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Retrospective histopathological study of pancreatic fatty degeneration in

cadaveric specimens

(Cadaver 1ZEA % i\ 7= BEIBAS I M (2 31T 2 MR R B 2RI 3E)

FALOFE . Bt ( BEEERSE )

FRER N KRB
NHREFER A ER L AMEREREEL a7 4 7L A
YA = R
FAEFE S 0 21898702
K 48 =
(FREHE4 5 ) )

(Adff) RBRELT 2,

In recent years, pancreatic fatty degeneration (PFD) has attracted attention as a

disease associated with diabetes mellitus and metabolic syndrome, nonalcoholic fatty

liver disease, cardiovascular disease, acute pancreatitis, and pancreatic fistula, as well

as a risk factor for pancreatic cancer. In some clinical studies, noninvasive diagnostic

imaging methods such as ultrasound, CT, and MRI have been used to quantify PFD.

Despite its convenience, it does not reflect the objective situation of PFD.

Histopathological assessment is considered the gold standard of detecting fat in the

pancreas. The purpose of this study is to objectively examine the status of PFD in the

human pancreas before death using histopathological methods. In this study, 53



cadaveric (median age 86.6 years, range 58-104 years) pancreatic specimens without

any known pancreatic diseases or abdominal surgery were employed for histological

examination. PFD was divided into three types: fatty infiltration, fatty replacement,

and intralobular steatosis. Immunohistochemical staining of the head tissue section

was further performed with pancreatic polypeptide (PP) antibody, which is an

embryological marker for the ventral pancreas. PFD was present in 96% of specimens,

of which fatty infiltration accounted for 64% (34/53), fatty replacement for 62% (33/53)

and intralobular steatosis for 77% (41/53). Furthermore, we demonstrated by

immunohistochemical that 81% of intralobular steatosis occurred in the dorsal

pancreas. Our histological examination results showed that the overall incidence of

PFD was significantly higher than that of general imaging clinical examination

methods. PFD should at least be divided into three different forms, fatty infiltration,

fatty replacement and intralobular steatosis. The immunohistochemistry method to

clearly point out that the distribution of intralobular steatosis is related to the genesis

of the pancreas.

Key words: pancreatic fatty degeneration, fatty infiltration, fatty replacement,

intralobuar steatosis, cadaver



AR, FENEIENGZEME (pancreatic fatty degeneration, PFD) I OERIZLE 2 B,

BERIFCA X R v 7 v Ra—o 70 a— /UIEIEITR R, TR BR g R Ak

[PESBE . BEIES A DIIE « HRICEHS L TWAZ L HE SN, My 7 LTHERENT

&, BRRWFFETIX, WERIEN 2 @ sk T 2720, BEW. CT. MRI 7 & OIHRIRME B

DWHENMER Sz, ZOERS 030577, BABNEIZENED MG 2 K IR 512

FIATDTHD, MBFELFARHEIL, BIROIE 257200 —n FAZ 2 —

RERBD BN TWD, Zdz, PFD OB L OF OEEOEFRITIRIL TH D £ O

TMEN LS bolo, RO HBITE NOARNIIS T D BENRN D REHZE 1M D S HE 2 fH %

JRELE CRBIA, RIS 5 2 & Th D, ARBFFEIE 53 Hil i 38 A (B 21

Ao 32 N AR - 58~104 F . XIS 86.6 F) > HERE LT IR A 24 LT-,

NS OIEBNC ISR B L ONEE IR O 2N 2 & 2R Ui, B L7

MRk A BEHD, AED, BERICH T TANT 7 0 e g R B L, ~~ T -

(HE) Ytz Lz, —EBOBEEOEARIIEAELMIEUEDO~—I—TH LRI XTF I

(PP) & > 37 Otk Z VT, St it U, o Uiz, Sa9C i T2t

DOIAERIT 94% TH - 7=, JBHIEE (Fatty infiltration) . JEEHL (Fatty replacement) .

INEEN D ERAZEME (Introlobular steatosis) DFEAEZRITFFLFH 34 1 64%. 33 5] 62%. 42

Bl TT% T o71=, & 5T, /INENDOIEITZENED 81% NI AIFEIEH ORI THRAE LT &4

Molz, AWFZEIE, AR BRI THBIEE S 7z PRD O RIRAY R F8 AR 33 — iR 22 G s A



ELVHEEICEWZ L&) L=, PRD 13 7a< &b, IEIGIRME,. BEIAEH, 3 L OVNEEN

DRERIENED 3 S>DRIRDIFRRICHHT 208 TSz, £ LT, /INERDIEIIAMED TEAUE

WENR D TEREIE A £ D K D IZB D o TS % OMFFERRE T H 5,

F—U—F : BIIEIZENE, R, TENTERR, NEENOIBITAENE, Sk



