530 % 5 12 1 hERESRE Vol. 30 No. 12
2024 4 12 A China Journal of Endoscopy Dec. 2024

DOI: 10.12235/E20220208
XEHES : 1007-1989 (2024) 12-0061-08

e
B AR B M EEFER IR ARIEN AR =
( Fff 84 5k )
X225, RET
(zH4% - ARER BUHNE, =8 BEW 650032)
HE. B oMot § missm (EGID) $l REIL, WAL TAHIER LRI T4 5, AR

BT EGID #94h47, BAKRS £ %, FiE BT 84 41 #1144 BEGID #9451 B 5 00 — A k. 16
AN, RhEHE . NEAKBERS . BHFREAMFEIH, R 320 (38.1%) AR hidst
RadHmm L, 2146 (25.0%) ZmaT A AFAFEE, 676 (79.8%) NEEIFMA. 634 (75.0%) s =
sER AL (EOS) #4383, 714 (84.5%) EOSE 4tk (EOS%) 383, 144 (16.7%) ©iF a4z
BRRHEAE (IgE) #ARIF &k, SHITHARR Fibd, BERRSH (7.4%), ZERR246 (2.9%),
64 BIATIAI CT o, FWARF 1346 (203%) ., 1008470 HCTHRE, KNG ESER TS 6
(60.0%) . Mm’if)daﬁﬁiél BEXEB S S A AR AL, SR A K EEOSEEM IR X, A+ =
e Rop bl RS (P<0.05), 4868 F %7 A 36 W ARG TG, ML EREH
(P<0.05), 5HIBHIR, BELBFTMAAR, S MIAAEGID &4 % Leyls RAIL, F4HEOSHHIE
B, $RFEBEAGEARZ A, ARERLANBEOSZHE, XELM P ELTE, BEFRER
AR BTG ST, TG B

TR . ERME M ks (EGID) ; WREIL ; RESFIE ; 697

FESES : R57

Clinical and endoscopic features of eosinophilic gastrointestinal
disease (84 cases)

Wau Jinrong, Song Zhengji
(Department of Gastroenterology, the First People’ s Hospital of Yunnan Province,
Kunming, Yunnan 650032, China)

Abstract: Objective Analyze the clinical manifestations, endoscopic and histopathological features of
eosinophilic gastrointestinal disease (EGID) to improve the understanding of the EGID and reduce the rate of missed
diagnosis and misdiagnosis. Methods A retrospective analysis was conducted on the patients of general
information, clinical manifestations, laboratory tests, endoscopic and pathological examinations, treatment prognosis
and follow-up of 84 patients. Results With the history of food and drug allergies or allergic diseases in 38.1% cases
(32/84), had a clear predisposition before the onset of illness in 25.0% (21/84). The main clinical symptom was
abdominal pain in 79.8% (67/84). Peripheral blood eosinophil (EOS) count increased significantly in 63 cases (63/
84, 75.0%) and EOS percentage (EOS%) increased significantly in 71 cases (71/84, 84.5%). 14 cases (16.7%) tested

positive for serum allergen total immunoglobulin E (IgE) antibodies. Among the 68 cases of abdominal ultrasoud
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examination, there were 5 cases (5/68, 7.4%) of ascites and 2 cases (2/68, 2.9%) of pelvis effusion. 64 cases were

examined by CT, suggesting thickening of digestive tract wall in 13 cases (13/64, 20.3%), 10 cases were examined

by small intestine CT, suggesting thickening and narrowing of digestive tract wall in 6 cases (6/10, 60.0%).

Endoscopic manifestations were nonspecific manifestations such as hyperemic redness, erosion and ulceration. The

pathological examination showed mucosal inflammation with a large number of EOS infiltration, with the highest

positive rate of biopsy at the duodenum and terminal ileum (P <0.05). Glucocorticoid therapy in 48 cases and

symptomatic supportive care in 36 cases, they all achieved clinical remission (P < 0.05). Glucocorticoid therapy

remained effective in 5 cases with relapse. Conclusion Abdominal pain is a common clinical manifestation in

patients with EGID, often with an elevated EOS count. The imaging and endoscopic findings of EGID lack

specificity. Tissue biopsy with a large number of EOS infiltration is critical in the diagnosis. Simple antiallergy with

acid-suppressing or application of glucocorticoid therapy has a good prognosis.
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Table 1 Endoscopic manifestations and pathological examination in patients with EGID n
PRI
L EOS
y 24N Ji ik Pt S e NN BR RHE HKE Bk
i 1 2 2 1 0 0 1 0 4 0 4
B 4 4 3 3 0 1 0 0 0 0 0
Bk 5 7 3 5 0 0 2 0 4 0 6
BERPIIN 0 2 1 2 0 1 0 0 3 0 4
B 10 3 3 25 0 3 0 0 3 0 12
R 7 14 3 5 1 0 2 0 0 2 23
[BL 7 9 1 8 0 0 0 0 1 5 26
7] 0 3 0 2 0 0 0 0 0 3 4
[ A ity 0 8 4 2 1 0 0 0 2 2 33
B 1 4 2 1 1 0 2 3 1 0 10
PAES17) 3 2 0 2 1 0 4 1 1 0 9
i ey 5 7 0 3 2 1 11 0 3 0 13
[t 3 3 0 3 1 1 4 1 3 0 10
LR 4 3 0 2 1 1 9 0 3 0 4
HY 4 7 0 4 1 1 4 0 1 0 6

D
Ar T TARAERAEREA K, AURTEIL; B T TIEMEBTE R Co T T ARRREE RIS T MUK, TRZ AR LIRS D

HImERE, KIS ; E.

2 BRI . R, il b JHESARIER N, SR AN
E1 EGIDHNETRN
The endoscopic findings of EGID

Fig.1
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Az WUZHaT il — ) EOS SRR RGN B IAREIRZ Kin EOSESE; C: RN i EOS B4 .
E2 FRALRFEFHRE(HE x 400)
Fig.2 Pathological examination of mucosal tissue (HE x 400)

F2 NRETRISHFREHAAECSZENXE HI(%)
Table 2 Relationship between endoscopic findings and EOS infiltration in pathological tissue n (%)

ES| Jeig i
B e
EH 44(75.9) 14(24.1)
FH 44(43.6) 57(56.4)
X1a 15.55
PE 0.000
7k 3N
i 40(56.3) 31(43.7)
S 49(47.6) 54(52.4)
XAH 1.29
PIE 0.000

TE: BEURTTI O R SOz ab iy B B I S

£ 3 3HMIFEGATHIEINEIMEOS 4Tk [x 10°L, M(P,,,P,,)]
Table 3 Changes in peripheral blood EOS count before and after treatment of the three subtypes [x 10%L, M(P,,P,)]

ESill IR EOS HAL WBITJE EOS H K
RifER 1.52(0.52,3.65) 0.85(0.27,2.48)
WUZR 1.01(0.39,2.89) 1.47(0.55,3.45)
SR 17.17(13.09,32.12) 1.36(0.02,5.18)
718 5.37
PIH 0.000

F4 HERBRTARMNEMLEOSIHEETN [x107L, M(P,,P,)]
Table 4 Peripheral blood EOS count changes before and after hormone therapy [x 10°/L, M(P,,, P,,)]

21 51 JRIT R RIT IR VA P1E
BEH (n = 40) 3.41(0.93,8.35) 0.71(0.11,3.04) 4.49 0.000
EMEHA(=17) 2.07(0.76,3.31) 1.10(0.51,2.14) 3.17 0.000
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3.1 EGID#%ZAME
“RERANMIE 57 A A/ 2

BEANISZ R, ANBEMER Rk 32 RA0E . REE W
Fh2 R, EGID 2 8 i EOS B P Y &L
PR, TSN “ERAEEE mR” X —ARif,
1B 18 57 20 FR I R 240 L P 2 48 R (eosinophilic
esophagitis, EoE), HABFAIZ R, HA[FRAIE Eok
EGID. XT45E, HIRIEE 4 — “Eo”, #
i EOS BRI RO, RIH .« NmFLs o5
BRoN . RERR AN B R (eosinophilic gastritis, EoG) .
WETR 4 Mo 7 7 (eosinophilic enteritis, FEoN) FIFENR
0 Rk 5 i R (eosinophilic colitis, EoC), 42 K/N
)+ A8 B S AL, FREE IR A ML VE + 4R R
(eosinophilic duodenum, EoD), {AE[RIR] 2 A B F/
o B4 RE ORR 4 B Pk B B R
gastroenteritis, EGE) ™M,
3.2 EGID K& RHFE

EGID \Z LB ZAFRHI Al kg . imdpsk, 3
RIRFRLEWE BT T H AR SCER R T
FEAHIEAAS R GIRIE , 2R HRREE . R S
IPIASE M. EAMIRP R R, EGID M Bk R
SR B2 TR 3.6 4, AWFFEIRIZ B 66 1
(78.6%) , HHIELRIIEIN S d ~204F, FEIRZA -
AVEE R BHE R WSS . WA RSE
fiE . HHAE S F 2R TR R A S50
3.3 EGIDHI&FRHLH

EGID [ A K & s L) i oA B o A5 AF 54
B USRS TR i R A Y B 22—
Th2 412 5288 RN, WS 5 AE, 4w
e, AR Bl B R R A 38.1%, 5T
TR 25 R — 2, BRI R A P A R e
IgEHifA, EGID B i A B YA 52 X5 & gk
PUiR . AL EOS F EOS% 3 e A " . AW A
KN 75 L 1 25.0%, LT B TgE B A 07 A BH 1
16.7%, 4b JH 1 EOS Tt i # 75.0%, EOS% Tt i #
84.5%, 7. iHBURNIAE EGID K e 3 2 AT
Moo A uE R kB, o R E A G4
(immunoglobulin G4, TgG4) . H AT K -6 M iR
SEH T —a 25 EGID YA LA . SHAKOOR 45!y
UESE, A7 2 SO IR A TR N B W R S TG TR

( eosinophilic

%, HFZSHECIDREA ., ML, TgE FHm B
RS LG PR P A B TR A2 W, EGID 3
T B R A R ) A AR R
3.4 EGIDHIERFM

EGID EZ RNy JEF . WIS FAIAE T RESFE
Fe sk B iR . AW, R (R IER R/
L) 1579.8%, HorEEAUIRIEH, R SR
HAE TG, ABET AL A eI R, KEEUR
BEIGSR, FRIGIRFI D, Bt 29.8%, MK/
5 5 23.8%, (I 5 22.6%, RE TG 39.3%, MK
4 16.7%, WETE 5 14.3%, Bt i 13.1%, KRG
6.0%, MEFRATARA FIA &7 52.4%, sl vk &
6.0%. i SCHR"HIE , AR EGID B i fiE R A7
FE22 5, TIfe 5 A TR AT B AT R B S K T
FHG
3.5 EGID il fRiZ i
35.1  9FJE f BEOS Fo/ X EOS% ¥ &  #ME I EOS
/S, EOS% 3 5, [F) B PR A T AL B RE AR, 212
EGID W 2K . ARBFFE T, 75.0% Y 35 A1 1
EOS /&, 84.5% 1Y (3 A& 1l EOS% 3 =, 5 3¢
RIS PORIE — 3, b, 25.0% A9 ESNE I EOS
E%, (HUAGEHES EGID, 5 58 3 1% 41 4V FAG
JEITRIZ . B BES EOS% 1k EGID $2{ki2
WP, FLFCAR S 0 I bR B IR R I 9 2 A e A
WRGER T, HAEEE L, AR, 3268
REZEH, 2341 (71.9%) HHER EOS%IGAIGER, H
BB B, BV LA HR I 20 AR I 40 A0 B v A
LW . 7EEGID B At fir, EOS A i3 fm, Jf
PEPRPERE RS ST Mk R A
352 WAL F £ EGID AR R R R
Mo ABETE Y, BT BB IE SE KRB AR5
LA, CTHERR S IARER R, 1@k EL 45 5 b
K. B Fp AL, EGID ] W45 o/
W RAEPERIG . AR e B R BERG JRE AR T4 X 4 B o B
TR, BAMEREE . L, gEE ek, g
KA EOSE S sl , IR 1 ImRER R E, X4
SE KB M2 W1 EGID i 3 T B R EH]
353 WA T AI EGID NN RN . FEHE
PSR eI & 20 . Pk . BER: . Bt . B 4k
WU RN E I 2R iR A, Bz R e, 20T
B, T 48, B EN . R EEEE K
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W WIRGEREE A7 SR WA ZE SR —8. Ak, AT
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FETU S b OB 5 BEAS A 45 SR FHPE R (P<0.05),
N BB BUR R 72 E N R B A T H
M, 5 EFFE R RS . EGID A T 35
Kl AR vl AR 5 R 0 L, 4 A AR BT 3 1 18 W e
o A g B SR G0, (A58 N A A R A Kt
EOSiZiH (> 1004/m S G mer), N /Nl hg
JEEGID FH3Z BIHRAL, /TR ATRER . /Mgt
B B, TR B B e R U N Y e
N B, 2AER, T/NmEETE AR, A BT W
EGIDi2Wi. BbAk, ARWFoEdt 124 NG E R . 2
i, WURFUE SRR R, RS R H
KEEOSTRIE, 5 ASHITANIZIHF5E 45 R —2, /)
A2 S AT REAE S EGID (B F R iE M R > —,
{EARTEHE— 2GR UESE . HAR EGID [ I BE 4 2 ]
Z R, AR, ZHORRUIh 2R E, AR LIES
PRI 715 (84.5%) A=, H EOS HhZHIE)Z I 8 )
WIZEEY, EFE R A R L, 14
WO FER EGID, (AFBREARZ R, BIUZNA
— kb AR B EOS SRR R, IR AR
RENZ. Hit, AHUZRIFISE BRI EGID B34 R
1RENFEATWT, AT L DR B s BERH B I
BWIEGID, Ak, FAAL R EWUZ . RILZ SR s
J2, MREEREASE LA B2 W, S e | S
FHEERITE R AR VMR8 EGID i ik 22—,
3.6 EGIDWIBTAE

EGID IRIT & LR BIRTT R EAH, B B =
VER FZLRIT ™, REPUR B MG RAEIR . ARBIFSE
H, 48K (57.1%) AL MR, RiEE
A I VI 48 3 3 % 20 ~ 80 mg/d 11 IR 5% # Bk i 0497
361 (42.9%) PRAFTEMER M AL Sk SRR EL
BE AR B MM ERYY, w4 A
57, YR ENIEACER KA I EOS %, 2RAB 5
P2 L (P<0.05), HFEGIDA —& M A R,
H¥SERITRIERE 2, IR R AR S AT i T4 5

WEIRIT . IEISEYE )L EGID B JZ R R AT Y
TR 2 b R T LB R A e e g
MR EOS TH i, AT 25 Al F OB Bz O R IR T -
HAVLICHEK 45206 EGTD 3 43 M 4% BN o U 2%
FRUYISEHAE R, HBKAEALE ., K2
R, WIB AR ERINGIT . BEE XS
FER EGID 95 73 F AL BRAR A N, A= 940 )36y r
(A SR SE A 120 25 T R R KA mTRE A EGID
IRYT 7 1] o

ZE TR, EGID &3 BRA B I R 2D WL, I
IRFI . ARF R NGRS EOS IR B il 2
PRI AR A, (HEL= 457, IR 1%
B, BEA WL, A ERER AT
JA I EOS FHE LW EGID iy — N HBAL R, (H I
12 W e BRAS A 5 A K EOSTRIE (= 20 /=i
ALY ), JRHEBR4E K 1 EOS B Bk i 2R G2 T,
Wl Bz o R SR Al R TS R4
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