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Abstract

Hyperlipidemic pancreatitis (HLP), accounting for 12%~20% of acute pancreatitis cases, is charac-
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terized by a rapid increase in serum triglycerides (TG = 11.3 mmol/L) with a mortality rate of
20%~30%. Its pathogenesis involves lipid metabolism disorders, free fatty acid (FFA)-mediated mi-
tochondrial dysfunction, inflammatory cascades, and microcirculatory disturbances, while genetic
factors (e.g., LPL and APOC2 mutations) and metabolic diseases (diabetes, obesity) significantly in-
crease recurrence risk. Acute-phase management focuses on insulin combined with low molecular
weight heparin for lipid reduction, supplemented by plasmapheresis or double-filtration plasma-
pheresis to rapidly clear TG and inflammatory mediators. Long-term strategies require strict lipid
control (TG < 2.3 mmol/L) through fibrates, targeted therapies (ApoC3 inhibitors, ANGPTL3 mono-
clonal antibodies), and lifestyle modifications. This review systematically outlines the pathophysi-
ological mechanisms, therapeutic approaches, and recurrence prevention of HLP, highlighting the
importance of personalized precision management to guide clinical practice.
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1. 5|15

SRR 28 (Acute Pancreatitis, AP) & — i WL ITH AL RGN, EEER A IR o0 IRk R HA
JERBE T s . TR T R I, el I R g iR 4 (Hyperlipidemic Pancreatitis, HLP)[) & 5 3 ki s, H
AT IS R 28, BURNTER AP [EE =R WER A1) [2]. HAZ O BEERFIE A G TG ZKF 2l
H(>11.3 mmol/L) [2], FEURNRFIEH RG22 48 B DhRe e, Wit mik 20%~30% [3]. 4K, FEE
A 259 M A SR Bk R R AR T N, HLP (327 BUE B 2 3k o« A SO T B e RO 78,
ARG R R . ML BT S
2. HLP & REE

HLP [ 0% 58 MG B AR BRIA 2 V1A O¢, R BL50 R 5k M5 4k VRN B AR 2 o
21 REMEERRHRE

HLP [k 5t PERE 2 R s a2 UIAEOC . AR Fredrickson 207, | &4 HLP il & (A AR Wi
(LPL)E G E E C-11 (ApoC-1)FE KR G5, JLE MR A] R G RAERIR A [1] [4], 1MLE H b =E5(TG)
H5>22.6 mmol/L. 1V B HLP | 5 2 BN 1 4% R A5 R & (W IR IR B A HAE A G, DI el B
(VLDL)FE A3, o HLAP Ji {1 60% [5]. JERZ MR R, LPL JEF N E+ 8 i Hindl 2351
(H2 S LK) 5w TG IMURE R EHH9S, H2H2 JER AL B TG /K15 =[6].

22 BEMEEARHRE

GhRPER R T EARERIRE . R 255, 1 BUREIR R R R B = 33 LPL VR R RR[7], T 2
TR PR3 DA J 5 2 AR 3 T AU 5 MR R (FFA) 2 13 [8] o TR )3 ik el i L BE fRlkar 43 K. VLDIL &5 %,
BN TG ZKF[9], R Bz o ik 2 R ik 2R PR 7wl i = g AR 25 L [10] [11]. UkAbh, milRiRes . AERE R AR
CEAEAR R EEE R [12] [13].
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2.3. BHIRfE

HLP I35 5 £ SR S (AP)IG R IL, FLILY TG2113mmol/L, 5 TG 5.65~11.3 mmol/L ff
FLBEM[1]. H%F TG 41(>11.3 mmol/L) i 5 5 £ I I I (52.5%) F AL R/ 52 (SAP, 16.4%), (L
AR A % 5 14].

3. HLP B4 5= #1#$]

o IR I L A R 26 (Hyperlipidemic Pancreatitis, HLP) [ 22 A= BEALHI A 5T I 4R R RIS T i g
FEEPAEN TR . RS NEGE . ARG MH LB RS2 A5

31 BERRBRESHEEEDERFFARNERT

e JIE LSRR A A P JR R 28 (HILP) (4 A% Ao 9 BEATL 1) 8 4 22 T 95 UF 52 5 H e = 8 (TG) 73 e = A2 103 25 g
iR (FFA) BB DIFEOC . S35 KL, FFA FIEEMEAE A B A, vl il Rl a5 K 2 Bk
IR ER R, T, BRI FUAE SRR 2 R B FFA XF S 64 | (NADH AR FIE &%) V (ATP
A M ThREEA B IHEIE A, XFE R SEEL BB R W, JFEERE ATP FEIBAITE M4 (ROS) I
BB, AR R B A P T2[15] . thAt, BT I A R B AR SE FRA GBI EOE IP3 S22
JETSZ A (RYR), A5 P 5 X5 PERE S, A4 M P 5 B IR s B IR WA ) 3~5 fi5[16]. X —id AR,
5 R 38 O caspase-12 T8 Bk — DA ORI AH M U TN [17] . (EARVER R, H TR ZELHIE
FEHET LDLRMINRBLAL, 1 ARBRARAN MG FRA [ BUSE il A7 7E P B 22 5 (18] RSP SEI6 K R,
2 FFA WKEEE IS 500 umol/L i, 4HHaf7is 26 R FE#EIE 50% [19], (HIGIRH FRA /K F 58 F2 1 22
KA 2 NBEHE FLRIE .

3.2. RIERNHIEE

TERAERPLZTH, FRA [EURIE R — S R E 0% 25 . FRA BTSRRI A E
R, BETBARE R T (W1 IL-18 TNF-a 55), FEURMRH LU FAE [ N ANIAFE[20]. B TR BRI, FFA
MY BEBEL BT Toll #E324K 4 (TLR4)IE5I R NF-xB R[5 5 Ik N, E0]iFS BV AL M1 1%
tk. STAT3 BERALIRAN )R AL B ZRHE T IL-18. TNF-a S5 4 KT H 0 is[21] . X —id R 5 I iE ik
ISR U P REATTE VN R ORE . W FE iR 0, v I IR A2 38 19 Ji T A O TR AIE 22 S BUTR 2 BB (LPS) &
TGRS E R, HETEOE NLRP3 K ME/MA[22]. R TAK-242 7E IR ATHT 78 HF B H L 57 1 TLR4
HSBHWTRE 77, AT EHNH] LPS i3 00 TNF-a. 1L-6 2508 48R A 742 (1C50 = 1.1~11 nM) [23], FF[H
Wr TLR4 S5i&EBCAR 7> T-HIA EAE A, B AR BREERE 11 300 A 06 o R g BRI 1L-6 /K P Bk 28 RALT:
(P =0.15~0.26). &/ RIEH AR H A LU RS Rtk

3.3. FRIRTIBEIFEER

e i IR P S R 98 38 5 R IR U R B A 25 VA OC . FRFA IR R R BUBRMRIRIE A ey, b —2P
I AR A 2R B i BRAECIRAS s ATTIN R SR8 S SRR 45307 o 2 im it ifn B 3@ aE M se e R B, FFRA
ik ZO-1 1 occludin 25 FI3RIA, SFEUN R A MERIR, (6 BiEEf 5Ot = 2.8 fi5[24]. [FIET,
B TR FFA B4R T (TR)A PAI-1 58 AT BN 45 45 2 (TR I XU [25]. HLP s i Asuf &
WRE L MAUEE . PR AT RE A4 1T B S BUMAE IR ML B 3G K SR SE . 11 B 1 SR ¥ P R ) R e
135 JE R 77K~ Tt 5, F RUINJR T 000 3 F i A, o 1 AR A0 A S0 A (IR A8 1L 375 U 125 A T R (FFA) ME AR 22 500
umol/L RME, fil &k Lekifh p AL AR, SEUHMESA(ROS)AE I N 40% K ATP & R N R, TER “If
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Ti3ZBE - GhEA-FRA T FRBRVEDERR, BE—20 I FRA fZR A TR/ HI[26].
34. BERZSMSEERER

WAL LI TN HLP MR IE AL T 877 H o 43 IR 4 S BR43 BT (GWAS) 1R 1) HE 22 S S IR
Ao, Her IR B IREEEE A LPL JE[K rs328 (S447X) 1T fig i i 1138 st i 1Y nie B 1t S AaE I, Bk
F I =BT M27]. B —TBAFIBF FLiESE, APOAS JEK rs651821 FA% {3 HF i i 4 KUK T 3.2
f5[28] AEAFE E B2, CFTR H:[A F508del JRAZ 5 (1) HLP & A2 3 B AL Y 1y 8.217 3%, & HEWl APOAS
ARSI T e X NFEXS HLAP (1) 5 &V [29] . SRTH, I SBAE T S AT AEE R BR Y, 191 40 22 B0 Fi A7 4
FEARBEAZ[30], HARBMEERS SRR EERGER RN BAER, Rk Ty KRAZEUGE 568 KU i
A

4. HLP BY87T
4.1. BHRETT

ESPEE T, HISCRRAT (BRI E IR BUE) & HLP W07 3R e R R . BA
GBI FCAE S, B A AR A A AR B2 05 i AR R AR A T TG /KPR ZR > 11.3 mmol/L P33R F%
50%~60%, {HAL 30%~40%[¥1Ip FI7E 72 /N N IK FI<5.65 mmol/L [f1% 4 B [31]. Ft, *FFHEL% TG >
22.6 mmol/L B & 3F £ 2L B TN RE G R, FHTE 24 /NN R BN I B S5m0, DL B [ g
JeARAEVE Sy 7 TH ) . 2 2 [32]

4.2. RERSRREKAIATT

ik 5 2 A2 B XML R FE R R AR . — 5T, 3 I 1 s s v s i g (HS L) AR 197 H-ih =
e i T (AT GLL), BELEST B 7 40 P P PP P ot R 0k e 25 B 7 T (PR A RS, AT AR AR gt i Pl 5 1 453 XL
Wi[21]: S—J71H, WS ETIEOEREE ANSBE(LPL), 123t & H i =EErIRE & A (G0 FLBEoRL . MK 25
FEREEE () 0 M, IEAMNE LT FRA FERIR[7]. IR R SE B A o, RRELif ke ik & 2(0.1~0.3
U-kg 1 h) 2 42 1) e B R 5 g AR R O R it . BP9 2o, oAb B 300R 7 ATl 2 U b fa 2 T
7.8~10.0 mmol/L, [F A & ik #fi] fig 7 43+t FEAR LTS TG 7K~F o XFF2E4k TG > 11.3 mmol/L (15551, B
I3 B 4 v] W E BT B AR O, (EMUREE 2h 75 % s Ui < 5.6 mmol/L i, FERGHEFEAN7E 5%
IR, T A I 1 R R DAAE R S T 4.4~8.3 mmol/L [33]. (HAFEREMIE, BN &9F
BEIRIE 1) HLAP 38 B AR, (HILAEARME PR B 2 v S B MR Gt —

TEFZ A BhIAYT T TH, 2 ] I8 Ik 0 N S 40 R A0 LPL 336560 L BE okE A, (H LA A7 JR BR 12 <
JF RS LPL BB I AT LPL (i RR, SESUEAZN LPL #63k, ki 5] & skt mH-im =g
MAE(HTG). SEAh, FFF25 AT Be s i b 1l XU, JG A A B I ) B R BN U1 J i 58 KB v T AR
H AT R 2 R A T IR (WK G T 2% 40 mold)BR GRS W07 %, —DUWERIHEAR TR, (KT &
BRA TR R ERAH)IBITIE N TG Pl 35 0 T BRali ik &% 22 20 FLEX G 2H Ranson P73 235 5 2. 2 [34]

4.3. MR HEAR

MR LA BT E G RIEA I TG, FFA RISEN R, 7EEE HLAP JA77 B MR .
PRI FH ML BOE NRE AN, FEE AL R LK.
4.3.1. M3z BE#(Plasma Exchange, PE)

PE nlikHEME L BR'E & TG M FLEERCH S K 70+ JORE K (W IL-6+ TNF-a), HEIIAITEITIfE TG /KF
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% 50%~80% [35]. WFFTEN, (KW 24 /N N)AT LR B #(PE) ) EAE HLAP &%, H APACHEII
VAT BOC A ZH 0 25 FRAIG, 1T BE A I8 4] 4 B 9 0k S IV () 422 k2> 455 1 5 v XU [36] . PE 3@ T TG >22.6
mmol/L. & JF = i I B PRs g Fe v 2 28 B D) e bG8, (HRVER PE IR BUAR B i B A0 i 1
B 7 LA B B = b X R

4.3.2. WERZ MK EFHDFPP)

FHECT PE, DFPP jdid — it REGuERMEIGR R FIREA, EMK TG MFI IEREAH A EA
SR gy, UHGER T R EIRIT B AR R B [37]. SR80, DFPP BRI PREFENR, (HH5) &
BAEEZ)E 48 /NEHHBL TG &bk, A DUAEKEk PCSKO Mkl 4e Ry ok, HikaERe, Hui{uE
FEAE GHIR 702 B RO T

4.3.3. MMi&#E# (Hemoperfusion, HP)

HP SR FH WS B 751 BRI B IR R S RE A B (NN 35 35 L IL-18), 3 A T T M e B G B 23 P AR o (1)
HLAP 35 o I PR AR ST, HP BA RFEE S IE B ARG 97 (CRRT) 1] 235 & £ APACHE 11 7¥43-(P < 0.01),
F48 R BT W4 s 4 B I [A] [38]

434, FEEMERERIETT(CRRT)

CRRT i FrEE bR Hh /Ny PR 3R ORI AT, A S B B s R e f i s B
FEME. MEESMIREN, CRRT ALEKL APACHE Il $F4r. H Il =E8(TG). C-/xJ3% & 1 (CRP)
HRRE R A Z 7 T SR T A G e )7 41[39]

FUE MR AR RE PO S AL AR b, (B ILADSRAEAE RIE N TG PR AR . M 72t A
RN YRIT 3 B [40] . 2 8O S ORI TR B AO4a bR, S X B B s i IR # ). R
THEEWR S KRRV« DRIk, Ak (0 R 75 PR G A AL S, 5 25 6 BT SRR AT e MR 25 B R

4.4. KHARTT

e I HILRE P JBR M 28 (HLP) ) YA T 75 AZEHF I35 H i =R (TG)7KF < 5.6 mmol/L NEA Bz, H
X FAEAE AP &R FE IR R (A3t A 1 g A Qi 3 o BRBE AL 2 Rk ) R B3, BOBniE R R A /Rt — 0 TG 1%
F<2.3mmol/L LA BRACE R KB [1]. 1697 HE 5 oi & B3 7 T IS 29mia 7. e 7 N2, ™
FEERFIRE TN (B < 20%). TSRO AP SINRE S 448 & o-3 RERTEEA I E TG /K
SPLE 4 R % 40%~50% [41], [RIAS sk 2 5%~10% nJ 8 ik i3 fit 5 2 U1 TG FRAIK 20%~30% [42];
UeAh, TR HBE R . FORIRDIRe W 54k R N 3=, R ST B SZRBR AT MEBCR S T Re T
TG 2543, Z5%iayT JiTi, DURESR 2P (naE e DURR)IE N — ik %, I8 B0E PPARe 158 IR 2 (1 g
B (LPL)YE 1, AId TG A% 50%~60%7FF 8/ 65%~70%[11 AP & &k K& [44]; Xt T4 FEah ki pE ik ok
RA R E MR MRE B, BB T 2 (BT ARy T) AT ik — 25 PR TG, {H 75 38k i DS S AT BEH
AR IR AS SO A IR [45] o

45. $REETT

JEAESR, R I E 7Y S FE AR 2 (HLAP) IR [R) 36 T7 B SRR N, 2R BT VR IR R 7 71 5 R R
PERHETIBG, S5 eGP TG FlE H A R XK A% . ApoC3 il 751 AR ARFF 5 1IF 5k L w4 5 e
P L BE SR IMAE (FCS) B 1) TG M 35.6 mmol/L F4 % 6.8 mmol/L, JEARHKHE R F % 89%, {H 13.6%
07 /N 2 A R 1) T KR I [46] T T SIRNA 2547 ARO-APOC3 @i itk 25 it £ 45, 78
I HRIE H SE 3 829% 01 TG B ELA 80 7™ F i /IR s AD s B 431 45 W 250 R ) I 38 D50 e A 1R [47]
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Evinacumab 1F>5 ANGPTL3 #[r] Fid, fEFLIRL 24 )5 i) SEEL TG B#AIC 81.5% HyT kfat 12 A DL |, (A
BB K A 2 Ek 25%, FEUHE 545 2597 0 3 Ik [48] [49]. IR FRadid gy il 7R E Ak Bk A
LYW RPATTT RS 22 A AR SR T 7 1) I SR A T B A1 B g2 R PR (XU SiRNA F2AR) B AN 44K ez 1
5 W

FEREDIA YT A, AAVI1-LPLSA47X & —Fhtxif IR £ I I (L P L) & DR SR e (10 B AH OG0 £ (AAV) ik
R, HAZ WU LA B I6 T e A LPL JE[K(S447X 2381k), Pk & AR A e
AAV1-LPLS447X ) 5 FFEVIHHE Bor, LPL JERGIEEE TG RRLLFFHIK 58% HLRIR % Bk, (H 47%
() PR A A, PHASEE SR 25 25[50]; SO FiAR 7 U i AAV-SJ25 T8 i AR BT IR e Ar S
G kiR, TESHYIRAL P E LR A 2N 429005 52 8%, N oml Gk JE IS ER A 1B K [51].

gr b, UETERIRTT CIE RN F A B R AR N 2 4R R, 2R BT R R4
FE R R A A% OB -

5. INESRE

o U I PR PR AR 28 (HLP) P S PR R AR 26 (AP B ZE P Y, HLR 9 R 5 MR AT - A 3 VA ¢,
HEAWREHRR., FREZ . ERFEHERE. FILEPEFERT <M - KIS - kP
S FE. IMRSRERR N, I H W =E(TG)/KF >5.6 mmol/L & HLAP R M EEREGIKE, 1MHEEK
MEZ (B B AT 12 R I3 2 R R I 1) 40% DL b o X 1 MR TT R e B R AE N ER B,
25 PR R IR A 57 (0 LPL. APOC2 878, B BRIASHIN v] Ay b 28 8 2 FR RS ME 2T 7 o (AR
A2, BE TG #HilIAFR(<2.3 mmol/L), Vi oCTEAERE RS ZHHT S BR A [F RS, IR S, 5
il MR BE T 7 S (ndE 3 AN H VPl TG FF) B AR NIR 43 A0), [RIRTInss & B0E, KR aEmhl (Rt
<50 g/d). FFIZB)(RESE > 150 438h) R AR MNEII N B 1% 48 bR, NI R GPERFK HLP 5 R XU »

E&WE

2022 fFFEIEHIX By DA — ARV 15 (2022-HDWS-043) 1 H 44 R (Ji & Ak 2 T &0 s g
I RE A JR R 4 i A 2 P iR &R (VLDIL) P 2 o

&5k
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