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Diagnosis and Pathological Analysis of
a Case of Amyloidosis in Magellanic Penguin

XU Ping*, QI Xinyong*, GUI Yaping, ZHAO Hongjin,
WANG Xiaoxu, SHEN Liping, XU Feng, ZHANG Yujie, WANG Jian"

(Shanghai Animal Disease Prevention and Control Center,
Shanghai 201103, China)

Abstract: Shanghai Animal Disease Prevention and Control Center received a case of
Magellanic penguin (Spheniscus magellanicus). Before death, the penguins showed
symptoms such as loss of appetite, vomiting, and depression. Postmortem examination

showed pericardial effusion with a yellowish liver, glandular gastric hemorrhage, and intes-
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tinal atrophy without content. The laboratory bacterial culture results were negative, and histopathological observations

showed amyloid deposition in the diseased penguin’s kidney, liver, spleen, heart, etc. , and positive Congo red staining,

which confirmed the diagnosis of multiple amyloidosis in tissues and organs. At present, there have been no related report

on penguin amyloidosis in China, and this study is expected to provide references for the clinical diagnosis and treatment of

this disease in Chinese veterinarians.
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Figure 1 Gross pathological changes of a Magellanic penguin
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Figure 2 Pathological changes of organs
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Figure 3 Congo red staining of organs

W, IR R LR E 20T H I IE e ET O
IR RS A%

AT 91 ) 22 T A A RE A JTIUE JE o B R Al
AR LGS B R IR TE R RS, X R [
WAERE B TERIRRTIZARRGAEAR T 2B R |
BRANIR Pk R 0TS AR T 98 28, 5 T i A 11 L
SR O PUR HTE L + 3 6, WA ZURBLY) 7 0
ZEn] AR BURTHE A REUAE | JUE | JB R R 7 <5 2H 21
WAFETER AR TR . MIZRZLGL (@2 1 T2 WiE it
AR bR i 2 — " 0 LR ) B AT IR AL
P, 45 R LR AR LAV B TR AR ) BIUAR Y IX
SR SR AL G 0 1 S B o DA IE MR AE R g e 45 £
ZUP LS R B, e R ) o R G2 U4 A R DR,
SR A BE K S RS BTREIR | HL b T IR 2 2R i by

FE) o1 22 B AR A v Y Dk SR L 156 I A 968 1 i rh A
TE S VE AR BT, 3k S i By A ) O i I 98
FIB AL E R, SR HEMAE . Syed et al. ST
VY E MR AR TR IS Y N B A TR , 4%
e o 5 R R DA SO s AR 8 O e A 58 A A 9, R B
I b 1 DX A S (A 5] - AR W22 2 L
FPE R S 2 2B SR PE I

Twai et al. "' 238 7 JFF Ik JE #3428 M 1) 2K 1T
B B, VE A AR AN RE A T 24 30 DA 552 1)
AR e iz, WRHAS T 2 W if i A IR A 1§50z
T R NI Rl i PR R AR T
A ] BE A TE ARG A2 1Y A B, A ik 191 [ A UL %€
FIPAFRE 2 A B Rl AR o JFEIE B IDE A A8 A )
fE 5 U 450 R B A2 3R, R g RO BB R




55 34 &

A — IR ARG TR AR AR 12 W S B3 A

673

I T GE 53 28 P 14 I PR 3R IS LR G R B
SRR SSTC T 98 57 RS W T AL A A B 2 e, 3 T g
ISR TS O Kk S S8 A g A B2
e RS ST NP U 250 I et 9177825 0 S0 w1 i
A2 KA BT 2L G i vE Ry R B TTOAR, 25 43 2 21
THR FEOT YR IH AR Wz 24 A RE D
55 , 32 1 BUZ ARG FE TR B AORR R ek FMA T
N REZ —. LAk, Nakov et al. "™ & B 718
TURR R UE A9 B ) Jo RE 0% 5 | A 1 3 AR AE A f i 3 i
15, AR HE T 1 T8 2 AP B0 B Y A 1 B, AU
MR 2 i R TS

VE MRS PR S R GEPESI AT 2R A ER
RGE, b H RSB NE AL Bk IR AT 2 A 2
MR BT EEMERE R . 55
HAbRIRIRE BRI R B , I R 5012 B
FRERLZIRYT R OCHRD A 14 A 2 R FR A A
MBI B S5 R AR R B B g SRR T
B R 12 AR TG A 1Y 2 I P, 0 HE By e it S 22 LA
3G SRR K PR A5 AN 0 R S T o E S PR,
N AR SR B S i S 3 — 5 H AR IR AR Y
N TG AR G (A T o B W R BRI
JE5 | e e fa ST L4 s A I B RIIE T s )i
iz SRR, SR LR T .

S 3K :

[1] GIANNINI G, NAST C C. An organ system-based approach to
differential diagnosis of amyloid type in surgical pathology [J].
Archives of Pathology & Laboratory Medicine, 2020, 144 (3) :
379-387.

[2] BENSON M D, BUXBAUM J N, EISENBERG D S, et al. Amy-
loid nomenclature 2018: recommendations by the International So-
ciety of Amyloidosis(ISA) nomenclature committee[J]. Amyloid,
2018, 25(4): 215-219.

[3] BASSET M, HUMMEDAH K, KIMMICH C, et al. Localized im-
munoglobulin light chain amyloidosis: novel insights including
prognostic factors for local progression [J]. American Journal of
Hematology, 2020, 95(10): 1158-1169.

[4] SIPE ] D, BENSON M D, BUXBAUM J N, et al. Amyloid fibril
proteins and amyloidosis: chemical identification and clinical cla-
ssification international society of amyloidosis 2016 nomenclature
guidelines[J]. Amyloid, 2016, 23(4): 209-213.

[5] MATSUDA M, KATOH N, IKEDA S 1. Clinical manifestations at
diagnosis in Japanese patients with systemic AL amyloidosis: a

retrospective study of 202 cases with a special attention to unco-

[6]

[7]

[8]

[9]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

mmon symptoms[J . Internal Medicine, 2014, 53(5): 403-412.
NGE, THH. EMHETHOELRERAI]. PERYF
BRI, 2011, 25(6): 362-364.

LIU J X, WANG X D. Digestive manifestations of amyloidosis
[J]. Journal of China-Japan Friendship Hospital, 2011, 25(6) :
362-364.

B, SkEE, WEZ. FFIEmEETMI].
K, 2004, 13(2): 191-192.

YAO J, ZHANG G Y, LIU Y L. Hepatic amyloidosis[J]. Chi-

B s F AR

nese Journal of Gastroenterology and Hepatology, 2004, 13 (2):
191-192.
R, B, WEHR, & ST TR IR 2T
[J]. EESLAIZHT 5657 2475, 2021, 35(10) : 988-990.
LI CF, CHEN W J, XIE R G, et al. MRI characteristics of car-
diac amyloidosis [J]. Journal of Chinese Practical Diagnosis and
Therapy, 2021, 35(10): 988-990.
KR . SEMHEEHERIZHNBERARRI]. PHESH
3%, 2014, 12(3): 72-73.
ZHANG L. Analysis of pathological technique in diagnosis of amy-
loidosis nephropathy[J]. Chinese and Foreign Medical Research,
2014, 12(3): 72-73.
STARON A, CONNORS L H, RUBERG F L, et al. A new era
of amyloidosis: the trends at a major US referral centre[ J]. Amy-
loid, 2019, 26(4): 192-196.
SYED U, CHING COMPANIONI R A, ALKHAWAM H, et al.
Amyloidosis of the gastrointestinal tract and the liver: clinical
context, diagnosis and management [J]. European Journal of
Gastroenterology & Hepatology, 2016, 28(10): 1109-1121.
IWAI M, ISHIT Y, MORI T, et al. Cholestatic jaundice in two
patients with primary amyloidosis: ultrastructural findings of the
liver [J]. Journal of Clinical Gastroenterology, 1999, 28 (2) :
162-166.
ASAKURA K, YANAI S, NAKAMURA 8, et al. Endoscopic
findings of small-bowel lesions in familial amyloid polyneuropa-
thy: a case report[J ]. Medicine, 2016, 95(11): ¢2896.
NAKOV R, SARAFOV S, NAKOV V, et al. Gastrointestinal
manifestations in hereditary transthyretin amyloidosis associated
with Glu89GIn mutation [J]. Journal of Gastrointestinal and
Liver Diseases, 2019, 28(4): 421-426.
EEH. RAMALEZMEE MR MM &3 TSR
TR S TS 27D ]. LM fEERKE, 2024,
ZHUANG H L. The analysis of clinical features and prognosis in
patients with primary light chain amyloidosis and multiple my-
eloma coexistent with amyloidosis[ D ]. Shenyang: China Medical
University, 2024.
FTE, okeeie, A8, & BERAMREREMETM 1513
XBEI)]. KISEZERER, 2024, 38(1): 63-65.
LUO H, ZHANG X Y, SHIH P, et al. Primary light chain amy-
loidosis: a case report and literature review [J]. Journal of

Changzhi Medical College, 2024, 38(1): 63-65.




