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Abstract

Acute pancreatitis is one of the most common acute abdominal diseases in clinical practice, which
progresses rapidly and has a complex course. Acute pancreatitis often leads to necrosis of pancre-
atic organs and persistent failure of organ function outside of pancreatic tissue, with high incidence
and mortality rates. Acute Kidney injury is one of the common complications of acute pancreatitis,
usually occurring in the late stage of the disease, after organ failure such as lung and heart failure,
and usually has a high mortality rate and incidence of complications. This study aims to explore the
mechanism and influencing factors of acute pancreatitis combined with acute kidney injury, provid-
ing reference for clinical treatment to reduce mortality and complication rates. The results showed
that factors affecting acute pancreatitis complicated with acute kidney injury include direct infec-
tion injury, inflammatory mediators, cytokine release, blood calcium levels, high triglycerides, and
other important factors leading to acute kidney injury.
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1. 53|18

MBI 9% (acute pancreatitis, AP) & —F R ] B ) Stk SOREVE RS, R AEIE R TAE 5 i I 218
JEZ —. B ARED, ANMIAEFERESH#ES, DK RS H K, AP A0 A B
BB RERASHKIE, KRR SITRMBET &, Sorgit wos o EARR R MIETF N 26.76/10
JIA10.59/10 73, EHEE, AP KIFHN 31.8/10 73, SET-HRNY 5%, M H B NS A 242 . fiKdE AP I
FER R MR EREIR 28 . EEIRARJS . H5 R MR 4 (serve acute pancreatitis, SAP), 85 iR 28 5 1A f8 32
FH A R o3 it ) 2500« B i« A5 EK . SREAMR S SR BT 20— SRR FT 22, T SAP S 15 1T
Rk, HORREEIs, RN a] & 964 5 RE NV 255 1E(SIRS) BL K % 45 B T g 3£ 45 (MODS)
[1]o St E 4547 (acute kidney injury, AKI) & AP ™5 I A&0E, AKLEE K AELENMIG . O D Re S s B
ZJG. SAP &I AKI IBE TR 1A 70%, XA 3G Ry7 48, H2 Ay, FRACEHE AR
&, X IEEBRRA TR E R I AKT FERIE, AR N EIT AR, SRS, SR iE .
HHTKT SAP IF K AKI HISEMR R AT M ANE R, AIRe 52 MIEZ 565, f K PubMed. Web of
Science HEZENM . FIUTEEEE . 4E I, o E AR A SCEREE A 0% AP IR AKT ML K s R &R 1
WEICSCHR . ARG B AIED T BREEG MAS AT =R R

2. BErEERG

YT AP AL, R4 ERRA 2 ERTIM EEER Y —, B2 AP & 7F AKI EER
DRI, TR B AR A R S ARt B, AP AT MBI 77 75 O ARE TR R, R 5 4 DR T
CRE” DI, SN IARER, By, LT B R A B I RERRERE, 4 AP &3 AKI I,
WU RIS IE5S, % R ARIRTE B, BOKSSRRAR, IR I P BT — B, SR — 2B
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&, FORebE B, HERBOMREIAE, WiEma)R. LT AP B KR HrR vi[2],
20 A R DL R SR PR SR P 2 4 5 B 3 ) G B DR 3R, SR B K ik 147 S S Y S 6 v (R U 45 2R s
2T SR P XS 5 8% AR R P A BRI SRR, AR AL S B AL RE, DL AT ARG AR3]. R
R IR FEE TR, AP SR G VIR G, XA R F s R — 20 Rl p B kg EN
— ISR 4], AP FETGI AR R (5 46.97%, IXTTREE AP B EREEEA A CEE. J— g
N\ SAP BEMIHIEIENT TURY, A 62% B H e RIRA LA A AL, R IR AL, LB AT
RGeS EAL[S]. AWTTUAIL, AP BB B WAL T RATIRES, 16 AP WAL A IR K A i tE I G
BIRNZ —[6]. KA AP I & 5HEFE R R BB IE B D Re 32 4, T N R IR EK,
B o 51 RS A T S R R A TR RN, e & SRR IR, R L ] SR R
PARSE, JFHBEERREHRLNSELZ — HRAE AKL SN0 N5 R S T %
X IR R B P A5 2 B I A o WETUSRET AP R i TR R VR S S IR RV Bl LR RS PA R AR G
HRAE R IEEAR BEAR 7] X AT DAE FIBIE TS5 R — 2

3. RIEMNFR, MIETFE AP #H R AKI TEPHER

RZHWTEH I, SAP J& AKIL 55 M s /17 Fabs S BUR S i S/, SR E
HMEFATR RAES BT AR T AR AT ST, GESE T SAP JFK AKI 2 5 B I it & s> A 58 5% K
Bko AHFFCRMRAEN BT, MR 7 AU 8™ A s 2, B IERU 3R D ae N B, i ELH B Sxd
PEHERT DA A — @ R fE AR T, JOREN I BERE RS SAP 53 1 W B0 (K S ZEHLARI[8], AP 41J3Y]
TAREA, TR 1 I S O R 5 3 (0 JR AR A SR K B A AR L TR RS I B MLV AR A v, AP PR D
SAP, HEBM AL G RAERMELEEIE(SIRS), ARt PINERRG:, BEEEIEIA9].

3.1. MEIATEEF o (TNF-a)

TNF-o #& SAP S - I B AR RAEH . 25 B SO e RS AN MR 7, 32 B2t B 4 i 22
FAZANM AR, TE AP & 9F AKL R Hp iy isas R R E R, k4 SAP B, TNF-a A LA AZ 4%
(1 J IR P S FRAZ A . R P S LA S R R R, 51K — R Y RAEBRGUR N[ 10], HEflK
FABANA PR Fan(IL-1+ IL-6+ 1L-8 S5)REBUME N BLHE S W, 703X 6 58 i PR -3 [F) 4 FH S I P R 4 i 45343
B ME FEEEIE I, SBULBAINE UL A0, 51 E R HLSUKM, Rl EHLS, &
WHE RS, IRKFREE R0 S T 5 BRI DIRE[11]. 7E AP &9f AKI %, TNF-o 73z E
Wk 24 e [ A Rk SOREAE AR ML B934k, B1R JE S S AR I BRI I P 3G 0, SO B /N b R 4 )
Ae, BT AR FARIE. RS, BNE LR AR AR AR T, S B S 4
o, Soma e AR DL R AR T RE, (R S BUOE IEH S5 . ALt © R M[12], /£ AP 4R
B T i 5 AT SRAZ AH L TNF-amRNA 235 B, o AP 1538 44 ] DLFE I AL 15 S TNF-amRNA
M B, S ZBN S A S R TR R R HLEIA DG, 185 — WO T R R SRS A i i 72 b 7R [13],
TNF-o 7K-FAE SAP K BB o S I TR A a2 1 3 9, JIESE T TNF-a S P JRl IR 8 AF 56 DL R 4 5 I
I AAE AT, ] SR BN AR TR, MR S NERI S M f s gE 8, SEAKT 2 'H
Ik 2 v .

3.2. B4ARaAY & 6 (IL-6)

IL-6 7 AP SBE EE A 7, fELERER, BOE. YRR, % T, B s, 8
A T7 TR A EEAE ], TL-6 R LU E BT 4R . ERR4A AT Th17 4074k, I Har B S
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A=A C RN EEE[14]0 IL-6 & RIEMMH F REKIEM A 2 —, SGEFTAE RS h et E B RN
M EZMFE SR, B SO YH M SR AL SRR, B3 KR SAP B, TNF-a AI % IL-6 LA IL-
8 S RIEKFOE, TERARRERIR B, AP B IL-6 KK 5B ™ ERE % VIM G, 1L-6 £
SAP 5% AKI Fyit g B EE/EH[15], —T 97 % AP 3 & AKI B3 H R RE AT IE 6T 78 Bon[16],
Kol AKT H HARRALSS 3 RIS IL-61 TNF-a & IL-15 /K V- 59F AKI ZH L8 53 TH 7, SAP &9 AKI
BEEEREISFE, IESLZH TNF-a. IL-18 il IL-6 L2 M ISEN S 5HAH LA SRS — T8
To PR EEC G 28 IR BRI 5 V25 (ELIS A) M) SAP KBRS0 BEZH B 441 6 /NBF L 12 ZINEF L 18 /B TL-6 FRIE7KF ik
A5 LI T s, SEER AR TL-6 K TR &, H TNF-o RIAH 25K . AP &9F AKT B H 41 H
TR TR R[17], AP & IF AKI A1 1L-6 /KPS & T3E AKT 4, 7258 72 /M AKT 41 IL-/KF 5535 T
B, IL-6 S5 5ORE N T3 4 B B ThRE S BV Bl . AP BB b, IL-6 K PRSI E sl T IE sk, ]
RESR7R BB T B 1) AKT R AR R -

3.3. P I (Substance P, SP)

SP & —FhZ 5V 2 AW i, ) 35 852 A SCIOE IO AR R, E AP K AKT I A% Th g B 2150
Wi, SP = Bl M & EUk-1 %K (nervetachykinin receptor-1, NK-1R){5 S I@ M K FEEA[18], X SP 5'F
JEH) NK-1IR 555, 2BUE— RIVMRNESHS0 T, W25 E A BB (MAPK), XL
R LS e OS2 RERAEN BRI B 2 G, Atk eI DL EA I TE . BT RUE
SNAR SR s R AL, R RRE RN, S1EE B Y K S @E e, B I ERE G,
ML R [19], BUEE /NS ERZ i T, SIS IES . SP fERIER ML HEB M R FER
HEAER, RTINS, RAERNPEE AT, I H SP ACHE R ZRE I #E R, X f2EA
I Z B FT SP 1E 2 SEAH 28 B #100 TF IAE I [20]. — T SAP K ERAE AL [ SRIG A 98211, 7E SAP 4 E
SP [17K-F-F1 NK-1R [F15 BEVF 3 3 B I () 4072 22 1w, JF H SP 2 5B /N ERBRIMIRTE . B /NE 1 b AR
PEL KRS, 5 B RO PR R RS SRR N R 3 S — s B R . BT SP 7E AP K AKI (1) HARE
PRMLE AN, AR — P A

4. Im;E$57KF

IEFTEOUR, HUA AN IR R KT MG B e A AR BRI Re 0 2L, HKE AP I, 4N ES & T
AU IS, AR IR ST e, TIARAIE R DR, AR RE R AU B RRAS, HBLR
RESRSEROERE, TR /INVE b B2 S 200 it 5 LR 45 4 K T e S RS O EL 5 1RSI St ah i 4y, Stk —ob
SV PP IR BE D RE AN A B A R = IR 7, 65 )R S BB IR [22]. WFFTA L2311l AP R 145
WP >4.5mmol/L I, FLAIFA AKL, M5 i, 38 AT DUAHE WA S A F S 51 RS U A A 4
HAESBUS/NERIEE R TR S MM AS T, RIS & HEM g, w5 W IRIE RS 45 h, JoHGE R
JIE, FELHECIA B E D BE[24] . fIRES MUAE AT 20 AP 5 F AKLpfe, i85 28 7Rl % & 28 T Skt A 5E
YE AP A: AP I BRI BE BB R, AR, BRI IR, HrT S5 T A5 A, e AL £S5 45
o, SUERARESMRE, M5 <1.94 mmol/L I %18 AP JF A AKT HUH ST f& [ P FEAR[25], AIRES MU
IR THRRN JAE SN, 33— A A R A R % AL o

5. & H =88 Hypertriglyceridemia, HTG)

HTG /& AP S ZR A, I E AR H HTG B4 N AP iR 2 A 5155 —[26], AP &k
JBE R I B 2 A 3 H O = B8 (triglyceride, TG) > 11.3 mmol/L % 1€ i H 3 = 5 ML iF 1 2ok i e &
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S

(hypertriglyceridemic acute pancreatits, HTG-AP), HF7TFEKH TG /K7L 5.6~11.3 mmol/L Ju [, HEFRH A
JRIAL, Zie PRt HTG-AP, A ER S I TG /KF[27]. HTG-AP 330 AKI [ HARMLH] AN 76 42
ERE. EEMIRI28 HTG 258 /NE LR AR T IR0, J0E O LR N i X DhRg X aL &l 2, 78
S8 AKI KFEALEIF A EEEER, —T9IN 9654 Bl TG 5 AKI AR BI[29], BEE TG K
IAKTHE, KA AKL IR IEIZE 0. HTG-AP 8% KA TSRS E AR AL EE, UKL
TEA SR MEB, W pE G BN RERE. HORIRDIREIGRE . 25055, TG HRAG B /K 7
(3 &5 A Wi 2 (free fatty acids, FFAs)/& HTG-AP KA B LEE R [F[30], FFAs IR 5 980 SR 0
B, TG AT MG 07 B2 A IR S L FRAs, HOnt o Bz 40 BA BRI EE e /e, (et
FEN R, TR AR, s E IR . —Ishyisid it 7R [31], HTG nf LN A A
BOR B A 5 R AR SRS, I, BRI EARIREIN, SURBARIE RN, 7, o] LOE
SR I BB N ) B R AT s B 2, TS0 AKT, HTG-AP #5¢ AKI T ] 8 % A2 2800 s BRAE 31 2%
AKI RS B = AR R TG ACE I nm & . — g 292 61 AP i Bl RTREYEF L3RR [32], F 4%
(1) AP W BIAA4E HTG-AP, SEIERTAH KM, i8] HTG X AP & JF AKI BA B0 .

6. ZHit5RE

AP IR LA — M W SV E R, ™ SR S E I RE s, AKL2H™HIFk
fEZ —, JFEHIRSER &, BRI R, AP G AKI f&— MRIL R 2R, AR Ml K R |~
SEEMEDIREZ S, #— P T AKL. AWFFIERIN AP HIKH) AKL HLE] &M R R KRR, Bt A
AP &53F AKI i DRI RER TR LB 2 IR T #F . Bk T AP & 9F AKT B A A BARHLAEI R 1203
2, WEWTFUE AT Z 00 BTIETERSCIRNE 7T, 3E oD PR L FRAL UL RS K . g T BRI
PRI, SR, PR, BEIR AKT FRAER, SeEBE TS
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