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Two cases of pediatric celiac disease and literature review
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Abstract: Objective To enhance pediatricians’ understanding of celiac disease and reduce the rates of misdiagnosis and
missed diagnosis by reporting 2 cases of celiac disease. Methods The clinical data and follow-up results of two
pediatric patients with celiac disease who were admitted to the Department of Pediatrics at Shandong Provincial Hospital
Affiliated to Shandong First Medical University were analyzed. Patient 1 was a male infant aged 1 year and 7 months
who presented with progressive abdominal distension, diarrhea, and growth retardation. Patient 2 was a male child aged
4 years and 6 months who presented with persistent diarrhea accompanied by wasting for > 3 months. Both patients
exhibited elevated levels of cow’s milk protein-specific IgE antibodies and total IgE. Celiac antibody testing revealed a
significant increase in the levels of anti-tissue transglutaminase, anti-endomysial, and anti-deamidated gliadin peptide
antibodies. Wanfang, CNKI, Chinese Medical Journal, and PubMed databases were searched using the keywords
" celiac disease" and "cow’s milk protein allergy". Results Following cow’s milk protein avoidance and stimulation
tests, patient 1 was diagnosed with celiac disease combined with cow’s milk protein allergy. Subsequent adherence to a
gluten-free diet, cow’s milk protein avoidance, and symptomatic treatment improved abdominal distension and diarrhea
during a follow-up period of 46 months with satisfactory growth and development. Patient 2 was diagnosed with celiac

disease and suspected cow’s milk protein allergy and was subsequently referred to the Children’s Hospital of Fudan
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University for further treatment. Subsequent follow-ups revealed reduced diarrhea symptoms following symptomatic

treatment, adherence to a gluten-free diet, cow’s milk protein avoidance, and oral hormone administration. However,

wasting did not improve. Conclusion

Children presenting with prolonged abdominal distension, diarrhea, wasting,

and growth retardation should be monitored for possible celiac disease. It is crucial to remain alert to the potential coexis-

tence of cow’s milk protein allergy, and treatment should focus on adhering to a gluten-free and cow’s milk protein-

avoidance diet.

Key words: Celiac disease; Cow’s milk protein allergy; Growth retardation; Gluten-free diet; Children

FLEETS & — i By T 35t 4% By A IR 55 A 5k i
AN A R ZEA AR b 3E KRR
BIRRLHF 0.5% ~2% ") | I PRI £ E 4 1kl
IR B2 TH AL TE AMEE AR T 1 T8 R PR A 45 AN B Dt FAL 1)
MEPEIETS SR K S T A SRR N A 45 B B
o ZE AL T BB FE f R BRI AL T R WSO
RS H s ERKRE HHERNET LT
IREF FLRZ I ) R 10 5 DN Th AR R 22 R g8 2 00T T
WL TG FE B ae B FLEETS M2 Wik
HFLBETE BRI Ko+ 48 iy 2H 415 A4S, 5k DRAS:
HAMRE BTN E Y . H AT N8 RA 5%k
IBIT IR A 1 A B KB TTIK B (gluten free diet,
GFD) ™', AW it e B4 LSS MR V5 1 W
DL ABFLEEYS [R5 O 4R R F O R WL, A
SCHGE 2 BIFLBETS LB IR | MLYE 27 e LR RS
BT MDA R b L 1 #2640
Had e, 8L 2 BE26 IR0 H g i, DU &L
BHE AT ARG NI, AR O 1L AR5 — R
KB A S B Be AR B W A 22 5L s o[ 48 BRIt
% (SWYX:NO.2024-731) ], Wi s L4 A B &
FANE R A

1 IR ER

BILL, B 027 4R WS- TRk 5 s
ARGRZE 9 A H 7 F 2020 4F 7 A AFEINRE — KR
KM@ s BB LRHAYTY . BILIE S E9k A
TSR, 6 H U oKk | 85, B0 U g 52 | K
H,8~9 Hbus I & (18 M4 , 10 H ikt IF

i R ) T R A S, R JR B RS L 29 3~ 4
W/ d, PR ORI, To & I s
MRk SRR B KK AR TEN, ZIREG THEE H
R 245 88 X RE VR YT, BOR 22, I K B VS T R A T
IR B ) S 2R S R A PR . AR
HI S DMHRIF R T 2 KR, 1RI7 WH Y 5612
“CORRVEE LS, 4T A0 1 5 A 2 5 HERR ; 55
W3 WRIGES, B AT T4 2 LR 5 K

7%, LMK TS RE R B W 2, M R e KK A 1T
IMASEYIRNIR A WESE I IS P [FI AT, AR
L1 Ziiz s & B FEE L, &9 Ia U mEs , % A
Pl BEAERE A A FE L TR, ABE Ak,
B 75 em (Z 3P4y =-2.48) K& 7T ke (Z 14 =
-3.25) , PHAEVE KGR AT THE A, K N IR AR, Y
JHe BT B Ik b it Al T B B R I A, PR I T
o OB TCER K B S, IS, R T A A
Jne 5 my DU L WUsK ik 55, G SR, i B A
A MR 4 16.13x10°/L, 2040 0 4.57 x
102/, ML 106 g/L, L4002 36% , kS
M E 43 45.9%, R A S e 45.2%, VB
TR P KL 20 B FT 43 L 0.6% , W8 B M RL 20 it T 4 L
0.6% , i/ 478x10°/L ; LL AL VTR % 23 mm/h;
W A+ A9 B0 e 9% 3K 8 1 (immunoglobulin,
Ig) E Hi A6 I 7% 242 45 0.66 kKU/L (B % Y5l 0 ~
0.35 kU/L) , 24 IgE 98.8 KU/L , & Joik ; AW S 85 )y
fit/s IgA 10.4 g/L(0.7~4.0 g/L) ,#MA €3 0.59 g/L
(0.9~1.8 g/L),IgG . IgM . IgE 1gG4 #MA C4 T 5
3 AEH R+ 0L VR L5 BH, A JCBk ; IR &R CT /R
TR B A e TR, LA kg s R 5 ot PR st % A
Wi A A e T RE D AR AR AR RR A R
J O UL | BE LT RE R R SR E L NI DR
IEAL JEHE S B RBUER . HEikAn B ikiE
R DL 1 S, FLERIE HUIAE A2 I 4
AR e % Fo g 2 AU (type-2 tissue transglutaminase ,
TG-2) Bk HHLABESTIA (anti-endomysial antibody ,
EMA ) J 470 2 Ik i ik 22 ¢ 5 1 ( deamidated gliadin
peptide, DGP) LA IgA \1gG #4188 7t & , HiA¥7 9
A A RS UL =T 1eG BUESRT R, Wk 1,
ANZEH 41 Pt (human leukocyte antigen, HLA)
DQ2/DQ8 LA #5175 HLA-DQ2.2 F1 HLA-DQ2.5
BRI (2 2) o BILH T8 e 2 2R U A 5
J&  JE8YS ERKEEIR A 22, Z 5 K ATT IS
KI5 PR BE TS E AR , 808 IR AR I B R
RIGPHPE, 12 ZLEETE G IR W it B (cow's
milk protein allergy, CMPA) . %31 f L2 2k ik



SO, A5 /N LFLBETS 2 S0k >

53

BRI AT, UL K RS AE AR 2 e
B, e EIR IR, LA H B
Mk MRS B I Ak, HA R R B R, B ik

Jot R T T R AR R R T IR [ 1 LK B AR
VIR 3,

F1 BIL SR T &
Table 1 Quantification of celiac disease antibodies in patient 1
FURETS Hi 5 A/ - o B/ (U/mL)
TG-2 Hifk IgA >300 >300 0~20.00
TG-2 Hifk 1gG 196.34 87.34 0~20.00
EMA Fiik IgA >300 >300 0~20.00
EMA Fifk IgG 83.14 67.16 0~20.00
DGP i/ IgA 153.95 290.51 0~15.00
DGP #iiK 1gG 70.73 51.73 0~15.00
# 2 HJL1 HLA-DQ2/DQS A &
Table 2 HLA-DQ2/DQ8 gene testing for patient 1
55 H g %% X [A]
HLA-DQ2.2 FAME: A
HLA-DQ2.5 FHME: B
HLA-DQS8 R B
HLA-DQ2.2/DQ2.5 ¥ B W Hifii B A
#3 BIL1FEUITEL
Table 3 Follow-up of patient 1
Rt st ] Wiz Wpi7d  HBE1IANA HBE4DNA HBE9ANA HEE21ANA HiBE 46 A
B (em/ZiT4y)  75(-2.48)  75(-2.48)  78(-2.24)  82(-1.81)  89(-1.13)  95(-1.43)  110(-0.91)
Wi (kg/Z PE4y)  7(-3.25)  7.5(-3.16) 9.3(-1.88) 11.6(-0.64) 13.5(-0.09) 15(-0.34)  19(-0.43)
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S IgE bR A W R 4R 05 6. 22 KU/L, 38 K

1.45 KU/L(Z %[ 0~0.35 kU/L) , &0k ; IR TR
I INRER TgA 2.45 ¢/1.(0.38~2.22 g/L) ,IgE 924
IU/mL(0~60 IU/mL) ,IgM 0.38 g/L(0.45~2.08 g/L),
*MA C30.32 ¢/L(0.9~1.4 g/L) , IgG  1gG4  FME
C4 L5 s IFoh A b+ 5o KR AST 499 U/L, H
5 18.6 g/L, £51.87 mmol/L, £t 0.67 mmol/L , i
1.28 mmol/L, 4% 132.5 mmol/L, i 4.61 wmol /L, £k
9.28 wmol /L;M-#2 2.97 ng/mL ;25 }24i4= % D 9.29
ng/mL ; kA 7~ = il BCHR I 408 0.34 nmol/L,
FUIR R 2R 40.54 nmol/L, ¥t 55 — il B R AR D 2 1R
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Table 4 Quantitative results of celiac antibodies in patient 2

FLEEE A W24 (U/mL) ZHF (U/mL)
TG-2 Btk 1gA >300 0~20.00
TG-2 ik 1gG 17.1 0~20.00
EMA HifAk IgA >300 0~20.00
EMA HifAk 1eG 64.41 0~20.00
DGP #ifk IgA 104.83 0~15.00
DGP #ifk IgG 27.11 0~15.00
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Figure 1 Simple procedure for diagnosis of celiac disease
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