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A, B: Small bowel computed tomography and contrast-enhanced abdominal computed tomography during an attack showing bowel wall edema and

thickening in the left mid-upper abdomen. C, D: Transoral enteroscopy showing mildly coarse and hyperemic jejunal mucosa without obvious ulceration

or bleeding.
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Figure 1 Imaging and transoral enteroscopy findings during attack

Inflammatory bowel disease ultrasound showing focal thickening of the jejunal wall with preserved wall stratification. No ascites or obvious mesen-

teric lymphadenopathy was detected.
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Figure 2 Findings of inflammatory bowel disease ultrasound
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Table 1 ANGPT]1 gene variant and ACMG classification identified in this case
Chromosomal ACMG Variant
Gene . Transcript ID Nucleotide change Zygosity e ..
position classification origin
ANGPT1  chr8:108296943  NM_001146.5  ¢.1172G>C:p.Arg391Thr ~ Heterozygous  Variants of uncertain ~ Not tested

(exon 7)

significance

This table summarizes the ANGPT1 gene variant identified in this case, including chromosomal location, transeript 1D, nucleotide change, zygosity,

variant origin, and classification according to the American College of Medical Genetics and Genomics (ACMG) guidelines.

BB A F A
2 i .

HAE J& — P 25 LI i G € 4k B PR 8 A, A
1A B R 299 1/50 000", MR 4% C1-INH 7K F & 3
AEIRZS, HAE 7] 43 A C1-INH $t = B! (HAE-C1-INH)
A1 C1-INH 1E % % (HAE-nC1-INH)™, Hrh, HAE-
C1-INH 2 (5 4= 38 HAE % {51 1) 90% LA _E., 1 HAE-
nCI1-INHAY /5 5% ~10%".

IR, B 7 T8 AW R IRN, 2505
HAE-nC1-INH #H ¢ [ 250755 55 PR AH 2k e 5 R, 604 ¢
I K7 XTI CFXIDD) « ANGPT1 . £F 1% i J5 L ik JR -1 &
VR ER O BRR S THE I 25 - 0 24 4 % B 3-O-fifi 5
AL 6 R IKEE N & DAB2 AH BAE & H M, H
o, HAE-ANGPT1 J& T A2 LB A o H 30
DK ANGPT1 2 ith— Foft G B 119 1 /85 e IR, 2 N B
I B 1% =R PR 52 1A (tyrosine kinase with immuno-
globulin-like and EGF-like domains 2, TIE2) ) = T
BNFNECAA . ANGPT1 JE K JA8 5 350 4 5 41 Jfd TTE2
15 5 18 B WOE A2, W] AR A K T2k
(vascular endothelial growth factor receptor 2, VEGFR2)
e S FEAR, T 512 VEGF % S I E B F. tha
SCHERFRTE TIE2 w] i S80Ik B2 524K, iZ AL ) B
TR N 7 B R BT B2 2RSS S B, A5k
S, U ANGPT-1 i 2% n] [8) i 5 3 0 5 e 1tk I
I T 22 T K R 2% PR A ) T R XU T i, AT
Jill HAE-ANGPT1 B! (1) Il IR R I o A 5] i 3 485 7y
ANGPT1 J: K ¢.1172G>C A8, 454 Hlfk R R B &
1EH 1 CL-INH 7K - F1 T g, 3 HAE-ANGPT1 [
S 12— 2P SR ANGPTU/TIER fili 5k [
S B I A AR E T B B AL () BRI, {15
SR H AR IR VR T RS2, HLUK I ) 2% UK
T IR B — KT VR T SR A R . SRR X ik
FKEBFH, NIRRT I B b Ao 1 297
5 (U AE 1R TIE2 38 BN 71D, BUBE AN [F ML 1
INE S

B 71852 22 HAE (W E ik KRR 2 —, (B7E
By BB TR Dy e — B R I, Sk = B Bk
SR i, 380 T2 R, A B DL R
F BRI, KAEIAAR FAT A AT/ B K i 1
JE TR a5k, RAERIESAR & N B A e A
IEH, B HAE B i 52 2 AR RE . 4R
1M, BT Lk = B ok AOF IR K i, HL S 56 = A A
ToAME C4 75, 12 W 75 5 SOREPE 7 i B SR
TG T 98 SRS I R I LA 98 56 2 Pl g AT %
A X BEIRIE IR TAE A, X T I B R A IR 5
G PRI RE K, IR SAR I RE K i R i i
N EXT HAE, 1t H & HAE-nC1-INH f{25,

O W 58K B, HAE &35 10 5 & %% 75 0 B
A4 R S5 25 T 7 (OR=1.65; 95%CI: 1.15~2.35), H.
B R B B B DL b B G R YRR B
(P=0.017)"", HAE &3 K C1-INH 6t = FEHMAZ
BB AR SPEE , C4 WEFER N, 7T RE R T 40
B, SR B B PR AR e B ST,
BN 5 g% 5 o M . AR HAE-nC1-INH &
TE IR EEE R, KA IT .
SR, H AT S = HAE-nC1-INH &% & 3 H & Hus
99 ) B LR B , B AENLH 7R — PR AL

B TR SRR 77 (15.3%) 8045 (7.3%) %
JERYL (7.3%) 725 WAF RN, EAERZ, ZEE
SR RAE 5 RS R ) O GAEAE — e O, B
E R E 15 K] 5, JE 0 7K i o A A 2 25 iy 2>, 9
TR EERCHT IR o 2RI ER R, B0 O BH A 5 DA 1) A
H o R BN A ()75 DR B, Gn AR B s ) e e |
T D EE RN AR,

HAE-CI1-INH O B % 55 K67
M, M &% HAE-nC1-INH, Jt 3 /& HAE-ANGPT1,
H R Mg —Hed7 7 2. BRI B — i
T 1L 52 55 DR R T Bl ) . v B LA, AR SE ] 2 2
98/ HAE-C1-INH 2 # W R AEMER . RE AR
HAE-nC1-INH = [ b FIERE A FR , (5 2 AR S
FEARF FFE om0 o B o 3R a0 A



Fa6EBHES W 1R
202645 A

B Ddhin, R, 5. DU IR N R R ILEI ANGPT1 58 48 FH 5 16t A% 14 145 1 K e 1491 L0 1.
B R R 2 S CH AR # AR , 2026, 46(5) : 780-784 .

783 -

FEFRSZRBAIC TR IT 5 » BT R AR K 5
P W] SR ek, (ELAR 56 42 V8 BR A4, 37 JLAE HAE-
ANGPT1 A 97 20n] REA FRAE B — 2 I R ME
I A AN T J2 e 7 HAE-ANGPT1 J 4F 58 4> WMtk
JRIE %, AR BILA FT B B B 2 9% I 4% I a1
{ONERERGA S

BB A 5 A5 525 3 A2 IR IR 7 3R] AR T
o, fEA5 2 JE IR UK SO B R O AR R
BRI B A 206 97 B AT RE AR R Sk
PR AE FHE AR X — IR WA HAE 95
o3 RE R A BT 5 JORE 1 B G g A T g AT
R,

Lk b g, A # 78 HAE-ANGPT1 J L LA &2
JER AN Ak O B PR I, ik = 2 JER A
WRAE K, B 53 iR12 . X T O R A IR SR
ST o BE K I 5 158 A A TR ) o B K i 2k
# R HAE-nC1-INH g4\ 555012 Wi i F , 0 B2
A7 A% SR I LB A R RIS, S8R I BB AE
LR R T (R S ¥ 7 B 22 I PR UE B SCHF , M 2
4t 250G T 5 DR RE , St AL D7 5

PRI RR:

P A AR P B TR 2 R

Conlflict of Interests:

All the authors declare no conflict of interests.

{EZ ST A AR

R BT ] ORI R B SRR ST R SRR S
iR Z 5 B IR R, TR LA B TR
W Bk 5 BB, R 1R S A AT B G ERIES 5
(I8 15 B AH DB B B o 0 2N K 491 A AR 5 A AT
53, MR SRR L 2 AR R St & B i

Author’ s Contributions:

XU Qing was responsible for data collection, literature re-
view, and drafting of the manuscript. MA Jingjing participated
in the clinical management of the patient and was responsible
for the collection and interpretation of imaging and endoscopic
data, as well as critical revision of the manuscript. JJAO Chun-
hua contributed to patient follow - up and data organization.
ZHANG Hongjie provided guidance on the overall structure of
the case report, supervised the work, and approved the final ver-

sion of the manuscript.
(&% 3t ]
[1] ZURAW B L, BORK K, BOUILLET L, et al. Hereditary

angioedema with normal C1 inhibitor: an updated interna-
tional consensus paper on diagnosis, pathophysiology,
and treatment [J]. Clin Rev Allergy Immunol, 2025, 68
(1):24

(2]

(3]

[4]

(5]

L6]

(7]

(8]

(9]

L10]

[11]

[12]

MAURER M, MAGERL M, BETSCHEL S, et al. The in-
ternational WAO/EAACI guideline for the management of
hereditary angioedema - the 2021 revision and update[]J].
World Allergy Organ J,2022, 15(3): 100627

GUAN X, SHENG Y, LIU S, et al. Epidemiology, economic,
and humanistic burden of hereditary angioedema: a sys-
tematic review[ J]. Orphanet J Rare Dis, 2024, 19(1):256
BAFUNNO V, FIRINU D, D" APOLITO M, et al. Muta-
tion of the angiopoietin-1 gene (ANGPT1) associates with
a new type of hereditary angioedema[J]. J Allergy Clin
Immunol, 2018, 141(3): 1009-1017
GIAVINA-BIANCHI P, AUN M V, KALIL J. Vascular en-
dothelial growth factor (VEGF) emerging as a mediator of
hereditary angioedema (HAE) [J]. World Allergy Organ
1,2024,17(8): 100942

STALLER K, LEMBO A, BANERJI A, et al. Consider he-
reditary angioedema in the differential diagnosis for unex-
plained recurring abdominal pain[J]. J Clin Gastroenterol,
2022,56(9):740-747

T, HAESC, BRECHE, S, 1 Wi R AE N R EERELN
AR A L PR LY ], AR Ak S, 2024, 44(4)
277-279

WANG Y, TIAN C W, YAO L Y, et al. Hereditary angio-
edema with gastrointestinal attack as the main manifesta-
tion[J]. Chinese Journal of Digestion, 2024, 44(4):277-
279

HAYASHI M, OHTA R, YAMANE F, et al. Eosinophilic
gastroenteritis in the small intestine mimicking eosino-
philic granulomatosis with polyangiitis in a young male
patient[ J]. Cureus, 2022, 14(10): 29813

T AT PR M0 P K I T AR RS T IR 4. A% i 4
A A RHZ T B AR AR A A 5 2024, 44(5)
289-295

Hereditary Angioedema Gastroenterology Diagnosis and
Treatment Collaborative Group. Diagnosis and treatment
pathway for hereditary angioedema in gastroenterology de-
partment[J]. Chinese Journal of Digestion, 2024, 44 (5):
289-295

SUNDLER BJORKMAN L, PERSSON B, ARONSSON D,
et al. Comorbidities in hereditary angioedema-a popula-
tion-based cohort Study[J]. Clin Transl Allergy, 2022, 12
(3):e12135

MAURER M, ABERER W, CABALLERO T, et al. The
icatibant outcome survey: 10 years of experience with icat-
ibant for patients with hereditary angioedema [J].Clin
Exp Allergy,2022,52(9):1048-1058

KAYIKCI H, DAMADOGLU E, CTHANBEYLERDEN M,
et al. The relationship between surgical procedures and

angioedema attacks in hereditary angioedema [J]. Int



546 55 5 1

-+ 784 - Moa BEORE K ¥ %R 202645
Arch Allergy Immunol, 2025, 186(11): 1079-1085 lumab for prevention of attacks of non-histaminergic nor-

[13] BUSSE P J, CHRISTIANSEN S C, RIEDL M A, et al. US mal C1 inhibitor angioedema: results from the random-
HAEA medical advisory board 2020 guidelines for the ized, double-blind CASPIAN study and CASPIAN open-
management of hereditary angioedemalJ]. J Allergy Clin label extension[ J]. Front Immunol, 2025, 16: 1502325
Immunol Pract,2021,9(1):132-150 [16] AGOSTONI A, AYGOREN-PURSUN E, BINKLEY K E,

[14]

[15]

ZANICHELLI A, WUILLEMIN W A, AYGOREN - PUR-
SUN E;, et al. Lanadelumab’s impact on hereditary angio-
edema control and quality of life across disease activity
subgroups: real -world evidence[J]. Ann Allergy Asthma
Immunol, 2025, 135(5): 560-569

RIEDL M A, STAUBACH P, FARKAS H, et al. Lanade-

et al. Hereditary and acquired angioedema: problems and
progress: proceedings of the third C1 esterase inhibitor de-
ficiency workshop and beyond [J]. J Allergy Clin Immu-
nol, 2004, 114(3 SuppD): S51-S131

(YFs: 2026-02-01; f&[E: 2026-03-05; T : 2026-03-09)

(AUt 2 )

B e S S S e T i e o B St B A e S e St

(E#FET779)

[51]

[52]

[53]

[54]

[55]

[56]

RAMIREZ A, CAPUANO A W, WELLMAN D A, et al.
Preventing zoonotic influenza virus infection [J]. Emerg
Infect Dis, 2006, 12(6):997-1000

NATH K D, BUREL J G, SHANKAR V, et al. Clinical fac-
tors associated with the humoral immune response to
influenza vaccination in chronic obstructive pulmonary
disease [J]. Int J Chron Obstruct Pulmon Dis, 2014, 9:
51-56

DOORLEY L A, LEMESSURIER K S, IVERSON A R, et
al. Humoral immune responses during asthma and influenza
co - morbidity in mice [J]. Immunobiology, 2017, 222
(12):1064-1073

SESTER M, SESTER U, ALARCON S S, et al. Age-relat-
ed decrease in adenovirus-specific T cell responses[J]. J
Infect Dis, 2002, 185(10): 1379-1387

ESPOSITO S, PRETI V, CONSOLO S, et al. Adenovirus
36 infection and obesity [J]. J Clin Virol, 2012, 55(2) :
95-100

EBINGER J E, JOUNG S, LIU Y X, et al. Demographic
and clinical characteristics associated with variations in
antibody response to BNT162b2 COVID - 19 vaccination
among healthcare workers at an academic medical centre:
a longitudinal cohort analysis [J]. BMJ Open, 2022, 12
(5):e059994

[57]

[58]

[59]

[60]

[61]

[62]

BERBERS G, MOLLEMA L, VAN DER KLIS F, et al. An-
tibody responses to respiratory syncytial virus: a cross-sec-
tional serosurveillance study in the Dutch population fo-
cusing on infants younger than 2 years[J]. J Infect Dis,
2021,224(2):269-278

WEINBERGER B. Vaccination of older adults: Influenza,
pneumococcal disease, herpes zoster, COVID - 19 and
beyond[J]. Immun Ageing, 2021, 18(1):38

KIROLOS N, MTAWEH H, DATTA R R, et al. Risk fac-
tors for severe disease among children hospitalized with
respiratory syncytial virus[J]. JAMA Netw Open, 2025,
8(4):e254666

MARSALL P, FANDRICH M, GRIESBAUM ], et al.
Development and validation of a respiratory syncytial vi-
rus multiplex immunoassay [J]. Infection, 2024, 52 (2) :
597-609

NIIDA M, NAKAYAMA T, SUZUKI E. Sero-epidemiolog-
ical study of respiratory syncytial virus[J]. OJPed, 2020,
10(3):542-552

HOSCHLER K, THOMPSON C, ANDREWS N, et al
Seroprevalence of influenza a (HIN1) pdm09 virus anti-
body, England, 2010 and 2011 [J]. Emerg Infect Dis,
2012, 18(11):1894-1897

(Y F5: 2025-09-16; f&[E]: 2025-10-30; FAH:2025-11-10)

(AR 4EE: BRI HD



