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Abstract

Acute pancreatitis is a common clinical acute abdomen, characterized by peritoneal inflammation
symptoms and elevated serum pancreatic enzymes, representing an acute inflammatory process of
the pancreas. It was previously believed that the most common etiologies of acute pancreatitis are
biliary and alcoholic. However, with changes in dietary structure, the incidence of hypertriglycer-
idemia-associated pancreatitis (HTG-AP) has gradually increased, and it has become the second
most common cause of acute pancreatitis in China. HTG-AP is significantly different from other
types of pancreatitis, often causing more severe damage to the body, with rapid deterioration of the
condition, more complications, and a higher mortality rate. This article reviews the pathogenesis,
diagnosis, and treatment progress of hypertriglyceridemia-associated pancreatitis, aiming to im-
prove clinical awareness and attention to this disease.
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1. HTG-AP Kk H

B DA Ay A e I it 2% B UL PO DR R ML M RS P . AR, Bl IR 5 e, HTG-AP K
RAIZH T, ORI E R AR & 5 IR R[1]. S HTG-AP 5 PR 2 B G P Ky, RIVJR
REERAE R, H, JFRMER R SHEE AR T B, RV IRE 08 7 %R 48 Fredrickson
SrR[2]R5r o B B, DA, IVESFIVELE HTG-AP K RBONE Y], H I NEHEA SRR, mizd., 111
0 g B A 1) v JiE 3] B2 (total cholesterol, TC) IfILSE [F] - 4 A B i H v —BR IIU0AE, 5 HTG-AP TE X R,
MADIGAN C %5 [3]#18, 2tk MR 25 5 i H i =8 (triglyceride, TG) /KA E & VI X R, Mi5MiE TC
AR KR4 HRMER HTG-AP EZ & = KK © FOmtHCIE: MR FORIRIIAEE . 2
B NGB ERER RS . @ MR R YIS RE S0 B 8 (B SR BORS M 24
MM RIS, @ G TAMARRE: TRKE. 2RRE. mlRERES%.

2. HTG-AP B9 & fw#Ll

H il HTG-AP FIRHLEIM S —WER, M8 E P4 SCRRIRE, HTG-AP [IR% O RIFHLELE TG
TE [ N S5 7K AR T 07 85 G U7 TR (free fatty acids, FFA), il R BV 4045105 « T 0E o1 B i A0 4
RAERNL. MeAh, B FOUESCAS B FHBa. WM. BE N R SIS T HTG-AP IR ML
%% HTG-AP Kb, FRATE LR AN T FE IR it i
2.1. FFA H1EH

FFA {53t B Havel [5] 1 VK3, AL R TG 7R8I BE RO /R F R /KA FREA RH M, B 75
M3 A& AR GRS, RS ARALSEN FREA TR FCIRGE M, X B8 R A v 20 i 0 oy Rz 400 it i ol 1
il R AR R VEFR B AN = B [6], SR UKME . SRPESE, BETT AR St AR

DOI: 10.12677/acm.2025.15102918 1541 Il R 125 23k i


https://doi.org/10.12677/acm.2025.15102918
http://creativecommons.org/licenses/by/4.0/

AT 4

BN G, Bak T RAEAE, TR RAE RN, JE R TR BRI ¢ AT [7]. RARAER
PEIRS thn] DA A AR B AL R TR a4k, (R Pl R — DI 2, RAEAN TSR3 [8] . 7 HTG )
WSH, &HKE TG HEEA, FIanFlEERRL, HoKFHT s SEUBOR A, MFE S, 3% s
EESE, BET SRR EEILAER RN, (et B B S

2.2. BRim4mpa A B IR IFRERS

JERRR A AL, 52k A BT A R E Bk B 0 SOk af, 6P BRIN 2 PR, SR I
RIS 2 28 AP IR A . KA HTG-AP I, B MR 2 FLER, Judaete, HASRER M, Mg
B BURL AT BERE ZE A, AT AR R AL LA N B TR A0 I A I iDL BRI AR BE[9]. BhAh, wEH I
SEETT DS I, RO BROC R AIAR R Ay, SRR AJSRTFIEAER 1o ELBIH, I 5RE
Weds, (EREmARTE R, AT SRR BRI . SRFE[10]. ), Sk BRIR 4 i & R FE rhth £ k2B ik it 1
Refsfg, BT RYEAT. U AA RN AR ) T TR R ANEYE LR, S EUE L R SRR
i, EH CHEZFUEIN THIEFE, RG], (R MB0E R ECIRE, INEMER RS, 5
SRALCPE LA A REIL[11].

2.3. RIEER M SE8BE

RAEI P 1E HTG-AP [ R IR Bl B ER . 7E HTG-AP R4, IR 40 iaslk FRA 345,
BoERE AN, SEURRAHSG[11]; FIR, R LE MR 20 (F 5@ 5% (0 TLR/NLRP3 {5 5 i# %)
BeBOE, FEANE-6 (IL-6). HMNZE-1 (IL-1). ANF-8 (IL-8) LA LIMIEIATEN 1 a (TNF-a)55 5 5E K1
B nL2], %A E(NO). — AL R(CO)EHT 4 K 1 /KPS, FEUR RIBTRPATR M, i
— G INE RS, IR RAER N EE LA E IR . thoh, RE R HaEUE IEEE, $5
JRBRE T, INE AP [13].

5 551 (Ca®)#E# /2 HTG-AP KRB HISEBNLHIZ —. HTG BN &4 K& i FLBE ok LK 5 1)
AR IR, WS 5 Ca fat ki, Ca E Nt FMEEE T, KEM CaZandiifE 54 S
FEAERS, PHAS ARV AN A i i A, (R EEE IS, SEUBAR B VE[14]; FIR, KEN) Ca? FrafrfE
A S B A0 A L PR T AT, BEIT S B R IRSE[15]. BhAh, 4 HTG-AP KA, TG 1E BRIk 1
TER T RER) FRFA, HH AL GREIIEOL T, IR FFA 5 Ca2 I a2, SE 4
Ab CaH I AEIGIN (8 RPN L5 5 BEAK), RIS 75 R AR PO 45 5 B 2, (il i L SR s Ak [16] RIS oK
I Ca? Rk TR, WRES SEURE SR S5 A, SEURBHEE A, BRI AN RA . &)E,
T (1 JR I JU VR 24 PR P 4 06 DI R 75 B2 8 ATP, TR AE HTG-AP B, HTG Rl &9 FFA 2 R 8 ATP I
A, ARAFASEE R, KEMAMAN S IR, RS TR, SERE ORI IN[L7]; AR T
Z o PN KR4, =R 0 ATP Jikb, (IR MEIR SRR, 5 S IRIR 1B L3R SE[ 18] .

24. RESE

H HTEEX B = 3 2 HTG-AP i e b, JE i 2 E AR Sk, il S8 L s LR
=R © BAEIEAE: HTG ISP A S BCE R A, AU %28 . Nordstoga 45£[19]— i3]
oS B, A6 v IR MUE SRR 2 AR KSR IR vh R L T AR 7 HLEE 28, A DR A IR 5T M 2 P A
@ HEAKEK: HTG T Al RIIBAR SN > W DRE, R ARV A0 B 733 (0 1B o 1 Wl S 5 46 0 e R Tk
NREGE,  [R]A feEE Mg BB T R T, AR SRR e AR, LR R IH T & A R
A, SO EE R . AT TURY], S H I = ER AR S & A LR R IR [20]. ©
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R 2 E HTG-AP I, KB FRA WM BRAE E AL, 100k AR i Thig, 3 BURIR Z R
KT B D BRBOREBA LRGN, SE 5T ORGSR ZE IR, I B R [21]

3. HTG-AP RIS BT FA 54K
3.1. HTG-AP i‘/}ﬂﬁ

H AT ER - R4 CRERRAR & 2021216 % K6 2024) [22]/0i2 W1, B RF/FE AP KIiZWiksitE: ©
Sk R FREE. RIZAM RGO, AT © NS TR BEA/EUR T REK > S
PR 3 f%; @ 5 CT SR UZ(MRI)E AP ST 8215 2% e A5 (R IR /K o B35 HAR) » 795 & 3R 3
kR Ui 2 TRIT 2N AP; Hk I TG 7KF- > 1000 mg/dl (11.30 mmol/L), BLIfLiE TG 7KF- 4y 500
mg/d1~1000 mg/dl (5.65 mmol/L~11.30 mmol/L){E ifiL i 2 FLEER s HERR AP (1) H At R W H A e < TI9AS
B RS

3.2. HTG-AP 34}

H TG R L (2012 4F 36 B WA =2 K SV BEIR 28 B . 2R RS [2313HT HTG-AP = HE 4
FEor &%, HEmidlE BRI MELRETT RS . © BAER. TR E IS, TR IFRE, i
TR @ HEHEREM: fE—id (<48 h)# B IhRERE, BUfh /R iReids & 30, HIt%E <5%; O
HRERY: PREHFLLIE(>48 ) A5 B ThAEE M, TR AEER 1L 36%~50%.

4. HTG-AP B93&877

HTG-AP [IHI4GIEYT 5 AR F T AP 84, BFEAEZK. BIGRIE. TIERINET. SAKkEhR
&, RWITFARTTREN N HTG-AP B3 2 288 B ThReRfs & AR XU, FUILAETFRIGITTE HTG-AP 12k i
FHREIEH24]. BXF HTG-AP MURFERTE:, IEME N S0 L RAWEHE THBRGIT 7%, LaREmH
WIT EHUAIT . HERIERIT . FERIT . FARBIT OHEEBERIAIT . EDNAITE, (HUURRNAIT A
FUBTT %G ASCHE S AR RETT, RURIE KL TG &RUA HTG-AP B % LI,

4.1. PEREZRYD

XF TR I R E IR AE AL HTG-AP B3, £ B I DhRe vl 32 5 00 T RO F I IRFEE 25,  H A H
A DUREE . fVT 2R MR, -3 IEWTER. © DURFRZW)Z HTG-AP B HIRFENE 25 B ik, 7EFEIK
TG /KT [ [ s 38 B TH i w50 8 £ i 25 14 (high-density lipoprotein, HDL) /K. ik, AR DURF rl @ 4
P2X7 5244 S NLRP3 SZ 441 2 I 2 18 SR ] 9 0 S, 503 B M IR AR ¢ 2638 1) AR AL AN AR B4R AR [ 25] o
@ T2 W] B A V] A YR I SRl R P R4S A (3-hydroxy-3-methyl glutaryl CoA, HMG-
COA), [FI I 140 AT E 2 I3 FE G 2 1 s2 A 8o, T A B BRI IR [ BE7KSF, [T TG /K P BRI
@ MRS 2454y w400 ) JER I ot A R -2, ek MR AR 5 JIE 2 1 (very low-deensity lipoprotein,
VLDL) & e, AT FEARAR [ B K, R SE ay ek ik 2 ig 0 AL &, s HDL. @ -3 JIRBER 3=
BAE AR IUGIR(EPA) . - TERNFRER(DHA)A o-TEFRAR, HEEEE D TG E M S 7k 1
BN TG A VLDL FokL 1 F)IE BR K B AIK TG [26]. A5 FH B AR 2440 2 s AN (RIS FRY IR, 384 0 A LS e 45
WA EREG 2.

42. ROFHRSRER

7> T HF 22— Fh Pkt Ree b g A R A0 MU TR S 57, — e AR FE L B0 47 4 232 R
IR AOVEHT, AT A E ST AR AE I [27]. R 22 B IE B (lipoprotein lipase, LPL)& —fh &t F/K ARG, @t 7 i
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I FLBEORL K VDL, AT 3 FLBERIORE o 32 wT DA B O Re i LPL AL, Ik TG B&f#, £
% HTG-AP Jifh; LAk, Ceranowicz 55 [28] & K1 128 AT LA 08 I R SR SRR FE £ B B 22 (1) i
MRIBAL, WD IR FRRG R, FIR IN PR AR AL S A o SUARMF S [20]RF 7E R B, AR5 AT R BETS
BRAEE L, EEANHI AR SRR BN 2, 5 3 AR ARV T TR I T E R, B
KA R 7 7 R T RE 380 LPL F68,  HEiM 5] K SV I FLBERCRI R TG RE Tt s, N1
BeJa, AFFR S 1 2R AT I R A 20 A M et 1T T

B 5 2% 0T LA IR AR 1 S PRI DT B mRNA RIE, (RIFIL R TG R L BERRL B AR, 11 TG
K, FLUR, B 2 A AT DA AR 5 SR UR R S A S, IR ARE N AT B LR
Ji 5 2R A RE A R R AR S, I R AR AR NS T 4H BT (HILA) PR 22 18 R sk 2 441 i 10 1 150 5 e 928 R
#:[30]. INAYAT Z5[311WF 50 &I, JESEHT HTG-AP HIVGITIN, AT @it 22 i St e ok, iR 28k
BRI F 7K 8% S [ N K, B ML . HTG-AP B B /K-F 56 5 Tk, InsEsEfs R a0 M4
[32]. Afari %5[33]AF 78 & 02 BH B Bk E 5 R &% R BRI TG ZURBH AR T J FyEst i B 2, 4 muob s il ve
11.1mmol/L BAF AT A ROIE FEAIK TG 7K« ELEfS A I A2 v 75 M0 S5 WK, 7 AR IS 45 A R
SR o

I R _E S I 2R e G R B 2R VR YT 5 58, X PR G ol [RS8 7 2%, A A FUBGE PR HTG-AP (2%
1) TG /KF, [FIES G T RSN . desh, PR + RS RIDE N A 2084 20 2R I
Jin B4R E ], RSB RS MR ELE HTG-AP Jay7 ML, 1% TG, JEMME. CT e HEikg
Horor AEFEET AR AL R E S, HS5 MR BIAALL, R A, THRAR R FEREK
G IR FEX T HTG-AP YA 7 & — Pl SE M s ORI VI 1 7 2, ATAE N HTG-AP 1 — 287697 77 % [24] [35],
7 B 19, T 1 Sy 2 J2 I o PR R B e i 7 2

4.3. mi&st

1 54% (blood purification, BP)HE A f& T8 7E 2 25 1 I B AR YT I BL il g A ke Ry, 32 Bdad
Wi TR WHEEE R D73, R ElE A Wb e R S 2K A R, IR BNRIT R . 1
HTG-AP 697, BP AR PRSI F A TG, HAETERR K2 T BRLAI &R RIEN R, R4 5K
SESNL . BP fE HTG-AP BB HIHRAE: X T ARt 5 Ok QR IT (26T 24 h~48 h J5 IfLiE TG /K-
175>1000 mg/dl (11.3 mmol/L) =k 4 iE A% £ 5091 HTG-AP &, @GR IMBaLiasr[24]. HAlE%H
(1) BP 1577 B AN ML i€ (hemofiltration, HF). I3k #E i (hemoperfusion, HP)FIIf 2% & # (plasmapheresis,
PE)=F.

43.1. MR

M S — PR AR SMIE A 143 8 25 SR AR FU N AA B /N TR o A /N B ) i A e 4, U
Tk R DA B I, P E e R VS BRI R AU R T 2 AR PR R S BRI R A EE YT H . B
AR _EEEXT HTG-AP 1697 Bk i€ 77 20 WA 25 2 LR E i (high volume hemofiltration, HVHF)
T PSR bR - B K L Y0 3 (continuous veno-venous hemofiltration, CVVH). A7 % B HVHF 7] L
A BT 0 B R R R MG R 45 R [36]; LWk, Sun S S[37IWFFRIL, SXTIR4LMILL, HVHF 167
HYE HTG-AP B 7E APACHE I PF4r A4 I P 17K F(IL-2. 1L-6 55)J5 1A geit 2 2 W . AA
RKIL, TEIRIT HTG-AP 1, (] HVHF g R ECE IR 7 A AL, HVHF TR 1 TG /K°F |
IR B4, I AORE R AE AT JL AR [38]. CVVH Tt e £tk ik ik i 75 s ST SR 1k A RS
Gl IS AAEIRES , BE = BUE BRI I 2 1 SRE S R DR RE Y R AR E A2 0 B S EEE R
R 2 R YT o AR MRAB IR e D, BEI R i, D A By SR SROSL4E A T4k T LT 22 28 & Thiae
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BEAG LR A AER A AL [39]. RIS, AR, CVVH RERFSEIIEMIRIRSEIE 7. W RS A BRI A &
P, RIS R IR I PRGN A, 2 MRS 7 A AR E B [ 1 1 [40]

4.3.2. MHER

MR A B AR SMIE IR, 5 R R T 5 N A [ A R A7) E I 8 v, 368 3 R B 7 P O B4
T BRI Y ANIEE R PR R E A, TR B R B . BRI [4 L] R DL TR S TG T PR
1T 50%, F H AT DU AR - 46 P I B DR 1A 4 B SR RS BRVE L, SRR A B9 1 R R IR 4R i 4 5 1
Wb HRRERI R A . AR, A IMLBEE R VA T 2078 9% B £ BRI , A7 3ot e v v 214 71 5 W 22 £
B AARAE, KA MR [42]. TRHEEN S [43] R DAL H A MR e I B il b, BRAIR > TR, IR
FEA R, ERERE R ), BRI T KCE, W F b R Th R, SCEME . g e B
K, HAT e AR R . (H 22 TR 3R I L RE TR I MR X HTG-AP B35 1S TG 1 FR SR
TR 7 A [16].

433. MFEEHR

1L 2% B e 3 B i 10 40 T A R I 0 S RS S R R4y, 2 B v A S0 I S B R
LR HOF R, B R 70 I B AR (R AR T ) A LA AR AR T T
7, EFERBURYIRIE K. S5HMEASZAEL, PE RILAE SRS ROhiE B HTG-AP 95 A& P 16 H I
=WE. BRERARS, BHE TG W BRI RF ST, IR IE 46 PR IR 13 20 s B 4 R I R
I H A, BHLEEE— 5 208 XU 1 & AR AT A 45 [44]; Piolot Z5[45]WF 5tk i&, PE #ETBE HTG-AP [ %
AT RN, MR E RO AR B, WEE R E e, MR o, XUE R
# ¥ (double filtration plasmapheresis, DFPP)&i/T 4 KT EUHT AR, MHET PE 25X, Jsb> T XEBr £k %R
MIEAE R EARRI TR, B PR T 4k R 13 U N A BRI e XK . Chang CT %5[46] &8 DFPP FJ7E
JES [R] Y POE PRI HTG-AP BB 1) TG /KF, JEn] LERAMAI R AENG S 1, AEAERent e, R, BB
SE[ATIHF 5T K I DFPP 1K HTG-AP B3 1 TG 7KFFEMIK 90%, HHTAIT B#F E R B E N 0, MHHIARE
ZZITEIRIT B E R R mIE 50% 0L . i BN AT, PE T HENRKERKME, EITHH
B, BRI T HAGARSH, 17 DFPP 4% PE Y FEIMAR D, (HR I HUREER 3 m BB R, Mulk R >
Rif; CVVH #l HP HH T B fRi67 T RAR, BRAEARXS M0, W MENI697 HLAP (1) 3 B 44k 7
Xo EHBTEIERL, B KM, ZHORXH BT SS, B B REASRIE e A7 AR .
5. B4

LZ LTk, HTG-AP KPR 2 i U PR sk A P g 8 1 8 T B, HAOmbLR =2, B —FZBIER
Z5K59%, HETHARGEWMY], ZZEEAAMREES FRFA BRI BRI BRGSO
SN EESEE RE R IESEAOC. BT HTG-AP Rf nUN SRR m . WSEE . IR 2 K a B4,
AABTT AN 5 R AR N AR BERRAR K - IR RGTT ZAE N HTG-AP RE5HATT %02 —, BIEIL L™
HIFRRE 2 R IE PR IS TG K I 4= B JORE S By idt — 2Dk e, BRI DUIRFER 24 17> TAF 3R
B 5 2 DA R IR T, Hodr, BP BIRTEIRIT HTG-AP L3R E WA~ REFH NI, TR ME
R B I ARCRE B R 2R B B8 B8 RS AT AT R AR FH o (ELASTR] 0 i 8 15 e A 2 B A AE S I L 1 T2 W
HEl, HIrRBdnmEmZmam . KA 2 A0 ruh 7t LIRSS I BIIESE . R, HTG-AP & Bl iR
i~ MEIESEARYIOR, 5 SRR TERRAR 2 . 29 IE AR 2 S0, SN TS W Rk, HRDRR M, 4F
T B RO J s B U B e e SRR B R 04 TG 48 A & IR (Wi ) AR BB B, A
AR AR P EA R H o AR Z RS T R A R B AE bR B, LA BR AR s (Wi i T3 24

DOI: 10.12677/acm.2025.15102918 1545 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15102918

AT 4

PO AE) 1

R BCRA R o ARRAITMIRE S S B BAH SC A0 B 55 07 TR HTG-AP (531 15

WFEARHEATHI T, LA RS A 38 s B RO HUE A5 5, M08 B & e ML e T T 56, W
S A B ) DXL TN ARE Y

E&WE
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