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Abstract: Both hyperlipidemic acute pancreatitis and fatty liver disease are associated with lipid metabolism disorders and are
commonly comorbid with each other in clinical practice. The pathogenesis of such comorbidity involves the interaction between
multiple factors such as hypertriglyceridemia, metabolic syndrome, obesity, and insulin resistance, and these factors may form a
vicious cycle and jointly promote disease progression. In clinical practice, hyperlipidemic acute pancreatitis is characterized by
severe disease conditions, a high incidence rate of complications, a high mortality rate, and a tendency for recurrence, and it can
easily lead to multi-organ damage and even multiple organ failure without timely treatment, posing a serious threat to the life of
patients. Starting from the various signaling pathways associated with hyperlipidemic acute pancreatitis comorbid with fatty liver
disease, this article discusses the potential molecular mechanisms of synergistic pathogenesis between hyperlipidemic acute

pancreatitis and fatty liver disease, so as to provide a reference for the early prevention and treatment of such comorbidity.
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SRR A (acute pancreatitis , AP) J2: I R 5 UL 4
T ZR G , H 32 R o ML T 2 JB £ 1 8l e RS R 2
JBERRAE L B E AL . AR, BB TR SR R AR 3 7 =K
e AR 3R R AR I E PR 20PE R R (hyperlipidemic
acute pancreatitis, HLAP) [ & Ji 8 2 B 4 [ THE#H, H
T B o RS P R R %, T 3R AP Y B KON
P20 AP ) 3 B AL S e e 3t S R
SERE SN, WA VE IR 2 1 R SR LR B i T S AR
TR XOT I R Y6 240 B 35 U5 4% , 3 7T 7% TR it 2 TR
fih 42 FER i 11 T K A S 5 T JIEL 94 JRfi £ ) 22 DAL I i
S0 3 U i A2 BEL B N T, S LR R T
WA ITEC . HLAP R FRHLEN M B 2 RN 254
Ve, 455 B AR TR (free fatty acid , FFA) T+ & JHRARTH
PEIRBRERT | S AV PN 5T I 1 334 (endoplasmic reticulum
stress , ERS) DA S S iE 2 I 380G 45, e ) S 350 Jij 41 4 43
DS RFE . HIh = AR BT BB R A 6 e R R B S
HoA 5 A 51 ) AP AHAL AT ARR 22 Y H IR al e B
HE AR B Kk Ry S ERRAE  (H LR AL B e e
IR B g, ELAT o 5 B O AR AR RS R AE R
oy Bk 5 E . o HLAP & I B8 W5 4 T 9 (fatty liver
disease, FLD ) f8. 3595 18 7] 66 06 2 ™ 5, W0 AR AE S o7 B bk
B IF R R AR A, B AP UL (A %
O KL R A ) SN HLAP B 2 HAE B 1k, 1
SN 101 O T I A R K T 15 5 < B = W S = S
=R IR S A L R HLAP B N R
A —E R E A {8 30% ~ 50% B 3 Sy o R A
RECTERE LR AR WIERIR 10% ~ 30%, .3 w5 T H
2 HLAP HAT i ek e R IRy XERE R 5
K ITRAE 22 45 A, T N AT R Rl 22 2% 1 U e R i
CEOAE, BERMFCT KRS HeAh R B E L L E
JEWEIRI e 5 AT e DL R AR 25 G Ak A5 Al AR
IR ALARS , B — 2L IR i 2 2 1 5 fa ok o

FLD S U2 S SRS , (H o 2 A P A 5
AR 2 G B A DG FLD — 43 PR P g 1 e
o R AR OC (RS P ) B D M JH9 , HLAP 45 JF FLD
ZNJGH . 16 HLAP &I FLD B, iF g BB 51 & 1Y
NEFEVE 5 S8 0 SN ) i e R R AR A3 5 5y — T T, R R
TR R A 5 P DR 1 SUARE BT PN i o ik — 2D D URR, P
HoER B AL L BUCEPETEER , R 2= a5 R
TESNS L BT LR HLA , A% 3K HLAP 43 9 FLD 1y
TWETE S FHLRIAT , 2 A Ho i (%) G R 53 12 S o3l
il , AT Ay iz 2 ) SR 305 R T SR B B AR

MIRAT fif HLAP £ JF FLD B0 AL, AHSCRT 58
A TAENG BT SAE BN S HAR B4 v e G B A
FHRE S g% . AR A, I — BRI G Ak 1) 2 1
J5 4 1 (AMP-activated protein kinase, AMPK) . #% & F
kB (nuclear factor kB, NF-«kB) %55 518 % 75 1595 41 i e
QR B S S M Sy T B BT A
1 Fl 58 X SE %05 51l B, AR HAE HLAP 5 9 FLD &
Az R Sk R o BB LA PR

1 AMPK/ESi#EK

AMPK 2 200 i A 24455 R Y- 1087 F) R 28 19 [R5,
A A0 T PR A T 5100 40 il A (ko A
AR R K TE AR, AMPK SO B0 R |
3 40 0 36 D B T AR I A A L R RE
J& 710 AMPK 0 i T $00) 2 et A R AL 1, e
B NG Wi & B, 98/ BT N g D AR, T 48 2% FLD 3 %
S A AN (E ] $000 0 5 A7 PR 5 0, 0 e e R S A 20 e 5 i
i R SR AK, TR AR T O B A 4 2 B S B e,
AMPK i AT 9 55 1B 8 2R A5 5, oo R ) SR AT, FE AR
HLAP I FLD B XU o [R] I NF-xB 528 IR A &
TERGMEAEZ R E B E AWM CER 3
(nucleotide-binding domain oligomerization domain-like
receptor family pyrin domain-containing protein 3, NLRP3)
S YEAE T B, Ul S8 AE DR AR L DA T DA I 5 T
A JAE SN . AMPK 3 B 38 1o P Une-S1HE A ST
WG 1 A W))E 3 AR AR NP R A L g L A B
T2 PR A Wk B AR A 5

e HM = ERIRAST 2 i R D 1 A T AR SR
FLD. AMPK i nl i o (6 {1 £ I A R A i 12
ok /U i 105 PR 6 S, AR e A 7 S A, T 9 U 5 T
I G g BRMERL . 72 HLAP & FLD 95 8L F o R
BRI AN AR R R AT R SRR D RE R b, S B0
i 2 OIS S IO o AMPK G 3o 3805 Une-51 4 F I IS
P 1/ 9 WA SCEE IR 1 S5 Bl B Ik g, Al RS2 4
LR R Al S5 b 20 I A 14 AR A L AT 10 T 4 R M A
B BRI IE AMPK 7T _EJE ERS b7k 4 A
150 AFRIR , G ERS KL, o 20 P9 g SR
B X — R IR R AMPK 3 B4 7E I T A 5 9 S g 7
T HAT B A, P G R ERS B AR A R
ARTFREE i i 67465

ST, AMPK 76 40 L fE i ik = I 2 5 935 g i
ARSI U7 R K SR AN A W BT S AR LR R
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FEAY . AMPK XFHE WA 5 20 B AR M EE T, =
57 HLAP & 3 FLD (1) & IR WL , 3l HA Bk iz
SRR YT WV Bl s .

2 ERS 5@ K

ERS 248 A0 7552 BN SN R | i s R &
TE 1 5 . % (unfolded protein response, UPR) , DA B
JT W 3 RS2 PN B G820 150 A L P DR 1 S B
1 200 i A R R R R AT S SR AR N, ERS T a5 3 4R 48
BAF 538 B —— WU 5 K 6 1A O RARE PN 5 1Y 08
Bl LV SRR TR 6, S sl — R B AR A W SO, T B3
BRI S Z A B, T 4E R4 N AR S S 1
WOREN S LRI LB SR 1 S 5 s Ak
X-@AGHEM 1 mRNA A X- G455 HA 1, S 500
ARG W PR 38 2ok e-Jun 220 v P EE % 2 5 A kA&
A28 3 5 U RO DA J5C 0 5 A S o B TR A LA B R
AL A PR 200 B0 18428 200 L 1 B R AR 1 S R
A [RL I b 8 5 S0 R 4, BT A 42 C/EBP [ Y5 2R
FLUE ARG 1 1 425 345 [ WA DGR 5 e ;T
T 6l B VI AN AL TR HCR S TR 755 UPR AH G
LR B WP R 2k L R gS iR R, S 1
Ge A H AT & A R TR 3B UPR AN [R] e sk i A 1
6o U AT B IR | 22 SRR B A A DG K]
IR0 L IR T X PR B 25 LA S — R
PATTHLE, XHE R Z IR R S R SRR R
A DA R A 005 20 L A0 T 8 RE SN A 3 0
MBI AT BUAE T L A HLAP o, 3 dsk FPA A 400 4 Jp
R R 20 L 4 W, R T Tl A T RE I T AR S
it ) il A, ) BN B ERS, M BELAS 1 W2 B .
Wit B 4 14— 20 5 | S A2 L BRE A | PR BT IO 45 200 i e HE AR
72 A Ko G M 4 (reactive oxygen species, ROS) , Jill il 41
MLLH 43 453407 , FE S NF-kB {5 53 5% , 4 U 2 R 1 B¢
AR T ROS B FR 22 O] gk— 2L 4l A Wi, 1B
JCEPEIRER , I AR 451 . SR, ZE HLAP 53U R
e I I0LAE AT A R SR L B e R, S SO ZE L R
TR RO o, 7E— e AR B b S BUBR AT
DihneE . SV H L ERS F1 A Wk Z [ A R DI R, —
H O F R A AR A . SR, ERS N A BE B A R
PE QA AT BB S A A M OA T, i — P I A A AR
i

TE R IR PREE T, JTF200 5 J i 4 e A1 g 0 e 4 A ik
22 i A A SR A S 0PN S5 0 453 0 R RIS N T 4 L

T B AR A AR AS E BRACIE T Y B R 2
BAD ], Ry 15 R AR O A S . A BESTAE R
7B 51 & i ERS MY AT i i & UPR BELIEIE T A kg,
i T 2R R AR T RE L AR ROS R 42252 ) [ 5k
FEo ERS 5 H W 2 18] 1940 BT K 6 S s ML 7 =
ST ] phe i 0 M A A A R BT

TE HLAP & JF FLD (1) i il B2 rh  ERS 5 A W5 5
165 B [ 0 4 AR, R A S A7 4 i 2 g B 4 O 1
H— RPN HEEHA SR, Y ERS 5 A WSS
1A O UPROKS K 5 3 1E % KI5 | IEH 8 5%
F149 1 308 3% T AT S50 B ERS A 56 Y S T 3 S AN R
MTTAERF AR ZS 20 SR, K ) 2 AR S S B N
5 PR kS AN S A ) 240 I D R 8 AT 4
it QR i i O R B | B A VA 5 1 R K T
tE— P8 HLAP 537 FLD RS . K ifse Bk
5%, ERS & PPA% FLD 5 [ 4 ™ 8 R B2 (0 S 2246 b, HL
ERS Fl [ 13915 FLD K JBER4¢ 19 & s HL i AR &2
L, 45 ERS 5 [ W55 53 4 =22 8] 1 -, 7T e 95
il HLAP 59 FLD & 4 & R (A SR 2 — .

3 BHHZENSHESTER

T A S A B B I S i = 8 R AR 7 )
TEARRE W5 42 rp e 25 B AT AL IE QI 7 5
SHRTEEERR B AL 22 STARRT S R SR
TR TR IE 5 8P4, 1815 2 R ighec
9 & A FE B AR 5, Herp SLLBE I AR 2 RO R
o3 FRIHAR 6 B 10 P P90 o I 8 0 25 e 23
FIE B B 20 O LB B B LR 20 41 b FRA B
A3 g 5 v i) 7 g A A D T Il S RS R R
i, AR E AR, S R 5 S ERS AL
7 384 LA B M T AL T B R NS R . 48 T
R =G T S TS R BB EEE AU B A 2 RL Y
PR, 0 R A R S R
HLARI 2

7E e H 3 =T IR I, D ) 2 2R 9 B 2 AR
2407 5 20 P SR 9 52 2 R . SRR - H
G 7 A R FEA G 4 35 7R o AR DR
5 A, 24 A i A 5k 240 0 4 AL RE 0 I, R A At
38 9 M T 7 00 M DA 2 A T A I L L 2
e 22 ELAT M W2 AT O M v 7 A . I T B
ATV , 1 AT 5 2R P C 2 2R (L
WS 05 S0, TR IS S 1 S5 R, It
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Bl 28 I i BB 175 < JDE K 2R 11T (cysteine aspartic acid
specific protease , caspase ) {8V I T3 45, i 4 g 94
ToUERR . SRS B BB 251 & ERS 5 A ALLY
Y, IR AR A o AR A B B B, T P R
UPR RJ B b B 22 i i It 67 48, {ELBE G B 1) 42 94 7275 1)
7 S I T RO S SRR S RS )
f FFA 728G B b 207 A KA Y ROS, 16 DNA iR
LR B ISR AR 7, TS DR AR I RERE R . K
WIRE REEIRAS 1 RE DL HEAE 5 I 7 BETA, PTG 22 b 4 A i
B I AR R B, 40 481 g5 SR AT i
ARWTFE AT e i T LA S e T P g A R R
2R ML, T BOBE ) 3R 20 UA D RE RIS, R 1 5 FRAIRL, T2 I
SEHENRIR 3L AP,

4 NLRP3 K AE /MK 2%

NLRP3 485 /MA T NLRP3 8 T HH 56 BE SRR 2R 11 A
caspase-1 55 3 %O M I, 2 KRR e R %
L RLES 43, REAZ IR A L P 25 R FE R AR 5 0T 2 5 RAE I
DI o HE A B AR R S SIS A B .
BB, Toll B 32 44 sl HC A 1R SR 06 23745 =4t 403
A4 FA5 Y 32 PR B NF-«B 3l 3%, {2 F NLRP3 [
A R 1B AR ST ST 35K 5 AR B BL , 4H it P 3 B8
FIAMIE ROS A= B LA B s Tt A 1) il 54 5 — R 9 A
fRfd NLRP3 & A=A G 02, E 1 55 98 T2 A G SRR
VLI HITAA caspase-1 A H.25 6, 41256 B0 98 1 S E /IMA
B G G W caspase-1 #E—2E 24 A ANAE A 2 18 AL
PR A A 22 18 AR , A2 AT A P T M 1) s A
K 4 A R 1B L 20 A R 18, AT 51 & RAE
N 1) o [RIEFUIEE 2 3 D B N i v B, 76 40
R T8 AL V5 & i g TR0

NLRP3 % AE/MATE b4 A k2 A8 B A =651 &
18k g i B BB P AR KDY EEIEAET,
FFA JIH [ B A A 0™ 1 B e bR Dy R B i 25 1)
ATV NLRP3 245 /MA . R0 I il i V) #) caspase-1,
f T 22 18 L FTAH ML 38 18 554 R T iU S
TR, 358588 Jeg 5 A 4 B R R o

TEJBE R LU NLRP3 JAE /A (14 5 5 005 vl A J)
I 6L 240 B 05 5 AT E— 25 N A B, o R R
LA 5 SO e, JEG S BB DO A e 4
A, 388 5 M DR - P 552 I 2400 v 1 R, O i LA 1
RAENFHE A LUHOR S . A Z R R ZE AL R Hps:
YERR ,FLD AT g b 54l N 17 28 14 28 A6 1 e Sl AR AR

S MR %, 4 i S BRI T i Ak, Be 20t R Sl TR AL
FLR AT AR . BFFTUESE , NLRP3 76 A I SR8 Wik T
o EH ERLEE I I TR 1) AR DG R M S 4R e A vh B Ay
IR, HA W30S 5 an i g T SRR P M SE T O
E I 5 L LG5 R (1 10— 25 MR J I ST 2T 4 Ak A
HE— A S A BRI, NLRP3 K 30 0 v
B T E & 215 5 W B, 25 1 8 R & A
NLRP3 % AE /MARAL I 12 R 9E 2N 2 5 ik 5 F P 5
JE A ZE L, 17 L AT 38 ek o4 U 2 4 T J 5 2R ) ek
P 25 R AR A 2L Y e S B AR 3L R A
JNE s B DI RER 03 S5 AE N BB IR BR

NLRP3 4 i /IMA 2 HLAP 4 Jf FLD % & i #2 v i
KHE oy, 2 R T A T 19 RAE S TP & A% O A
Flo NLRP3 US55 IR 2L e 5 ZHEHT SN 2545
1% — R IV B B, 38 AT A2 (0 FFA 76 R AR Jm S AL
Xof MR v 200 B A B A L R A 5] R AR 5 T A B A
T, [ FFA B K 20 M6 405 1 1 — 25 Jin il NLRP3 %5
AN TR R B L LT A R B A R A T KA
YT A BhAh , NLRP3 T4 B 15 2055 3 K i
e T AR AS HE— PBIR  JE BOG IR . R,
A B A I R R TIBT TRYT BRI 1 T 5 1 R
IR TE VS KR A 1 NLRP3 4 /IMA I 44 1)
HLHELAF ST 7 1, o] R 2 R B2 TAE

*ﬂ”caspase—lﬁtﬂiﬂ

M)—%
k’%ﬁ\:\v%g_
g wpsE NLRP3
PR ¢ 1M

3 RREF(IL-18.IL-1B)
> %
TGHS % l -

FFA

4
— e FLD

HLAP

TE TG, Hl =18 ; ROS, iG ME 4 FFA  WE BRIV L ; NLRP3 , R 1 R 4%
B R EE IR SZ R R IR A Z5H BUE OGRR 1 351018, A 404y
F18IL-1B, AN/ 3R 185 FLD, N AT s HLAP, &5 i 1 hE 7k
ATEBRIR R .

1 HLAP &3 FLD # NLRP3 Z¢E/IMA I8 B 4> F 4L
Figure 1 Molecular mechanism of the NLRP3 inflammasome
pathway in HLAP combined with FLD

5 ®% A5 B Al & 3- 3 & (phosphoinositide 3-kinase,
PI3K)/%& B #5 B (protein kinase B, Akt ) i 2%

PIBKJEAE KT FIFEE G50 72—, T %

2 A SN D 7 RS R B A=A e o AR
(1 PISK Al AL | (RIS AL 20 1 3 B2 e wi i AL, 2
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B IR 2 TR ) PR A R A S, S S AR
WETH RS AR S 2 A A i R TR PR S
E B A % R o AR e R R R AR L AR
PI3K {555 i N UM AN B 1, & — L AW AL
P = R PR A T AL A S G 1 A2 IR 22/ 95 A TR 2 11
fif , 7 22 240 e A B Sl A0 IR 4 R HESCEEE

PI3K/Akt {5 5 3 [ AE by 40 i N T 22 10 15 5 1% 3k
12, 55 10 AU E BB A | 40 R i 4 o R 2 D) A
0 BFSE W, PI3K/AKt {5 5 3 B DI ik 5t % 5 HLAP
A I FLD (4 &9 B it B UIA OC o %0 I 16 PR R AR &
Vol R MRS T B A 5 1 R IR L A I I A
kA o Bt AT PO, R 8 R Rg BTG i
SEAEF Y TR 1D R A I B AN I B o ek e T, =3
JF 4 B N g T RRLER , DA 2E FLD 9 & A= K & e 5 TRl e
JIN P 553 TR 240 L PR 6T g e e R AU 7 3 ) 77 7 g
AR 48 9 PR 743 B 486, o J B A e R AR T
Ah, 1 F PI3K/AktE 1B 5 FL Y & R T H
W A5 5 R GEAEAE ELEK , LA T B 40 L PN A Qs P2 4 2
P M p R R A o Y% B R ek
TR ESF T 2 T I P 3 A R T 2R 1 A 4
W, T B2 10 200 L e R Al 1 W e vk B By 3 3, 2 T
oA M B AT, S SO R AR T A L Tl e Az 4
BRG] K AN 545 A R (1 2) B8

PRI, PIK/ Ak {5 5 30 1% B3 0145 R84, 76 25 40
faka s KAt Ui 16 2 v ke 3 BRI, 4 5 HAE HLAP
A9 FLD H g Ve FFLE , 7T Az g 4 A8 19 T Wi e
FERBAIPIA KL

B —

’ 4
PISK/Akt /H;ma@wmﬁ% FLD
J gy, EME
mTOR mTORC1
— R —— i SIS HLAP

1 PI3K, AR BEALEE 3-8 s Ake, 25 111058 B; mTOR, Wi 2L 34 &0
HZRIE A ; mTORCL, WHFLSN Y H I R E A EZ A1 1, TG, Hil
= s FLD, J s P s HLAP , i3 i ILRE P 22 e AR 4%

B2 HLAP & FLD f1 PI3K/AKkt i# 2§ B9 4> F 1%l
Figure 2 Molecular mechanism of the PI3K/Akt pathway in
HLAP combined with FLD

6 Bz
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HLAP 5 FLD )& FACEIAR 8, — & &k H

AR E . ] 0 IR A i B Qi 2L R
SIS AN S A X 2 dn R S 2 AL, X
S B AR ASOUIN TR B B 2 AR TR YT
JE R 8 T B AE MIFETZ RS . AMPK  NLRP3 4 JiE /MA
FPI3K/Akt 45 OGS A5 5 38 1, LA R 5 1 31X — BUw AL
il e [F 2 5gm i kA St . 7E HLAP A 3F FLD IR
B, FFA ROS Fll 5 1 PR 1 1) B 28 S5 350 g LT 28 52
B s A U T RE e . R, TR B
o5 2 A R 3k AR B A DGR R s Y X R YT AT
FEE L ARG IE— 2 BB 1R 5 30 A 1)
FHELAE FH B g 0 45, B AR 90 AN 6] B B b i 4

5o R ZAFHAR ST WA B R K B
SYHT A AR R TR ME A T TSR I R ) 3R 9T O %L LA
REATR 2 20 JXU - e 38 J A s

FIZE SRR ARG AT A 07 5
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