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Figure 1. Preterm developmental defects of enamel (PDDE) scores
based on medical Complications ......................................... 16

Figure 2. Distribution of developmental defects of enamel (DDE) - 24
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Table 1. Classification of developmental defects of enamel using the preterm
developmental defects of enamel (PDDE) index

Characteristics Example PDDE score

Quantitative defects: Structural defect associated with enamel hypoplasia P score

Normal tooth morphology 0
Dental structural defects confined to enamel 1
Dental structural defects that affect both enamel 9
and dentin

Qualitative defects: Opacities with abnormal color shades M score
Normal color and opacity 0
White opacity defect 1
Yellow defect 2
Yellow—brown defect 3
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Table 2. Demographics of the study population based on gestational age (GA)

Characteristics All (n=118) GA<28 (n=43) 28<GA< 32 (n=30) 32<GA< 37 (n=45) P-value
Prenatal factors
Maternal age (year)? 34.6 (£4.4) 34.8 (£4.3) 34.2 (£5.3) 34.7 (£3.9) 0.8761
Paternal age (year)? 36.6 (£5.1) 36.4 (£5.0) 35.7 (£5.0) 37.0 (£5.3) 0.7285
Neonatal factors
Sex (male:female) 60:58 (50.8:49.2) 20:23 (46.5:53.5) 13:17 (43.3:56.7) 27:18 (60:40) 0.2852
Birth weight (g)? 1408.1 (£677.9) 831.5 (£148.6) 1180.2 (£363.8) 2110.9 (+£498.3) <0.0001"
APGAR score?
1 min 4.2 (£1.8) 3.1 (£1.1) 4.0 (£1.8) 5.3 (£1.5) <0.0001"
5 min 6.1 (£1.7) 5.1 (£1.4) 5.8 (£1.4) 7.2 (£1.4) <0.0001"
Delivery mode (C—sec:NSVD) 97:20 (82.9:17.1) 37:5 (88.1:11.9) 26:4 (86.7:13.3) 34:11 (75.6:24.4) 0.2450
Postnatal factors
Medical complications
Bronchopulmonary dysplasia 66 (57.9) 40 (93.0) 23 (88.5) 3 (6.7) <0.0001"
Ricket 27 (23.7) 18 (41.9) 6 (23.1) 3 (6.7) 0.0005"
Intraventricular hemorrhage 40 (35.1) 23 (53.5) 9 (34.6) 8 (17.8) 0.0021*
Necrotizing enterocolitis 13 (11.4) 10 (23.3) 2 (7.7) 1(2.2) 0.0064"
Hyperbilirubinemia 73 (64.0) 24 (55.8) 17 (65.4) 32 (71.1) 0.3229
Intrauterine growth restriction 21 (18.9) 3 (7.3) 3 (11.1) 15 (34.9) 0.0027"
Sepsis 31 (27.2) 14 (32.6) 6 (23.1) 11 (24.4) 0.6007
Hypocalcemia 18 (15.8) 6 (14.0) 5 (19.2) 7 (15.6) 0.8426
Endotracheal intubation (days)? 20.3 (£37.9) 32.9 (£49.3) 24.7 (£36.4) 6.2 (£17.5) <0.0001"
Parenteral nutrition (days)? 25.6 (£41.9) 51.3 (£55.6) 26.1 (£34.3) 5.1 (£12.5) <0.0001"
NICU hospitalization (days)? 92.0 (£71.2) 150.4 (£62.0) 93.4 (£52.0) 39.3 (£42.4) <0.0001"
Tooth eruption age
Chronological age (months)? 7.93 (£3.16) 8.07 (£3.46) 8.58 (£3.22) 7.28 (£2.73) 0.5853
Corrected age (months)? 10.62 (£4.42) 12.17 (£5.48) 11.16 (£3.35) 8.40 (£2.61) 0.0016"

Data are presented as mean (Zstandard deviation) or frequency (percentage). The chi—squared test was employed to assess statistical
significance for categorical variables, while the Kruskal—Wallis test was used for numerical variables. Statistical significance was denoted by * p < 0.05. The
letter 'a' indicates data analyzed with the Kruskal—Wallis test. Definitions: C—sec, cesarean section; NSVD, normal spontaneous vaginal delivery; NICU, neonatal
intensive care unit.
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Table 3. Regression analysis of potential risk factors for increasing the prevalence of
developmental defects on enamel

Descriptive analysis Logistic regression analysis
Independent variable N Normal Defects P value OR 95% CI P value
Advanced maternal age Yes 43 11 (25.6) 32 (74.4) 0.0584 291 1.00 - 8.46 0.0494x
No 59 6 (10.2) 53 (89.8) Reference
Maternal abortion history Yes 27 4 (14.8) 23 (85.2)  1.0000 0.85 0.23 - 2.94 0.7941
No 60 8 (13.3) 52 (86.7) Reference
Sex Male 60 9 (15.0) 51 (85.0) 1.0000 1.04 039 - 2.80 0.9374
Female 58 9 (16.0) 49 (84.0) Reference
Gestational age (GA, weeks) GA <28 43 247 41953 00275+ 553 1.29 - 23.76 0.0214x
98 < GA<32 30  5(16.7) 25 (83.3) 155 0.49 - 490  0.4599
32 < GA<37 45 11 (24.4) 34 (75.6) Reference
Birth weight (BW, g) BW <1000 47 3(6.4) 44 (93.6) 0.0516 7.63 148 - 39.43 0.0154x
1000 < BW< 1500 25 4 (16.0) 21 (84.0) 2.87 058 — 14.21 0.1975
1500 < BW <2500 35 7(20.00 28 (80.0) 2.28 0.53-9.90 0.2714
2500 < BW 11 4 (36.36) 7 (63.6) Reference
APGAR score 1min® <7 95 11 (11.6) 84 (88.4) 0.0006 10.02 9273 — 36.84 0.0005%
=7 12 7 (58.3) 5 (41.7) Reference
APGAR score 5min® <8 84 8 (9.52) 76 (90.5)  0.0005 7.00 2.36 - 20.81  0.0005%
=8 23 10 (43.5) 13 (56.5) Reference
Medical complications
Bronchopulmonary dysplasia Yes 66 7 (10.6) 59 (89.4) 0.1169 2.43 0.88 - 6.72 0.0861
No 48 11 (22.9) 37 (77.1) Reference
Ricket Yes 27 2(7.41) 25 (92.6) 0.2336 235 0.56 — 9.82 0.2400
No 87 16 (18.4) 71 (81.6) Reference
Intraventricular hemorrhage Yes 40 5(12.5) 35 (87.5)  0.2336 1.42 0.48 — 4.20 0.5291
No 74 13(17.6) 61 (82.4) Reference
Necrotizing enterocolitis Yes 13 177D 12(923) 0.6886 1.73 0.28 - 10.78  0.5595
No 101 17 (16.8) 84 (83.2) Reference
Hyperbilirubinemia Yes 73 15 (20.5) 58 (79.5)  0.1060 0.34 0.10 - 1.18 0.0916
No 41 3 (7.3) 38 (92.7) Reference
Intrauterine growth restriction Yes 21 4 (19.0) 17 (81.0)  0.7441 0.74 0.22 - 2.45 0.6186
No 90 14 (15.6) 76 (84.4) Reference
Hypocalcemia Yes 18 2 (11.1) 16 (88.9) 0.7335 1.35 0.17 - 3.21 0.6860
No 96 16 (16.7) 80 (83.3) Reference
Sepsis Yes 31 7 (22.6) 24 (77.4) 0.2534 051 0.18 — 1.47 0.2154
No 83 11 (13.3) 72 (86.7) Reference
Parenteral feeding (month) * =1 28 2(7.14) 26 (92.9) 0.1398 291 0.69 - 12.23 0.1451
<1 71 15(21.1) 56 (78.9) Reference
Period of intubation (month) * =1 23 143 220957 01128 3.83 0.65 - 22,5 0.1366
<1 85 17 (20.0) 68 (80.0) Reference
Period of NICU admission (month) * =2 69 6 (8.70) 63 (91.3)  0.0081* 400 1.40 - 11.45 0.0097*
<2 42 12 (28.6) 30 (71.4) Reference

Data are expressed as numbers (percentages). Fisher's exact test was employed for descriptive analysis, while Firth's method was utilized for p-
value assessment in logistic regression. Statistical significance was determined by * p < 0.05. The notation 'a' signifies the use of cutoff values
determined via receiver operating characteristic (ROC) curve analysis. Definitions: C-sec, cesarean section; NSVD, normal spontaneous vaginal
delivery; NICU, neonatal intensive care unit.
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Figure 1. Preterm developmental defects of enamel (PDDE) scores based on
medical complications

Preterm infants with bronchopulmonary dysplasia had significantly higher M, P and T
scores than those who were not diagnosed. The T score was significantly higher in preterm

infants with intraventricular hemorrhage than that in those who were not diagnosed.

Preterm infants with necrotizing enterocolitis had significantly higher M and T scores than

those without necrotizing enterocolitis. Finally, preterm infants with hypocalcemia had

significantly higher P score than those without hypocalcemia.

M score assessment of hypomaturation in qualitative defects; P score assessment of

hypoplasia in quantitative defect
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Table 4. Regression analysis of potential risk factors for increasing the severity

of hypomineralization

M score Descriptive analysis Regression analysis
Independent variable n Average SD P—value B 95% CI P—value
Prenatal risk factors
Advanced maternal age Yes 59 6.83 9.34 0.0499«  3.0631 —0.1673 — 6.2934 0.0628
No 43 3.77 6.05 Reference
Maternal abortion history Yes 27 5.05 8.24 0.3729 2.9963 —0.8007 — 6.7933  0.1204
No 60 4.63 6.71 Reference
Neonatal risk factors
Gestational age (weeks) <28 43 9.77 12.23 0.0026%  5.1274 1.5820 — 8.6729 0.0050%
=28 75 4.64 7.24 Reference
Birth weight (g) <1000 47 8.43 10.47 0.0116%  3.1861 —0.3726 — 6.7448 0.0788
>1000 71 5.24 8.90 Reference
Delivery mode c—sec 97 6.86 9.95 0.2999 1.8057 —2.9091 — 6.5204 0.4496
NVSD 20 5.05 8.24 Reference
APGAR score 1min ? <7 95 6.35 9.02 0.0191%  3.9307 —1.3652 — 9.2266  0.1441
=7 12 242 5.45 Reference
APGAR score 5min ? <8 84 6.23 8.11 0.0067+  1.4871 —2.6127 — 5.5868 0.4736
=8 23 4.74 10.97 Reference
Multiple pregnancy Multiplet 44 6.45 10.92 0.3485 —0.1482 —3.8214 — 3.5250 0.9364
singlet 73 6.60 8.92 Reference
Postnatal risk factors
Medical complications
Bronchopulmonary dysplasia Yes 66 8.79 11.02 <0.0001 = 6.2045 2.9181 — 9.4910 0.0003#
No 48 2.58 3.77 Reference
Ricket Yes 27 859 11.28 0.0691 3.1673 —0.8370 — 7.1716  0.1199
No 87 5.43 8.43 Reference
Intraventricular hemorrhage Yes 40 8.20 10.88 0.0927 3.1189 —0.4395 — 6.6774 0.0852
No 74 5.08 8.08 Reference
Necrotizing enterocolitis Yes 13 17.38 16.23 0.0047« 12.6519 7.7832 — 17.5207 <0.0001%*
No 101 4.73 6.80 Reference
Hyperbilirubinemia Yes 73 5.37 8.48 0.1120 -2.2399 —-5.8014 — 1.3216 0.2153
No 41 7.61 10.39 Reference
Intrauterine growth restriction Yes 21 3.76 3.94 0.3733 —=3.0714 —=7.5419 — 1.3990 0.1761
No 90 6.83 10.13 Reference
Hypocalcemia Yes 18 5.11 6.44 0.9306 —1.2639-5.9776 — —3.4498 0.5963
No 96 6.83 10.39 Reference
Sepsis Yes 31 7.16 9.17 0.3392 1.3541 —2.5054 — 5.2135 0.4884
No 83 5.81 9.29 Reference
Parenteral feeding (month)*® =1 28 7.79 9.52 0.0546 2.8280 —0.9390 — 6.4939 0.1290
<1 71 4.96 7.74 Reference
Endotracheal intubation (month)” =1 23 8.52 12.59 0.2558 3.2276 —0.8662 — 7.3215 0.1210
<1 85 5.29 7.48 Reference
NICU admission (month)” =2 69 7.90 9.70 <0.0001* 5.2081 1.9404 — 8.4757 0.0020x
<2 42 2.69 5.71 Reference

For descriptive analysis, the p—value was tested using the Wilcoxon rank—sum test. For
logistic regression, the p—value was tested using a generalized linear model. * p <0.05
indicates statistical significance, ® indicates that the cutoff value was determined using the
receiver operating characteristic (ROC) curve.

C—sec, cesarean section; NSVD, normal spontaneous vaginal delivery; N/CU, neonatal

intensive care unit.
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Table 5. Regression analysis of potential risk factors for increasing the severity
of hypoplasia
P score Descriptive analysis Regression analysis
Independent variable n Average SD P-value B 95% CI P—value
Prenatal risk factors
Advanced maternal age Yes 59 3.47 3.82 0.4308 0.3585 —1.1276 — 1.8442 0.6334
No 43 3.12 3.61 Reference
Maternal abortion history Yes 27 3.11 3.95 0.4957 —-0.1556 —1.7124 —1.4013 0.8430
No 60 3.27 3.09 Reference
Neonatal risk factors
Gestational age (weeks) <28 43 4.26 4.44 0.0960 1.4425 0.1097 - 2.7753 0.0342x
=28 75 2.81 2.86 Reference
Birth weight (g) <1000 47 4.19 4.40 0.1201 1.4168 0.1066 — 2.7271 0.0343x
=1000 71 2.77 2.79 Reference
Delivery mode c—sec 97 3.41 3.45 0.1714 -0.5624 —2.3075 — 1.1827 0.5245
NVSD 20 2.85 4.23 Reference
APGAR score 1min <7 95 3.63 3.70 0.0021+ 2.8816 0.7438 — 5.0193 0.0087x
=7 12 0.75 1.14 Reference
APGAR score 5min <8 84 3.89 3.78 0.0003+ 2.7189 1.1055 — 4.3324 0.0012%
=8 23 1.17 1.80 Reference
Multiple pregnancy Multiplet 44 3.07 3.23 0.7030 —-0.3976 —1.7542 — 0.9591 0.5627
singlet 73 3.47 3.79 Reference
Postnatal risk factors
Medical complications
Bronchopulmonary dysplasia Yes 66 4.00 4.05 0.0459% 1.5417 0.2100 —2.8733 0.0237=
No 48 2.46 2.68 Reference
Ricket Yes 27 3.85 4.37 0.5716 0.6564 -0.9212 —2.2341 04114
No 87 3.20 3.35 Reference
Intraventricular hemorrhage Yes 40 4.30 4.42 0.0880 1.4622 0.0793 — 2.8450 0.0384=*
No 74 2.84 3.00 Reference
Necrotizing enterocolitis Yes 13 5.54 5.44 0.0720 2.4692 0.4037 — 4.5346 0.0196%*
No 101 3.07 3.23 Reference
Hyperbilirubinemia Yes 73 2.90 3.21 0.0966 —1.2422 —2.6247 —0.1402 0.0777
No 41 4.15 4.15 Reference
Intrauterine growth restriction Yes 21 2.48 2.36 0.3843 —1.1349 —2.8787 — 0.6088 0.1998
No 90 3.61 3.86 Reference
Hypocalcemia ® Yes 18 5.00 4.54 0.0340+ 1.9583 0.1502 — 3.7665 0.0340x=
No 96 3.04 3.35 Reference
Sepsis Yes 31 3.29 3.84 0.6477 —-0.0832 —1.5950 — 1.4287 0.9134
No 83 3.37 3.54 Reference
Parenteral feeding (month) ® > 1 28 4.36 3.91 0.0197+ 1.6811 0.1259 — 3.2363 0.0344x
<1 71 2.68 3.35 Reference
Endotracheal intubation (month) ® = 1 23 4.78 3.97 0.0125+ 1.8414 0.1573 — 3.5256 0.0324x
<1 85 2.34 3.52 Reference
NICU admission (month) ® =2 69 4.13 4.06 0.0091+ 1.9638 0.5918 — 3.3358 0.0054x
<2 42 2.17 2.44 Reference

For descriptive analysis, the p—value was

tested using the Wilcoxon rank—sum test. For
logistic regression, the p—value was tested using a generalized linear model. * p <0.05
indicates statistical significance, ? indicates that the cutoff value was determined using the
receiver operating characteristic (ROC) curve.

C—sec, cesarean section; NSVD, normal spontaneous vaginal delivery; N/CU, neonatal

intensive care unit.
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Table 6. Regression analysis of potential risk factors for increasing the preterm
developmental defects of enamel (PDDE) score

T score (M+P score)

Descriptive analysis

Regression analysis

Independent variable n Average SD P-—value B 95% CI P—value
Prenatal risk factors
Advanced maternal age Yes 59 10.46 10.86 0.0795 3.5041 -—0.3978 — 7.4060 0.0778
No 43 6.95 8.14 Reference
Maternal abortion history Yes 27 11.07 1251 0.6173 3.1241 —1.2933 — 7.5415 0.1633
No 60 7.95 7.97 Reference
Neonatal risk factors
Gestational age (weeks) <28 43 14.09 13.31 0.0047+ 6.4797 2.4966 — 10.4628  0.0017*
=28 75 7.61 8.52 Reference
Birth weight (g) <1000 47 12.62 11.60 0.0100% 4.3917 0.3851 — 8.3982 0.0320%
=>1000 71 8.23 10.17 Reference
Delivery mode c—sec 97 1042 11.05 0.2051 2.5227 —7.8629 — 2.8175 0.3514
NVSD 20 7.90 10.63 Reference
APGAR score 1min ® <7 95 10.11 10.55 0.0029% 6.9386 0.7702 — 13.1070  0.0278*
=7 12 3.17 5.70 Reference
APGAR score 5min ® <8 84 10.26 9.72 0.0005% 4.3489 —0.4268 — 9.1245 0.0738
=8 23 591 11.99 Reference
Multiple pregnancy Multiplet 44 9.66 12.42 0.2821 —-0.5327 —-4.6975 — 3.6321 0.8005
singlet 73 10.19 10.09 Reference
Postnatal risk factors
Medical complications
Bronchopulmonary dysplasia Yes 66 12.88 12.14 0.0001* 7.6496 3.9083 — 11.3910 <0.0001%*
No 48 5.23 5.68 Reference
Ricket Yes 27 1244 13.00 0.1591 3.6513 —0.9505 — 8.2532 0.1187
No 87 8.79 9.68 Reference
Intraventricular hemorrhage Yes 40 12.88 12.60 0.0391% 4.9561 0.9168 — 8.9954 0.0166%*
No 74 7.92 8.98 Reference
Necrotizing enterocolitis Yes 13 22.92 16.18 0.0022% 14.9726 9.4170 — 20.5282 <0.0001%*
No 101 7.95 8.37 Reference
Hyperbilirubinemia Yes 73 8.44 10.04 0.1018 —-3.3909 —7.4633 — 0.6815 0.1018
No 41 11.83 11.36 Reference
Intrauterine growth restriction Yes 21 6.24 5.45 0.2111 —4.3397 —9.4535 — 0.7742 0.0954
No 90 10.58 11.50 Reference
Hypocalcemia Yes 18 10.28 9.35 0.5090 0.7361 —4.6864 — 6.1587 0.7884
No 96 9.54 10.87 Reference
Sepsis Yes 31 10.74 10.95 0.5882 1.4889 —2.9476 — 5.9254 0.5074
No 83 9.25 10.52 Reference
Parenteral feeding (month) * > 1 28 12.14 11.28 0.0351% 4.3400 —0.0891 — 8.7692 0.0547
<1 71 7.80 9.46 Reference
Endotracheal intubation (month) * = 1 23 13.43 13.12 0.0426x 5.05683 0.2779 — 9.8387 0.0383x
<1 85 8.38 9.36 Reference
NICU admission (month) * =2 69 12.20 10.58 <0.0001= 7.3458 3.5820 — 11.1095  0.0002=
<2 42 4.86 7.35 Reference

For descriptive analysis, the p—value was tested using the Wilcoxon rank—sum test. For

logistic regression, the p—value was tested using a generalized linear model. * p <0.05

indicates statistical significance, ? indicates that the cutoff value was determined using the

receiver operating characteristic (ROC) curve.

C—sec, cesarean section; NSVD, normal spontaneous vaginal delivery; N/CU, neonatal

intensive care unit.
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Table 7. Multivariate logistic regression analysis of potential risk factors for
increasing the prevalence of developmental defects of enamel

Prevalence Regression analysis
Independent variable B 95% CI P-value

Sex Male 1.35 0.38—4.75 0.6434
Female Reference

Gestational age (weeks) <28 8.03 0.70 — 92.22 0.0946
=28 Reference

Advanced maternal age Yes 3.33 0.97 — 11.43 0.0554
No Reference

Multiple pregnancy Multiplet 0.55 0.15 - 1.97 0.3565

singlet Reference
Medical complications

Bronchopulmonary dysplasia Yes 0.52 0.10 - 2.62 0.4293
No Reference

Intraventricular hemorrhage Yes 0.46 0.10 - 2.18 0.3252
No Reference

Necrotizing enterocolitis Yes 0.52 0.04 - 7.39 0.6287
No Reference

Endotracheal intubation (month) * > 1 4.00 0.27 — 58.90 0.3129
<1 Reference

NICU admission (month) 2 > 2 4.18 0.74 — 23.72 0.1068

< 2 Reference

For multivariate logistic regression analysis, the p—value was assessed using a generalized
linear model. Statistical significance was indicated by * p < 0.05, while the notation 'a'
signifies the use of cutoff values determined through receiver operating characteristic

(ROC) curve analysis.

Definition: NICU, neonatal intensive care unit.
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Table 8. Multivariate logistic regression analysis of potential risk factors for
increasing the preterm developmental defects of enamel score

Severity Regression analysis
Independent variable B 95% ClI P-value

Sex Male —0.46 —4.29 - 3.37 0.8120
Female Reference

Gestational age (weeks) <28 0.94 -4.12 - 6.00 0.7139
=28 Reference

Advanced maternal age Yes 2.77 —0.96 - 6.50 0.1441
No Reference

Multiple pregnancy Multiplet 0.55 —3.44 — 4.54 0.7837

singlet Reference
Medical complications

Bronchopulmonary dysplasia Yes 2.03 —-3.44 - 7.51 0.4629
No Reference

Intraventricular hemorrhage Yes 0.39 —3.81 - 4.59 0.8536
No Reference

Necrotizing enterocolitis Yes 5.70 —0.47 - 11.88 0.0699
No Reference

Endotracheal intubation (month) * > 1 1.65 —3.39 - 6.68 0.5178
<1 Reference

NICU admission (month) 2 > 2 3.53 -2.19 - 9.25 0.2234

< 2 Reference

For multivariate logistic regression analysis, the p—value was assessed using a generalized
linear model. Statistical significance was indicated by * p < 0.05, while the notation 'a'
signifies the use of cutoff values determined through receiver operating characteristic

(ROC) curve analysis.

Definition: NICU, neonatal intensive care unit.
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Figure 2. Distribution of developmental defects of enamel (DDE)

Forty—four infants (43.1%) had DDE affecting only the primary incisors, and 55 (53.9%) had defects in both primary
incisors and molars, indicating a significantly higher proportion than that of preterm infants with defect affecting only the
primary molars (1.69%). DDE primarily occurred bilaterally in the anterior maxillary region (62.71% of cases). The

prevalence of DDE and PDDE scores in both maxillary primary central and lateral incisors was significantly higher than that
In primary canine.
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Assessment of natal factors affecting developmental defects

of enamel in preterm infants
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This study investigated the impact of natal factors on the

occurrence of developmental defects of enamel (DDE) in preterm

40



infants, utilizing a newly developed Preterm Developmental Defects
of Enamel (PDDE) index. Dental examinations were conducted on
118 preterm infants (mean age: 3.5 * 1.4 years) at the Department
of Pediatric Dentistry, Yonseil University Dental Hospital, between
2019 and 2022 to record PDDE scores. Their medical records were
reviewed to analyze natal factors. The study revealed that advanced
maternal age, gestational age below 28 weeks, birth weight less than
1000 g, 1—minute APGAR score below 7, and hospitalization
duration exceeding 2 months were significantly associated with
higher DDE prevalence, by factors of 2.91, 5.53, 7.63, 10.02, and
4.0, respectively. Preterm infants diagnosed with bronchopulmonary
dysplasia, intraventricular hemorrhage, and necrotizing enterocolitis
exhibited PDDE scores approximately 7.65, 4.96, and 15.0 points
higher, respectively. Furthermore, infants who underwent
endotracheal intubation had PDDE scores 5.06 points higher. PDDE
prevalence was predominantly observed bilaterally in the maxillary

anterior teeth. Extremely preterm infants demonstrated significantly

41



delayed tooth eruption, indicating a correlation between gestational
age and dental development rates. Identifying factors associated
with DDE in preterm children can inform early dental interventions,

thereby promoting the oral health of high—risk children.

Key words : Preterm, Developmental defects of enamel, Quantitative

defect, Qualitative defect
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