- 722 - BEMERG 245 2025 45 6 55 24 555 6 81 Chin ] Diffic and Compl Cas, June 2025, Vol.24,No.6

N —F -
[DOI] 10.3969 / j.issn.1671-6450.2025.06.016 1/[3%

Il R

HiF PR s 4H 41k CPT1A . PDPK1 #£iAk 5 I jZ 8] i

i?%él‘]?l‘ﬁﬂéf Ll R 72 X

IR IS 5 N

HETH . PV ARFLAE 4 % B H (2023-JC-ZD-60)
YEREFAAL: 710000 BV VH 22T A RIS e/ 78 22 T 45 DU I Bt/ P AL R 2 B N BRI e WA PR A MR
WAEIEE . £ %, E-mail ;272567593@ qq.com

(# ZE] B8 WFRArs I A 2 AR I B B 8 1A (CPTLIA) | 3-8 MR L Bt 40 1k 2 1 I 1
(PDPK1) ik R H 5 B B FE 40 (EMT) MAHSCHE RIG IR & L, ik 288 2019 4F 1 A—2021 4F 12 AT A
B 2 B i JRAMNBHISCIA B AT B B8 S 110 B, SERTHEOE 2 i PCR AT 41 2R 55 41 41 CPT1A \PDPK1 K& EMT
FEA [ Twist \E #5558 (E-cad) N 5% K (N-cad) ] mRNA FiAKF, iz 41 LA 2141 CPT1A \PDPK1 2 F /K
Pearson fHOCHHSY CPT1IA PDPK1 mRNA 5 EMT & i 4H 3¢ 7% ; Kaplan-Meier [t 284317 CPT1A \PDPK1 £ FH K- X Hif
S e SR AR TS W 2 R Cox MIAAFIRIFIMUE B E TG EWMEER, FR  SmrHguUbE mas
CPTIA ,PDPKI Twist N-cad mRNA F3A T}, E-cad mRNA 235 F&A% (+/P = 37.485/<0.001 ,42.555/<0.001 ,41.666/ <
0.001.33.161/<0.001 ,37.382/<0.001 ) ; A5 Jf i R & e 2H 21+ CPT1A .PDPK1 mRNA 43515 Twist N-cad mRNA ik
EIEA, 5 E-cad mRNA 254056 (CPT1A :r/P=0.722/<0.001 ,0.630/<0.001 ,~0.712/<0.001 ; PDPK1:r/P=0.651/<
0.001.0.643/<0.001 ,—0.730/<0.001) ; 5 & 2H 21 rh CPT1A PDPK1 & BHTEZR N 70.91% (78/110) .65.45% ( 72/
110) , = s 8L 5.45% (6/110) ,6.36% (7/110) (x>/P =99.832/<0.001,52.011/<0.001) ; TNM 43 # T3a H#i,
Gleason P-43>7 43 HG 51 I FR E R 414U CPTIA \PDPKI # I FHIER & T TNM 508 T1 ~2 ] Gleason 174> <7 43

H) % (CPT1A: x2/P =9.870/0.002 ,7.405/0.007, PDPK1: x2/P = 13.062/<0.001 ,12.351/<0.001) ; CPT1A B4
PDPK1 PAPELL 3 4 T0 iE J& A= 42 4 3 h 51.28% (40/78) .48.61% (35/72) , A& F CPT1A FH4:40  PDPK1 FHPE 411
81.25%(26/32) .81.58%(31/38) ( Log-rank x> =7.845 .10.980, P=0.005 .0.001) ; TNM 433} T3a #] . Gleason $#-43>7 43,
CPT1A FAYE . PDPK1 FH S 5 M iy 51 B i 28 4 WU A FE B RV [ HR(95%C1) = 1.324(1.074 ~1.633) ,1.370( 1.092 ~
1.720),1.326(1.077~1.632) ,1.301(1.110~1.525) ], £ TiFIEH L CPT1A PDPKI ik T1& , 5 EMT %R
FE IR BT AHICE P 2 R S I A 4
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[ Abstract] Objective To study the expression of carnitine palmitoyltransferase 1A (CPT1A) and 3-phosphoinositide
dependent protein kinase 1 (PDPK1) in prostate cancer and its correlation with epithelial mesenchymal transition (EMT) and
its clinical significance. Method: A total of 110 patients with prostate cancer treated in the Department of Urology of Xi‘an Peo-
ple s Hospital (Xi‘an Fourth Hospital / Northwest University Affiliated People ‘s Hospital) from January 2019 to December
2021 were selected. The expression levels of CPT1 A mRNA, PDPK1 mRNA and EMT genes[ Twist, E-cadherin ( E-cad) ,
N-cadherin ( N-cad ) ] mRNA in tissues were detected by real-time fluorescence quantitative PCR. Pearson correlation was
used to study the correlation between CPT1 A mRNA, PDPK1 mRNA and EMT gene; the expression of CPT1 A and PDPK1
protein was detected by immunohistochemistry; the effect of CPT1A and PDPK1 protein expression on the prognosis of prostate

cancer was statistically analyzed.Results Compared with the adjacent tissues, the expression of CPT1A mRNA, PDPK1 mR-
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NA, Twist mRNA, N-cad mRNA in cancer tissues was higher, and the expression of E-cad mRNA was lower ( /P =37.485/<
0.001,42.555/<0.001,41.666/<0.001,33.161/<0.001,37.382/<0.001 ) ; the expression of CPTIA mRNA and PDPKI mR-
NA in prostate cancer was positively correlated with the expression of EMT gene Twist mRNA and N-cad mRNA ( r=0.722,0.
630;0.651,0.643,all P<0.001), and negatively correlated with E-cad mRNA ( r=-0.712,-0.730, all P<0.001) ; the posi-
tive rates of CPT1A and PDPKI protein in prostate cancer tissues were 70.91% (78 / 110) and 65.45% (72 / 110), which
were higher than those in adjacent tissues 5.45% (6 / 110) and 6.36% (7 / 110) ( X>*=99.832, 52.011, all P<0.001) ; the
positive rates of CPT1 A and PDPKI1 protein in prostate cancer tissues with T3 a stage and Gleason score > 7 were increased
( X*/P=9.870/0.002,7.405/0.007 ;13.062/<0.001, 12.351/<0.001 ) . The 3-year progression-free survival rates of CPTIA
positive group and PDPKI positive group were 51.28% (40 / 78) and 48.61% (35 / 72), respectively, which were lower
than 81.25 % (26 / 32) and 81.58% (31/38) of CPT1A negative group and PDPK1 negative group ( Log-rank X*=7.845,
10.980,P=0.005,0.001) .CPT1 A positive, PDPKI1 positive, T3 a stage and Gleason score > 7 were risk factors affecting the
prognosis of prostate cancer[ OR(95%CI)= 1.326(1.077-1.632) ,1.301(1.110-1.525),1.324(1.074-1.633) ,1.370( 1.092

-1.720) ].Conclusion The expression of CPT1 A and PDPK1 in prostate cancer is increased, which is positively correlated

<723 -

with the expression of EMT gene, and is a tumor marker for evaluating the prognosis of prostate cancer.
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AERH I A0 N B 4 BRSSPI AR Y 14.1%
AL 6.8%" ", HITFI BRI TR ALAE AR L4 4 W
RIT RBOT S R TS AR R 22 7
TR B A 8 6 7% % i 1A ( carnitine palmitoyltransferase
1A, CPTIA) J2: A 4 1 1 e 18 30 20 A pAy JBE £ O e
i, 25 K4 B i R 00 2 b i S fk ad F2) B gT R
W1, B9 s rh CPTIA AY3R 3K 1 R R £ 1 5 20 Jfd 1)
T 51258, TG PG 2 TR 3-8 L
PEAR RS P T 1 T 1 (3-phosphoinositide dependent pro-
tein kinase 1,PDPK1) ELA 3-B R AR 1 8 1 I i
P, HABOS 4 N R 52 R A5 S i, 8 4 N A 5
e, MRS RWD, R | P B h PDPK 1Y
1A RE E IR BT TR A U 2 3Rk, (2t IR
B N GERS . bR IB] B 4K (epithelial mesenchymal tran-
sition, EMT) & 41l 322k |- f¢ FEIRRRAE , RAF1E AL BE )
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1.1 WERZEORE  BEEL 2019 4F 1 H—2021 4F 12 A7
N REEBE W JRAMRHISCIA 14 113 i 8 F8 5 110 1],
A 38~80(64.25+8.17) & ;i 7~60(16.71+7.20) d;
AR 34 0, BEIRAG 12 61, TNM 43038 T1~2 1
64 5|, T3a H 46 il ; 5 B 5394 ; Gleason PF43 <7 43
50 14, Gleason W-43>7 43 # 60 17 ; SLHi 51 B4R 5 B
(PSA) :<20 pg/L 67 i, =20 wg/L 43 ;WA 5 34
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1.2 SROIEREbRAE (1) GASRHE: DL A S5 7 BRIE
SRR A s @R G B2 AR YT ; QI IR 7Tk
SR @IRETCHULI TIRYT . (2) HEBRARE: DA I H
ffbsed s @& Iz e O ek T REAN 4 ek
JFIfEA 4 A IR M R G BN ; DN 3 M1 #]
e

1.3 SIFEbRS5 ik

1.3.1 CPT1A .PDPK1 } EMT JEH mRNA FRik0 .
U o1 g 4 SV 52 21 2145 50 mg, A P | R
JH TRIzol H:HEHUZH 21 5 RNA, /0 6L (5
FEER KA ], Narodrop2000) il £ OD,,/OD,,, FLAE =
1.8~2.0, KM% 3 H & ( H A TaKaRa 2\ ) , Ui
5 RRO4ATA) W56 18 cDNA |, T-20°C 77, (S
FE 1 PCR 1L (£ ABI /A ], StepOnePlus™ %) #4751
A9 G E B PCR [, #% SYBR@ Premix Ex Iag i
UL AE ( H AR TaKaRa 23 #], $25 RR420A) , 5l
YIF s LR A RIIFIEE ., BA R . SYBR@
Premix Ex Tag(Tli RNaseH Plus) 10 wl,PCR [ Fiif5l
¥1(10 pmol/L) % 0.4 pl, ROX Reference Dye (50 )
0.4 pl ,cDNA 2 ul,ddH,0 6.8 wl, JZi LR ; sk
(1¥%)95°C 5 min, PCR I (FEFF 40 ) 95C 30 s,
60°C 30 s, LA GAPDH AN 2,222 318 CPTIA
PDPK1 K EMT %t 4 [ Twist. N-45 %5 2 ( N-cadherin .
N-cad) .E-45 % & ( E-cadherin, E-cad) ] mRNA A% 4H X%
RKikiw, FIWFIILFE 1,
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Tab.1  Primer sequences for CPT1A, PDPK1 mRNA, and
EMT genes

57| ES 14 T4

CPTIA 5-CTGTGATACGGATCA-  5-TCCACCAAACAATAA-
GAAACCG-3” AGAGTGCT-3"

PDPK1 5-GAGAGCCACTATGGA- 5-GGAGGTCTCAACACG-
ACACCA-3” AGGT-3

Twist 5-GGATTGCCCATATCA-  5-TCCCGTAACCCTCTA-
CGTCTTT-3 GGGAATA-3’

N-cad 5-TCCAGTTGGCTTATC-  5-TCCAGAGTCCGATTG-
GTGGTG-3" ATTTTTGC-37

E-cad 5-ATCAATCGGACTCTG-  5-TCAGGGAGTAGCGCA-
GAAACGG-3” TGGT-3"

GAPDH 5-ATGCGCTACTCCCTG-  5-GTGGCACGACTCATC-
AAAGTG-3” TTGC-3"

1.3.2  CPTI1A PDPKI1 £ [ 7K P-4 . 4 9 41 2 R
S AU F ZBLE PORS K AL S5 EAT R A TR R 1
WHHLEEE ,95°C 10 min, HAARHE, H 3% H,0,
1215 min B JEPE S S ALY, TN 10% 112 i
T8 B A A 30 min, 36 0 C 1 45 AH 0 v B2 ( CPT1A |
PDPK1 —#ifiBE L 1:100) f)—PL (abeam 23 7],
15 ab220789 .ab52893) ,4°C MF T 1k 1%, W N — i, =
IR E 60 min, DAB AT A 5 min, I AT AR YL
W 3 min, 0. 1% Fh FRPTKE o062 5 5,0.2% 2K
RE 30 s, BAGE ISR G 3, SRADSUE B9 7 647 e
PELALTE Sy, SR J5 ARl e (s B (0 43 o, 1 4.
IRICM,2 3. M (0) B PH A 40 I 0 L B (0 43 <
5%,1 43:6% ~25%,2 53 :26% ~ 50%,3 43:51% ~
100% ) #HATVE/r P, PHITAS M, <2 4 M BATE, =
2 4y B,

1.3.3 B B B b5l s s 12 B A MU,
RIGHE 1~3 NHEAE PSA, 5 6 MH ~1 4EE ARSI
I MR 5458 W2EB5 1R MDT 3 45, Bkt
JRAAE I E OH TS R AR TE AR 5 2 IR R
§eR% FET- SR BE DTS AR

1.4 G0k (R SPSS 26.0 B A%t Bt 1748
2R BRI B R IR HE (%) o, H 3R
KRR IR BB L x+s 2R, 411A]

R 2 ESHLA AL CPTIA PDPK1 & EMT 2 mRNA 23k LK

e % A ¢ K 5 ; Pearson #H & F 55 CPT1A , PDPK1
mRNA 5 EMT 3 K A9 #H % ; i | GraphPad Prism
9.0 K f44% Kaplan-Meier 4= 7% % il CPT1A  PDPK1
FHPEZL AN B PELL A A= A7 R 2k, >R ) Log-Rank 46 56 73 #r
2 HIEST; ZHE Cox MM AT HI IR B E AR
WG HIRmRZE . P<0.05 N2ERH G35 XL,

2 &% B

2.1 JWAZURIE 44 CPT1A \PDPK1 J EMT 3
mRNA Rk LK SEFHALLR, mAaS
CPT1A .PDPKI1 . Twist, N-cad mRNA 2 i& 7+ 5, E-cad
mRNA FKIBFEIR(P<0.01) , 3K 2,

2.2 HiFIRRE 44 h CPT1A ,PDPK1 mRNA 5 EMT
B AR OCPE HT A MR i 41 20 CPTIA | PDPKI
mRNA 439 5 Twist \N-cad mRNA Fi5 2 1FAE, 5 E-
cad mRNA £ 11 41 ¢ (CPT1A: /P = 0.722/<0.001 .
0.630/<0.001 ,—0.712/<0.001 ; PDPK1:r/P = 0.651/<
0.001.,0.643/<0.001 ,-0.730/<0.001) ,

2.3 WA ZURESF A4 CPTIA (PDPK1 & /K
[L#  CPTIA PDPKI1 & A T4 R MO A
FIRREE 2R CPTIA PDPK1 & [ FHE % K 70.91%
(78/110) . 65.45% (72/110) , 43 53 &5 T i 5% £H 42 )
5.45% (6/110) . 6.36% (7/110) (x2/P = 99. 832/<
0.001.,52.011/<0.001) , W1 1.,

2.4 HiFIMERE LR CPT1A PDPKI # H /K SFEAEA
[)ilfs PR BRAFAE AP b 38 TNM 433 T3a ] . Gleason
WEor>7 41 B Hi 9 e B A 2 CPTIA \ PDPKI
FEEBHPER ST TNM 308 T1~2 ¥ Gleason TF4r <7
B ZERAGIEE L (P<0.01), L3R 3,

2.5 JELHLUh CPT1A PDPKI1 8 [ 7K %o i 1) i 9
BE TS R TS0 BE RE 110 FRE YT 3 4, S8
T 10 0, 5k 12 1], 563 22 1], 3 AE Tk AR AR R N
60.00% (66/110) . CPT1A PHH: 4 PDPK1 PHM:4 3
SETCHE R LEAE R 9N 51.28% (40/78) 48.61% (35/
72) KT CPT1A BAYEZH  PDPK1 BA 141 81.25%
(26/32) . 81.58% (31/38) ( Log-rank x> = 7. 845

10.980,P=0.005.0.001) , WL 2,

(x+s)

Tab.2 Comparison of mRNA expression of CPT1A, PDPK1, and EMT genes between adjacent and cancerous tissues

2| 1% CPT1A PDPK1 Twist N-cad E-cad
g 110 1.06+0.20 0.88+0.23 0.81+0.15 0.98+0.21 2.65+0.48
i 110 2.82+0.45 3.15+0.51 2.47+0.39 3.20£0.67 0.81£0.19
(1l 37.485 42.555 41.666 33.161 37.382
PH <0.001 <0.001 <0.001 <0.001 <0.001
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Tab.3 Comparison of differences in CPT1A and PDPK1 protein levels in prostate cancer tissues with different clinical/pathological features

g A % CPT1A FATE(n=78) X2 H PH PDPK1 Pt (n=72) X2 fH Pl
A <60 % 42 28(66.67) 0.593 0.441 23(54.76) 3.435 0.064
=60 % 68 50(73.53) 49(72.06)
WA H 34 28(82.35) 3.124 0.077 26(76.47) 2.641 0.104
o 76 50(65.79) 46(60.53)
i e g T1~2 3 64 38(59.38) 9.870 0.002 33(51.56) 13.062 <0.001
T3a 1 46 40(86.96) 39(84.78)
Gleason P43 <74y 50 29(58.00) 7.405 0.007 24(48.00) 12.351 <0.001
>7 47 60 49(81.67) 48(80.00)
AT PSA <20 pg/L 67 46(68.66) 0422 0516 41(61.19) 1.376 0.241
=20 pg/L 43 32(74.42) 31(72.09)
100
5
o
E 60
=
H 40
R
g 2
0
100
S %0
E 60
B 1 ARSI AL4L CPTIA PDPKI 28 P o d B w0
(HaE4L1L, x200) b ”
Fig.1 Comparison of CPT1A and PDPKI1 protein levels between -
prostate cancer tissue and adjacent tissue ( immunohisto- 0 1'2 2|4 3I6
chemistry, x 200) WA CAD

2.6 ZHE Cox BIHAHTHTF AR B H A R UG 1Y
AR DI e B s AN R oy AR i (1 =3
Ji&,0="RFEE) , LA TNM 4381 (T3a 1 =1,T1~2 =
0) .Gleason ¥F43 (>7 43 =1,<7 4r=0) .CPT1A ( }H
PE=1,011=0) . PDPKI(FHE =1, 14 =0) A A&
HEAT Cox [BIIH 43 #7, 45 R B 7. TNM 43 8] T3a 1,
Gleason ¥43>7 43 CPT1A FH:  PDPK1 BH P 2 5 i
ISR B AN RIS B fa R 2R (P<0.01) , L3 4,
303 i

HIA B 2 0 A T RIS BRI & 10 L B s A
JieE , AR AL st FREE B HER KA
Ko HET, AT AT ARG PERT S AR VIERA |
WA RSN AT PR FIZR A7 AF (BT AT &

B 2 Kaplan-Meier [l 84341 CPT1A . PDPK1 £& FH 7K F X fii 1)
A8 F8 U A5
Kaplan-Meier curve analysis of the impact of CPT1A and
PDPKI1

Fig.2

protein levels on the prognosis of prostate

cancer patients

R4 ZPFE Cox BT HITF IR A TR 200 N R

Tab.4 Multivariate Cox regression analysis of factors influencing
the prognosis of prostate cancer patients

E BIH SEAH Wald{ P16 HR{H  95%CI
TNM 73 T3a 1 0.281 0.107 6.897 <0.001 1.324 1.074~1.633
Gleason 7F-43>7 43 0.315 0.116 7.374 <0.001 1.370 1.092~1.720
CPT1A [ 0.282 0.106 7.078 <0.001 1.326 1.077~1.632
PDPK1 B 0.263 0.081 10.542 <0.001 1.301 1.110~1.525
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AR A R SO AL RS . B RTHT S R TS DAL 32
F 4 TNM 731 Gleason 432 | IfiL¥E PSA /KV-46 G KRS
B AR R RO e K H 1 S5 AT R A IS PSA
I B AR b R, A b B AR5 Fi 5
g VLS PEAS B bR, S R e A AR T R
AR TR,

CPT1A J&—FP e T ZobiiA HM RS b 1) 1R B A% Al
Pkt R ity , A AN IO TR B B S e b AR P, 2 A i
A ZACHE . PSR, CPTIA ZERiE MK
B 4 LIk CU9R S e | il s 5k, JLRB 1Y 5 £ Bk
T A PR, O 2 AR bk L A R R R R
AWFFE R, BIF R L 2 CPT1A Rk THe, S REFE
P HAEHTH PRI 40 M 2R PC-3 RS s g —
5T eI, A5 AR A0 2R PC-3 T i Mk i IR AL [
FRER T 5 T 500 A 208 T A REAS R IR TL I s 40 i
AN S 12 FAKT A 3709 20 B Ig I3 23 i 4t
i, BUH CPTIA (3L 23k, 8 dEg an i iy s s
ARWF5E R IR, Wi %) IR 9E T CPTIA mRNA 5 EMT JE A
FIRAT K, 5 BRAT 2 2 AR A 240 i 2 55 vh A B 5 45
FAAL 2 A 5 A0 4L ZURE AR K 8 5] CPTIA %
ik EMT HEPR B9 M 3R CPT1A A fig i i fg ik
EMT #2427 g ik Jig . oA FEHLT], CPT1A fighs
S 45 1 R4 0 5 5 P F Snail , Snail BETE 5 5K 1
N-cad mRNA WA, [F]I75 5 J0 UM e , 012 1 i 4
JLR 38 B N L RS L AR BT ARIE 52, T3a 1
Gleason¥¥-43>7 43 BIRTH da2H 2l CPTIA & H FHE
RIS . AP HJRR | CPTIA (45 26 15 B A% 4 fin 40 ity
W NADP+/NADPH {8, {13 B J 4H i A 107 12 S Ak ik
2 ARHE EMT B %A w20 i s fit e ve &
UM 5> W14y R T ARBFSE R, CPTIA BRI Y
HIH B J 5 PS4 22 . LRI CPT1A FHPE BT
G719 200 L P 1 2 A A g el SR T PR A ) A SR T A
FeA TR S R 0 R B-4E Ak AT 1 ik, b R A B oh
ALDH+/CD133" 12 i SV #F Z5ia fb 38 38 I, 348 528 o 9
SHLTT B P 4 W36 7 I FRBL Y | A 4 2L 0 1)
i CPTIA BRIk fEHE c-Mye M7z E AL MR,
HlR R T B2 M F 2/ 28 BE H K S AL Y 4 &R
gt , 5 AN TG PR R P A SERAE T R A T RE
B IERRE TR T )

PDPK1 2 — 7 P T 2 . g Ay, = 2 0 A 7R 2K
AT HAE A R AR A2 1) DGRl 38 2ok 410 1 7
Tl P 58 S 5 0 R, R = R RAIG B, A1 a2 440
WM WEIE R, A IR i PDPKL 3
ik F A HRERERR AL IR AKT, A2 e if 45 A= i 40

JRUSE 5 AT RS | 2 (0 005 A SE g s 7 AR
e, BT A e 41 21 PDPKI Kk THa, SRR R
FAL T H) B9 40 I DU145  PC-3 F %8 5 Ay 45 1 —
| BRITERW, BUS AR T CPTIA Y R 22k nl {2
SR TR E A 5 BRI L B, e onte 7 R
5 5 PDPKI i 8l F 454, {¢#F PDPKI mRNA [15%
SEAIER F1KF, PDPKI i — 20 30% AKT/ AW FL3h ¥
TIARE R AR (5 538 B, A1 195 40 7 % T ik 1 20
Juss > AHESE T AR 4401 PDPKT mRNA
5 EMT &K ik 4 ¢, #2758 PDPK1 n 838 i 55 511
YR EMT 37 (i E i 20 i i ek e Aot
A, i R 40 e oAb A K 7 B RERS 11 PDPKI
HFFRIA, PDPKI 3 % 5 5k P F- c-Jun 355 EMT
R SRR AT R MR 2R AR,
s PDPK1 DASE IR B AR 09 7 iz &
519 Notch1 [ [ f# , Notchl BERSILIG T IiF (5 5
PRI EMT G A2 (2 98 40 B 09 4= 28 Fn i
R ARWEIE AR K & B, T3a . Gleason P
43>7 S BIRTE AR 41409 PDPKI 8 A MR T A,
AWEFEI I, BT FRRIE P s T AZ 1R K620
A7 1 S8 SIS IR A 1 L R JR — R Ak, i — 20
5% PDPKI1 #Ui& AKT 5515 %, R 48 1 S AL g
A BUEHEREN S ME A RS, A MR 2R )
WS, ST B R Y IR AU N AR AT o
PDPK1 BHE BT H Bt H o Tl 4 25, BRAE 2= e 2
K SEARIESE PDPK 193k ¢ 1K BB AR 1 9 40 0 179 14 5
SEEERRBS" , EHHH, PDPKI BHPEF A
F1%) 955 240 R A8 O TR LI 3 9K/ AKCT 8 6 ol BB T,
FF PR SOX2 KLF4 AUk B35 -, B s 4
X DNA #3475 & 8 e A1, X ALy r 4536 97 IR PT
Hm, SEERE AR BUS >,
4 & i

2k LTk, T e 4 4% CPT1A (PDPK1 ik
T, Wi 5 EMT JE R IEBA M, 5 TNM 715
I Gleason 434G 5 Ilfs R A AT 38 5= 46 0 75 1) i o 21
21 CPT1A \PDPK1 Y235, PFAk A 51 B9 H 34 114 Tl
J&i o MHARMFFEREA AT BR , St = S0 08 L 3 ik )
LA FE  ARRRE B TT mi BE P AR AR I PR 56 4 1 7
W%,
F 28 32 A VEE 7S B JC R 25 v
e Rk AR

R ETHITR T 5, SEHERT AL AR 10 SRS A R
BRI, ST IR 18 SO0 5% T L ST R T g e, %
BT 3T SRS AR AT ST o 4R
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