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Abstract: Pancreatogenic diabetes is a type of diabetes mellitus secondary to exocrine pancreatic disease, and it was officially
proposed by the American Diabetes Association in 2014, with chronic pancreatitis as the most common etiology, followed by
pancreatic cancer. At present, the misdiagnosis rate of this disease is extremely high, and patients with pancreatogenic diabetes
have a higher risk of death and readmission than patients with type 2 diabetes. Therefore, it is of great significance to fully
understand, correctly identify, and diagnose pancreatogenic diabetes in the early state, so as to reduce the disability rate and
mortality rate of this disease. This article reviews the advances in the possible pathogenesis, diagnosis, treatment, and management

of pancreatic diabetes secondary to pancreatitis and pancreatic cancer.

Key words: Pancreatic Diseases; Diabetes Mellitus; Insulin; Diagnosis; Therapeutics

Research funding: Henan Characteristic Backbone Discipline Construction Project of Traditional Chinese Medicine (STG-ZYX02-
202116) ; Special Project of Traditional Chinese Medicine in Henan Province (2019JDZX2050)

201445, SE [E A PRI 2 20 Hh BRI 0 0 WA P 0 3K
FRIRE PR 975 il 24 R BB VP W PR O 5 3¢ RUMRE PR 9 o R UM
i R 1 258 2 5 824 6/100 000 1911, 24 1 A W bk
(4 8921 B VB Ik 0 I S UL 40 PR S S R R L 44
05 79% ; Hok B S R, 2015 8% L WGt B
P PR B RRR SR 0 T L R R L (B B R T
2 RUBHBRI o RIS PR s S 3 DR 45 s DR S 300 8 2
M9 5% o A Bl =, I OBE A XE DL R R 5 R AR

MR 6T R, BE B FET . BRI e 0, R i R
9 B AR T 2 O PR R 9 58 TR B XU B
B0 ME g BRI 5 R B PR , R
T PR A2 g 2 BB IR . BFAE O R L 45% ~
90% 1Y JE IR PR ME PR AR R 38 gl 0T Sk 2 OB R . H i,
] PN G T 5 0 PR (AR5 04 20 L 840 T R L IE AR
S 15 0T I 50 M B T 25 B 1 A A B A T B R L
HEEZNL,



FHREF. REMERFENEZBIESI2RERE

1069

1 ZwRHLE

1.1 MREARER RBHESLRE RENMSTH
I35 5% ) R o e g Y A D 2 B S EERIL A o T SR
Ji 6 SR v 2K A 40 B R RN, B A E A R B8
A0 M T e A o R S I IR B AT R AL, BRI AR I
A IR 28 TR 25 ) B 0 IR MR £ 4 e A % 4 41 4L B
T 2K 25 00045 e 4 W T BE T 4k & T 198 M Je A0 PR v
AN T oAl PR 5 A B DR , Il PR 2T 2 2 JE 3R
JBE BRI B35 1 A, 117 e P 98 R TR 10 A I 5 A 114 ) b 98 4
B WS A IR R G R S AP B 4
Ji ) R WA XA BT el st o A 3 PR 3 3 58 T 45 A A
GO RIEST , I 20 3 AL 0 Toll BF A2 14155 5 1 2 i 5t
PRI PRI A T L E A B 2R AR R R R R
Wk 240 JH 3% AL IS JB 05 ITGAM (34 % oM) L\ ITGB2 (3%
4% B2) PTPRC (# [ & 24 R W % i 32 14 C) F1 CSF-1R
(BETERN A F-1 Z ) i k8 835 1A, kA Pbs
YA REAT Bh TRV R A0l B2 T

I R 228 AR S IR 114 e A R 5 I A i 1 S 4
FE AL 5 | & 4 I 40 A K S5 B ek i S 2086 5 Dy R ele A8
RS . BFFE Fe M, I I 200 M 4 2 S0 6 4 3 A 2 i o
I8 200 i 5 2R B T B RR Y 2 — o I AT S A A R R
& I FE 1o AR e I i e R 114 S AR M, A B R 4T 4k AL
)0 JR v - AR (P 1) o 26 5 I 200 R
S0 R IRHLE A% T «B(NF-kB) 2 5 I 41 Jfd 55 45 5]
JEERR ) TS 53 2 — | S0 0 Rt 4 e T B s B
M0 240 L P B A PR =7 R 9 PR 5, {12 i NF-w B I 5 P65 il
1L-6 . TNF-o , 5 A% 41 Jfd 8 Ak 85 11 -1 5542 98 4 i X+ 0%
b, 518 Z A 48 o K 1O R 48 40 i R T 4 TL-10
TNF-ou TFN-ry FT4fl 52 25 A W0 S0 Jol S RBR . vk
JE IL-1 32 PR IL-18 76 5 @ 40 A v o=, i s vk J
A% IFN-~y MeEE+T B mEES L (pancreatic and

FERBR R AR

= *eee

NF-kB

=
Eind
5 5 | TNF-a/IL-1B

MCP-1

TNF-a. IL-10, IFN—vl IL-1.1L-1 B

BRERK)

BRI

Erg4mA

duodenal homebox 1,PDX-1) 8 ik £ B s T8 T 1 i0%%
ST 5 s A WEFE S WT, PDX-1 6 T 1 4
MR B B REE, K25 B A Ak -+ 45y
I3k TEIBMEIEAR R B8, T PDX-1 KB REAIC, B
20 A o0 AR R T SR Bt =22 B AT, 08 T S 06 5 R
AR, BATEY R IR R Mz B
i 7K St T 2 JRRE 7 A R 25 L T A0 SRR VR DR
BE RIS AT RE . e Ah, AN A AR R 4
(pancreatic stellate cell, PSC) AH T /F F AT A2 F 18 1 i AR
SRR, AN A 7 A A A K - B R/ AR TR
A K (PDGF ) J2& PSC YA Z5080E 71, 16 4L B9 PSC R
) 240 L DR F- T 8 35 S B R 1 W 2 A £k o M2 e A
[i) FsF i A 118 M2 e 40 i e £k 2B 4 R - T PDGE 7 36
ik, B PSCHI AR, A2 7 PSC (1345 FNiS Ak , Fe 2k
5 R IR 2T AL

I P T A S DR £ P JE R 4 8 A A v AR
B T1LZE 11 (S100A6/A8/A9) FZE R (11117, FRZE 1M
FEJHRRR T i R RO IR 5 Pl B 3R A P MR A i R
T AR A W 240 i v T DL R ST00A6/A8/A9, JE K T HEFE
TR g S0 B AT | I A e 4 i A A SR
o WS R B, 5 p e A L T R 4 I b i
F B IR L2 S100A6 B3k B . A 210 R
WU S R -3 LR A R AR -9 IR B R TL-1
SZARFEBUTN AT A kg 22 531) 2 TR B P 1 J A 8 K S8 PR g
fLE RS 2
1.2 mMelyFandn  BRE RHCHURME PRI 1) — A~ 28 H Ay
AAF2 T )t AT i R R IR 28 I 4k KR R R — A T
2B R PRSI AR TR Y A L T R
B RALYT, B RN A R fE iR E o E . B
T, 98 22 JOK 2 S 2 — o 0 5 A ke 5% 28 e 4 1,
VR IER, TT LLE 5 JB Mt 4 v e B 2 32 fk ppiA2
XiF JB 2 JIR B = 114 IR R 4 FB 3 4 T T 22 TR T 3 9 i

FRAR 2R A
— — BRIRA A
IL-6
TNF-a
TGF-B
PDGF A
{ TNF-a, PDGF
v
E4EHM2

1 EMEYRa{R it iRAR AT 4L B (E R AL

Figure 1 Mechanism of macrophages promoting pancreatic fibrosis
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