl H1703 2 i (A) F1 A549 4 Jifd (B) th ZDHHCO ) mRNA 7K ; . D : CCK8 {2 46 ]
ZDHHCY R 5 H1703 40 (C) AN AS49 A (D) BYIFEAE ST . S siNCALELEE, P < 0.05,7P <0.01,""P < 0.001, P < 0.000 1(n=3),
3 RiFE ZDHHCY #M ) 35N B it e 40 R 5
Figure 3 Knockdown of ZDHHCY inhibits NSCLC cells proliferation

A H1703 B A549
siNC siZDHHCY $iNC $iZDHHCY

D A549

siNC siZDHHC9 siNC siZDHHC9

®
i

)

I%

¥ CIsiNC

200 1mm 5iZDHHCY
zz 150
&
2100

F 50

0

7% b
B GiZDHHCO J W AR, FEAT IS 225230/ . A B H1703 41 (A) T A549 £t (B) Hh B4R RIS 5256 (x100) 3 €D 75 H1703 2L (C) il
A549 41 (D) H Y Transwell S5 (x200) s E F: H1703 20 (B) DLz A549 41t (F) iR AR 2850 H 955+, 5 siNC4LIb#E, P < 0.01,7P < 0.001,
P <0.000 1(n=3),
4 EEF ZDHHCY %I NSCLC 4Bk I Fni2 224k
Figure 4 Knockdown of ZDHHCY inhibits the migration and invasion of NSCLC cells
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g - N NES=1.523 S NES=2.021 ACC ™= ==
5 1 - . 064 = == 280 kD:
s 931 AN Pad=0.000 | & 061 S Padi=0.009 . a
g 029/ . FDR=0.007 | % 41 | " FDR=0.008 ACLY " - - o e o 132 kDa
E o1+ . g
f—f 0 \ . . é) 024 N FASN ™ & & o o & 272kDa
= B b ity # e "-\\\
= \»\ [ 5 S| CALNEXIN e o o = () ),
0.1 -‘w’/ = 04 ) o)
< o b 0.15 CsiNC
E 5 o 1 siZDHHCY
T 5.0 T 5.0 K st
£ i E i :
2 25 5 25 #0.10 *
= 0 = 0 = N
T 257 T 257 = 0.05 *
g -5.07 T T T % =5.07 T T T gl
= 0 10000 20000 30000 = 0 10000 20000 30000 o 0 I I I
Rank in Ordered Dataset Rank in Ordered Dataset ACC ACLY FASN

A B 7E TCGA B 4E thxf ZDHHCO #47 GSEA 4347 ; C.D : Western blot #6:1ll ZDHHCO #ikF5J5 H1703 NS 115 2 -& i 64 il 11K M

HOMTAE R, 5 siNCAL AL, P < 0.05(n=3),
5

RtPE ZDHHCY MRS AR ER & AL X SR BB AT R 1%

Figure 5 Knockdown of ZDHHCY inhibits the expression of key enzymes in fatty acid synthesis

i o AR RS B AL S WA e Bk R
bz FZALRBR AL . P GEBEAL R SO AR
PR e AL 2 f i LR B BB AR S
AR 1A Ak 7E 3R 2 AR K TR 32 4K (epidermal
growth factor receptor, EGFR) \RAS £ [H (ratsarcoma,,
RAS) . 4l it 72 )3 7% 58 1= - L & 1 (programmed cell
death 1 ligand 1, PD-L1) 4 Z R [Jfg #H A5 5 38 %
rhol =R L 52w I 0 R AR R R RINR T AR
W MOk Z 9 EHE 2 B ZDHHC Z% AR 5 5%
g 4 % AR FTR B L 0 - ZDHHC2 B9 3% 35 sk /b 5
W 9 T A KA 56 s ZDHHCT A ZDHHC22 4 5
B e BB £ T R 0 L M 55 T S 1/2 (exctra-
cellularregulatedkinase1/2 , ERK1/2 ) M\ fij fi i#F 514988
g 1TR T R

ZDHHCO MBS M i — 0, 2
HEFR ZDHHCY 5 e K A R UIAR G, ZDHHCO
I T B0 I OB B0 JE R RAS el ot Ao /D
TR 14 105 4 Jre ™ 5 38 gk R e 98 7% ZDHHCO
U055 PD-L1 AR R IEL , 7T {57 2L AR 6 4 B X T 48 5
P R, DA TG 0 7] e g AR KT ZDHHCO A 3 1Y
GLUT A5 e Pt A 41 78 JS2 Joia - 290 el 9 3 1% e 0 v 9
1, {H ZDHHCO Fl NSCLC [ ¢ 5 A7 Hi238 .
AWF5EIE 1 GEO ¥4l i & ¥ ZDHHCY 7 NSCLC 41
glrh gk B T JF it GEPIA Bl &
PR IR S B O AR AP R UG, #1278 ZDHHCY
A AES 5 NSCLC RAE R . AWF5E 45 0L /R a%
ZDHHCY, 7T LA NSCLC 2 Jitd i) 38 7 | 3246 Al =
78, 3k B2EIS 5 2 {i ZDHHCO 78 HAt ik g rh e 4 o
JifJeg e A e e W &5 e A — 3K, $2 718 ZDHHCY 7

NSCLC [ &A= B b RAEEH

AR T A 2 R A Y R AR 2 — o I AR A
J A Al AL B fb S SE R AR S AR Ak |
L 1) 41 AL i B 2 I B IR B R R > BB DT R AR
WHE R i A v 0 B2 AR 4, AN 1E 4l
A e e ELA E R S, i X e A A
K SR HAHEEAEM . MR, 2 A FE i e
FE R ZDHHCA 1 ZDHHCS 43 B 7E 125 /R B4 F 28
fit 5 B | X Big W7 R %% o7 T (fatty acid translocase,
CD36) FATFAMRIE A B4 , I 4E4F CD36 1Y B i
P AR RS TE " BRIDTR A A
LIRSS A R T - R B RS R RS AR O,
Jitides FLARIES (TS BRE OSBRI R & AR
TR R BE TR A R R 0 G R il
W FAS . ACC . ACLY %5 5 W8 i) A& Jé ] Re A %% DMK
o RS A A TEDN S SRR S AR A AR R, 25 |
RV I AR I A 56 3 PR T %o 7 8 2 17 £ 4 4 A e T
PTG EE R A, mllR ZDHHCO 5 g 5
PR A IO S 0k 1 35 T 1, $/R ZDHHCO 1] (B 38
i S 5 R NR R & B, 514 NSCLC 4 i AR i &
i, NI AE DE HAE TR AR 28, (H ELRDLH A 5
iE— IR ARG .

ZE LT AW ST & B i ZDHHCY R4 4l
NSCLC 2}l 2 H1703 F1 A549 [ 3458 TR FIiZ 22,
ZDHHCO 7] fig 2 i< A 2 g , 028 B 5 1R 75 B
25 NSCLC 1y &A= & J'é , MiR5E NSCLC B0
ML )y 7 AL T8 A e AR
[ &= k]
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