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Abstract

Pancreatic cancer is a malignant tumor disease with high mortality rate, and its occurrence is re-
lated to various factors such as genes, living environment, and lifestyle. Current treatments for pan-
creatic cancer continue to evolve, but overall survival is still unsatisfactory. The ketogenic diet, a
high-ratio fat, low-carbohydrate diet that produces ketone bodies for energy supply, disrupts the
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normal way of energy supply for tumor cells, and is considered to have potential anti-tumor effects.
Therefore, this review introduces the mechanism of action and possible problems of ketogenic diet
in the treatment of pancreatic cancer, with a view to providing some reference value for clinical
treatment.
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1. 518

[ [ (pancreatic cancer, PC) & —Fi WL SEME G IR, R 2SR SR, IERE. OB, IR
W 12 RRAR A LS 1 BB PRI S5 R 3T R [L) TR A A7 KM 12%, CUN 38 S8 = KJe At T A«
T PC FHATCREAR, KINHE T2, Nz i BRORSEE N, GBIk T ERWME, &
1B N A A FE[2] . B AT, TR Z 6T PC I 3 225 By, ARH1I A ¥4 Bl AT Q75 75 4th i (Gemcitabine,
GEM)BLGEAZEE. N RFTAE FURMENESERE T 128 = B H AR G B A A7 2R [3]-[5] . HRI N 24 K
BRI FHEATEAR, REITERMARMAR6]. FILTEERBIEGHTRE, A PCIRITIEAN
R

2. £k E

A PR £ (ketogenic diet, KD) & — s IR T KB /K (b & A& 77 30, FLAE 20 el 20 4RAR, AATTH
SR NAEYEERR KA SV BIR . IRI7 LB i AR B 2R A R 2 AR A, XA S AR Ry
T DA 6T R 00 o 7E 1921 SR PR /R AR - AR (8 N ] KD AR 2R €Ik, JRAE/ L
WO AR TT T U R 2T T] . EBUR, KD MG 773, SRR SEAE — St R 1 ia 7 )
FERIEAE B8], AZRIREES T KD 1 PC iRy A RIS, LUy PC a7 S it — L3 ) s PRAIE
¥ o

3. KD ¥ PC B973

CU A B £ KB 7 B 256 21 R 6 AR T KD %F PC A« B W70 57 PC 4R 5 S R B2 R A
B, SiRE/RE KD BATBEHATT AR R AR MK T R —or 4, HBCETRTT HAR R MR A K o
18, IERA T KD BCAUT N PC HIITR4[9]. Bh4h, KD S54Ly7 k& 75 AT K /N R AEF I, Yang 1
WEFE R I KD BRE ST Al PC /NI T3 A I M IE K 5.8 RAeFH % 16 R[10]. A B FTUESE KD RIfs
VE N7 VLR o] S KN R AE AP (] . KD S8R REITICS, [FIREE FIF A AR RE K [11] o IR TAE
HRIL, PCARJEEEREH THAAR. B, B, RE%ER S EE R, B3 BRI
RAEZRRICT R, Ju BT T PC YIAJE I KD X HEm, W90 S BN KD MRk M
RE R ER IR DA & P AR, B e R T A R G0 RO R AR, X Wl BB S KD @ik B e e,
IR AR YR IE R A E K, KD 7R3 h g e see B B AR R ME[12] . M2, KD B—ih
FAhRIT FBELAIRTT PC LURAESGE PC AR5 B#H TG T H#HA — M), KD ilfER—F4ah 3%
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HE 5T s i AR RIG T PC 3448 /514 [13].
4. KD 87T PC B9#LEI 4t
4.1. KD @SR 87 PC

AN EZ LRI, BRSO 40 T B I A B A 1 7 30 AR e, Wurburg X
L2 Je 9 240 B AU P — b B AR, B R 4 e i o AR T A AR S, ER AR ML
JIF e 0 T A, 2 0 2P 17 48 O W P R 1T A 2 2R A S B IR A 1) 07 TR BRI RE B o X P AR 7 2T R
AFRHETHIPMRIA, EKFETESH L 58 S sl ) L K T Rg e K& BTl F[14]. PC
L FBE A LR L — T T4 PIBK-AKT-MTOR BB AEIE AR 3E HIF (R385, 18 55 i R i i fig
FERPBORT A L A s 55— J7 IR Raf-MEK-ERK 38 2% [ 3 5 05 P PC 40 i Hh JiRg 410 1l K -7 FBW7
MFRIA[15]; MhAME A PRI R 2358 PC MR8 RE J1[16]. A Z ALK PC /NR#EZ KD G HTHE
AR AR DGR RIA 1) N B, MERARAEHIHI[17]. KD BtA GEM (KG)[FRIFEFEK T U FEIES 2 (Hexokinase 2,
HK2) 1 3 % H- i (Glyceraldehyde-3-phosphate dehydrogenase, G3PDH) ) # ik 7K *F-. Cortez NE [IHF 7T
B NRAES KG 19T Ja 4l F PISK-AKT-MTOR. Raf-MEK-ERK @ # T i, ki) 1 s b
fift o IX LRI FEAESE KD w]d s 45 PC A B AH OCAF 5 % T 188 I 2 ol b T g A D I 110) 238 Sk 401 Wurburg
RS A0 PC A AR K KR AR B BIRE JI[18]. BEIRIG Ayt SRl i — Rl s R 38, 5—2 PC
SRR H T A LT . BB TS PCB— S B PR 2R AL o] R G4 ofiL B - v B A
R APt 2, BT T RS AR K R T 224K (Insulin like growth factor receptor, IGFR) 1A S 841 i
HEHE DA S 98 RE I N E5E[19] . PC 4 o ik i 45 B 46 Wil odt T 5 350 A Wi 5 iz 85 ) 1 (Glucose transporter 1,
GLUT1)fE PC ik, RN EMIRIRZRVEM[20] [21]. —TURRASIWE T R IR K AL SR
AL R HE R PC I XUK[22]. KD PR T %0 & BRI N iE 1 AR T PC 4Bl AR KIS, 2L
0] fe e 40 A

4.2. KD Bt iFH B R B &TT PC

Tl G LR A 2RI (Stearoyl-CoA Desaturase, SCD)7E A A 4 15160 1 1 5 R 5 AN T 1 i 07 18 ) L
HiF-fr, 7€ PC 4R bt A 1) SCD 3l i 155 BN AN 7 R 1 77 25 DL B ARG g 7 3o 480 Ak 00 11 26 1ok B
1B FE T R AE . — 77 TH KD BURER KA & 06 22 380 SCD va M A, KB /K AL &1 38U R N
Ji 55 KPR B T BRI SCD MIFRIE, 5 —J5 T N KD e R WK & w0 VR0 g 77 1R 1 5 2t T PRI
SCD fy#ik, MM amgn Mgk str:, AT RESE R i) A= [23] [24]. PC H g 4 g 4k Rl 7 FBW7 ]
DU VR A% 2R K 4A AR 1 (NRAAL)BETT ] SCD IIRIE, s 40 i (1 8R4 1 38 s b7
MEMEER, KD ik Raf-MEK-ERK @ EFIEIEIEIN T FBWT [RIE, X ABAME ML A16IT
FRAE T BT AR [25]

4.3. KD i@ ZEB S HRIBGETT PC

AL BB RE SO AR AR5 BT SRR 2 8D -7 R, e T e 240 ok A 45 4 45 T 4 2k
RIARGERIAFAETE T, TR 200 LR A IR R v 27 A R 20 BRI 1R S (ROS) (R BE M IE AR A JiE 3 the Rk
7 R 4 B 7 5 5 B SR AL LI S, iR 4 e A R IO R BT SR AL B S AR P Y
AW TG 5 R L PR S LT DLt g A, i o B AR A I T i i A B B A I [26] . Yang &
Bl KD BRG0S0 7 IR IR R, S EELRAKCT R, FLIR - B = 2R, TN T p-F2 TR
17 ARARE, ZORIPR N NADH/NAD ELGIT s, (2t 7 ROS (107 A5 48 Sitfes 4 A A0 M0, e A e 4
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BB, #i 7R AE, KD BRE T AT AR iR 40 B SR SR AR S, 90 Ay 7 i &%, i
R AR T2 BB R T A4 L 38 SR IR DA B A% B R A A BT IR B AT ) L [27] [28] .
HRIET KD GRS ANIREY) 4-F5E T /15 (4-Hydroxynonenal, 4HNE) & &= B 238 in[11], x5
Zahra A MEZ 245 R —2[9]. KD idid 5% PC 4 i S AL R =R 3] PC A AR . Al 5K
B0 IE SAE o MU PR T AT DLIE el 5 2R - F e 2 B 2 #2215 6 4k 7. 5% (Recombinant Glutamate Cysteine
Ligase, Catalytic GCLC)3: £ A P34 Jg 1 B4 43 o H K= A2 9D o 1 S 2 i S84 4 Py = AR JdE T B4 i PC X4k
I7 2 AU . GCLC FAII 77 L- T 2 9 MY 04 AV 1% (B SO) £E ML 1E 55 1) /I Bl A A B AT 3 i A7 A0OR,, 31X
i PC AT 25 MEFR A 7 — MRy J51%[29] -

4.4, KD Bt ® s fiEE 457 PC

B ERE KPC /N L FE S % B RN B KD B A 7 V67 e AR A A7 R s (K, KD
S KT E-y (Interferon-y, IFN-y) & FEFE K U IA[11]. 1FN-y 7] LS F R 2 241 24540 2% 2 3 (MRP)
T VR 7L e T 24 2 1 (BCRP) W 4% i 24 B Rl ik, P A1 i J8d 40 Jif 3 70 AL A% [30] -t v DA 3 I A1
LncRNA MACC1-AS1 1A 14 MACCL HIAE BT AKT-mTOR % 8 [ < iE ] PC 4 i 558
[31].

5. HEER RIGTT B

I J5T 0 R E 50%~80% Kl B, & —Fh 2R EEATHRLEEE, FrAER I # LA
P9 i BT /D [32] o TE SN KM PRI 1 R I PC H B B 480 B 2F T 1 FH 52 4502 57 0109 o+ ) O
FEAE, KD AT LURT I B v A AR A A S BiE f Acadl. Acaa2 53k, FETHER AR K IR SR LA & .
X T LRI R PC AR R U5 AR R R B mT e A2 — FhaE e LA ZE 48 1K T 4T 77533 IMLIE /13 6 (Inter-
leukin-6, IL-6). FHJR¥RFER T a (Tumor Necrosis Factor-a, TNF-a)fE PC Him ik, il A5 MER 24
K ST A R [34] 0 1L-6 B35 AR AR, 77 AR 4 S AR S RCIR A DA S AR B0 e BT 3R (1) 70k, G 5L A
(13 AR, TNF-o N8I ROS AL RIS T LA 8 1 R T IE 12 31 8 BB A2 I 805 [35] [36]
Cortez NE 25 AW KD Jg (97N TNF-an 1L-6 7K [ 1] 75 82 it g A e i A8 3 098 SR 1 R 2B [18]. 1B
AR BN KD 4 &5 B/ R4, H KD SRS ECRSTE T8 IR R 5
(G B, WUAAKT 0 o7 1) I B T B (377

6. B4

L5 bRk, KD W] DU R0 R A0 M e B . 40 S Sl . M E BERN . b IGFR,
HESREA RO R JRE R TS 2 PR R R FE BT PC IAEH . (HBUE I 7L 2 N R TS, KD &Ry
EL LA AR IR Thif T PC BN NI B $5 8 R A W B A FF IR TE, I8/ EER R IM R SEIRUESE . KD #
RIBEMMIERSE, NAEAT LAV B LR T F HE MAL R E, RIS M &% D e LA I A
IMARAEAL . KD X PC #4252 LA yT b o R PR 22 5%, HBLRIT R A R R T -
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