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PAT VAN PE

Ong tiéu hda 13 mot co quan kéo dai nam doc theo chiéu dai cua co
thé, qua trinh hinh thanh va phét trién trong thoi ky bao thai rat phirc
tap. Ty 1& di tat bam sinh 6ng tiéu hoa (DTBSOTH) khéc nhau theo dia
du: tai An d6 (1998) 5, 47/1.000 tré sinh ra, tai Nga tir nam 2001 -
2011: 1,1 (0,3 - 1,8)/1.000 tré so sinh. Ty I¢ dj tat & hé théng tiéu héa
chiém 15% trong tong sb di tat bam sinh (DTBS). Khi ong tiéu hoa
c6 di tat, ong tiéu hda cd thé bi tic hodc hep gy thay doi hinh théi
giai phau binh thuong va c6 thé phét hién ngay trong bung me nho
cac hinh anh bat thuong trén siéu am trude sinh nhu hinh anh “qua
bong d6i”, “quai rudt gidn”....Todros T. (2001), si€u 4m trudc sinh
chan doan di tat 6ng tiéu hoa (DTOTH) c¢6 d6 nhay 56%. Ngay sau
sinh, di tat 1am cho 6ng tiéu hoa khong luu théng nén co cac biéu
hi¢n lam sang déc trung va hinh anh trén phim chup twong tng véi vi
tri ‘tung di tat. Dya vao mot s phuong phap chan doan ma c6 thé
chan doan DTOTH ngay tir tru6c sinh gip cho theo ddi va chuyén
tuyén an toan, sau sinh tré dugc xur tri som, phau thuat kip thoi giam
tir vong va tan tat.

O Viét Nam co it dé tai nghién cau vé DTBSOTH chung ma
thudng nghién ctru vé timg di tat, chwa c6 dé tai nao nghién ciu vé ty
I6 DTBSOTH, mot s6 yéu té nguy co, ddi chiéu chan doan trudc sinh
va sau sinh, gia tri caa cac phuong phap chin doan DTBSOTH. Vi
vay ching toi thuc hién dé tai:

“Nghién ciru diic diém dich t& hoc 1am sang, chin dosn truéc
va sau sinh céc di tat bAm sinh éng tiéu héa”

Vé6i hai muc tiéu:

1. Phén tich dic diém dich té hec 1am sang dj tgt bam sinh éng

tiéu hoa ¢ tré so sinh tai bénh vién phu sdan Trung wong.

2. Pdnh gid gid tri ciia mgt sé6 phwong phdp chin dodn di tat

éng tiéu hoa bam sinh truéc va ngay sau sinh.

TINH CAP THIET CUA BPE TAI

Di tat bdm sinh dng tiéu héa la di tat thuong gap & tré em, tuy nhién
dic diém dich t& hoc 1am sang con it dugc biét dén. Mot sé di tat bam
sinh 6ng tiéu hoa néu bi bo sét hoac chan doan cham va chi dinh diéu
tri muon. Do do6 tré c6 nguy co co cac bién chung hoic kha nang hoi
phuc sau phau thuat kém anh huéng dén phat trién cua tré sau nay,
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tham chi c6 nguy co tr vong. Theo khic phuc van dé nay, dé tai s&
phan tich dic diém dich t& hoc 1am sang di tat bam sinh ng tiéu hoa &
tré so sinh tai bénh vién phu san Trung wong va danh gia gia tri cua
mot sb phuong phéap chan doan di tat 6ng tiéu héa bam sinh trudc va
ngay sau sinh. Vi thé, dé tai cd tinh cap thiét va c6 gié trj thuc tién.
PONG GOP MOI CUA LUAN AN
Luan an nghién ctu trén mot s lwong tré sinh ra Ion
(102.391 tré), day 1a nghién ctru dau tién & Viét Nam c6 qui md va
c6 hé thong. Luan &n da xac dinh duoc céc ty Ié di tat bam sinh 6ng
tiéu hoa ngay sau sinh. V6i nhom bénh (278 tre) dugc so sanh voi
nhém chung (23.332) du lon. Nén céc két qua 1a déng tin cdy va co
v nghia khoa hoc. Pé tai di néu dugc mot sb yeu t6 nguy co
DTBSOTH: non thang, can ning thap, me < 25 tudi, tién st dé thai
lwu, thai di tat bAm sinh, song thai, con lan thir nhat va > 3. Panh gia
dugc gi4 tri chan doan ctia mot s6 phuong phép chan doan di tat
bam sinh ng tiéu trudc va ngay sau sinh. Luan an da lién két chan
doan di tat bam sinh éng tiéu héa ¢ 3 nganh: San phu khoa, Nhi
khoa va Ngoai khoa.
CAU TRUC LUAN AN
Luan &n c6 143 trang chinh thirc, bao gom 02 phan, 04 chuwong, 42
bang, 9 biéu d6, 40 hinh: Dt van dé (2 trang), chwong 1- Téng quan
(38 trang), chuong 2- Péi tuong va phuong phap nghién ciu (23
trang), chuong 3- Két qua nghién ctiu (32 trang), chuong 4- Ban luan
(44 trang), két luan (2 trang), kién nghi (1 trang). Tai liéu tham khao
gom 220 tai liéu, trong d6 35 tiéng Viét, 185 tiéng Anh. C6 59 tai
liéu 5 nam tro lai day. Ngoai ra, luan &n con c6 33 trang phu luc.
Chwong 1
TONG QUAN
1.1. Phoi thai hoc 6ng tiéu héa binh thwong
Trong tudn thi ba va tht tu cua qua trinh phat trlén phoi, do phéi
gap lai & hai bén suon, ndi bi phoi cudn lai thanh mét ong goi 1a rudt
nguyen thity. Ong tiéu hoa nguyén thily gom 3 phan: rudt trude, rudt
giita, rudt sau. Rudt trudc s€ hinh thanh nén thanh quén, thuc quén,
da day, doan ta trang trén bong Vater. Rudt gitra hinh thanh nén doan
ta trang dudi bong Vater, rudt non, dai trang Ién, 2/3 dai trang 1én bén
phai. Rudt sau hinh thanh phan con lai ctia dng tiéu hda.
1.2. Co ché phan tir cia sy phat trién dng tiéu hoa
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Rudt phat trién theo 4 truc chinh: Trudc - sau (anterior - posterior:
AP), lung - bung (dorsal - ventral: DV), trai - phai (left - right: LR),
va huong tdm (radial: RAD). Rudt gom hai loai md sap Xep theo hinh
ng, 16p bén ngoai cua ong chu yeu 1a co tron c6 ngudn gdc tur trung
bi, 16p 16t bén trong 1a biéu mo. Phan lon biéu md rudt c6 ngudn goc
tir noi bi, miéng va hau mdn ¢ ngudn gdc tir ngoai bi. Pong vai tro
quan trong trong viéc hinh thanh duong rudt 1a viéc 1ong ghép hoan
toan noi bi va sau d6 1a sy phat trién va biét hoa trung bi phia dudi.
1.3. Sw hinh thanh di tat 6ng tiéu hoa trong thoi ky phoi thai

- Teo thuc quan do: Léch hudng cua vach khi - thuc quan; khong
hoan toan cua 10ng thuc quan trong qua trinh 1ong hoa thue quan; bat
thudng cia m6 6 thanh thyc quan. Thyuc quan doi do sai sot trong qua
trinh phat trién tao ra cac nang xay ra trong luc hinh thanh day song
khi thai 18 - 19 ngay trudc lac phat trién ciia rudt trude bat dau; nhan
doi cua vach khi - thye quan; ty tao vach trong thyc quan.

- Di tat da day nho: Do ving cudi rudt truéc phat trién bat thuong
hodc bi kim ham. Di tit gy tic da day c6 thé do: Long hoa khong
hoan toan; bat thudng co hoanh; tai bién ciia mach mau. Hep phi dai
mon vi l1a do phi dai co mén vi dac biét co vong. Da day d6i: Do khi
10ng hoa khong hoan toan tao cac nang; bat thuong khi phan chia day
soéng va noi bi. Xodn da day do da day xoay bét thudng.

- TAc t4 trang do: Bat thuong su tao ong va qua trinh quay cta
rudt; di dang clia cac co quan lan can nhu tuy, tinh mach ctra, dong
mach mac treo trang trén.

- T4c va teo rudt: Téc rudt xay ra & nhimng noi nit lién bao khong
tiéu di; do céc tai bién ciia mach mau mac treo.

-Ong tiéu hoa ddi do: Su thodi lui bat thuong cua cac tdi thira
phoi; kéo dai giira noi bi va cac cau tric 16t bén trong hoic dinh cua
Iép noi bi 16t bén trong trong qué trinh phat trién éng; mot s6 khong
bao khdng hop lai nhau & tuan thai 6 - 7, dé tao ra mot khoang tréng
duy nhét; do sy chia cit khong hoan toan ctia tim day song trong giai
doan chia khuc. Néu tém day séng khong di cu két qua 1a gay dinh
16p noi bi, ong cot sdng khong dong dugc phia bung, va tao ra mot
ong thua giong rudt nguyén thuy, céc ong nay tao 16 o tir rudt dén
cot song

- Rudt xoay bat thuong la hau qua ciia qua trinh quay va cé dinh
bat thuong cua rudt va cé nhirng 15i 1am vé cb dinh.
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- T4c rudt phan su do: Thiéu ning tuyén tuy; cac tuyén & rudt tang
tiét nhay. ..

- Phinh dai trang bam sinh I do cac té bao ciia mao than kinh tir
phia trén cuia duong tiéu hda ngimng di chuyén xudng phia cudi duong
tiéu hoa trong tuan thai tha 5 - 12. Hién tugng nay xay ra cang sém thi
doan rudt khdng co té bao hach than kinh cang dai.

- Di tat hau mén - truc trang do: Cac nép khdng séat nhap hoac sat
nhap khong hoan chinh; mang hau mén khdng thung ra & thai tuan thi 9.
1.4. Chan doan di tat 6ng tiéu hoa

- Teo thuc quan

+ Siéu am trudce sinh: Pa 6i, hinh da day nho hoac khdng thay, tui
cung thuc quan.

+ Lam sang: Tiét nhiéu nuéc bot, ho, tim, suy hd hap, khong dit
dugc dng théng vao da day. Xquang cé hinh anh tdi cuing thuc quan.

-Téc ta trang

+ Siéu am trudc sinh: Pa 6i, hinh anh “qua bong do6i” hay “dong
ho cat”.

+ Lam sang: Hoi ching téc rudt cao. Xquang c6 hinh mirc nudc-hoi.

-TAc ruét

+ Siéu am trude sinh: Quai rudt gian duong kinh > 7mm, dai >15
mm; c6 séng phan nhu dong.

+ Lam sang: Hoi ching tic rudt. Xquang c6 hinh mirc nude-hoi.

-Viém phuc mac phéan su

+ Siéu am trudc sinh: Dich 6 bung, canxi héa rai rac trong 6 bung,
guai ruot gian.

+ Lam sang: Hoi ching tac rudt, bung chudng, thanh bung né do.
Xquang: O bung md, mic nudc-hoi, canxi héa rai rac trong 6 bung.

- Phinh dai trang bam sinh

+ Siéu am trude sinh: Cac quai rudt gidn toan 6 bung.

+ Lam sang: Hoi ching tic rudt thap. Xquang: Vung chuyén tiép.
Giai phau bénh: V6 hach.

- Di tat hau mén-tryc trang

+ Siéu am trudc sinh: Hinh dai trang gidn hinh ch V hoac U,
khong thiy co vong hau mon.

+ Lam sang: Khdng hau mon, c6 duong ro. Xquang: tdi clng tryc trang.

- Rudt doi

+ Siéu 4m trudc sinh: Nang 6 bung.

+ Lam sang: Hoi chimg tic rudt. Xquang: M nude —hoi, 6 bung mé.



5

) Chuong 2
POI TUQNG VA PHUONG PHAP NGHIEN CUU

2.1. Poi twong nghién ciru
2.1.1. Péi trong nghién ciru

Céc tré dugc sinh ra tai bénh vién Phu san trung wong trong thoi
gian tur 1/1/2011 - 30/6/2015.

2.1.2. Tiéu chudn lya chen
- Nhém bénh: Tré c6 di tat bam sinh 6ng tiéu hoa
+ C6 siéu am trudc sinh
+ Sau sinh: Kham lam sang, che‘}n doén hinh anh va hau hét
dugc phau thuat ¢6 xac dinh chan doan bi di tat 6ng tiéu hoa.
- Nhom chuang: Tré khong bi di tat.
2.1.3. Tiéu chudn logi trir
- Tré bi dinh chi thai nghén cé hoi chan caa trung tdm chan doan
trwdce sinh.
- Gia dinh tir chbi tham gia nghién ctu.
2.2. Phuwong phap nghién ciru
2.2.1. Thiét ké nghién ciru
Muc tiéu 1- Tinh ty I8 di tat bam sinh dng tiéu hoa: M6 ta, cit ngang
- Mot s yéu té nguy c6: Nghién ciru bénh chimng
_Muc tiéu 2- Gia tri phuong phap chan doan: Nghién ctiru mo ta,
tién clru, o so sanh doi chiéu.
2.2.2. Tinh cé& mdu nghién citu
Muc tiéu 1- Tinh ty I& di tat. C& mau: Thuan tién
+ C6 102.391 tré dugc sinh ra tai bénh vién Phu san trung wong
trong thoi gian tir 1/1/2011 - 30/6/2015.
Muc tiéu 1- Yéu t6 nguy co va Muc tiéu 2-Tinh gia tri cic phuong
phap
+ C& mau nghién ctru duoc tinh theo cong thirc:

px(1-p)

2
n= Zlf(x/Z X 2
e
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+ Trong do: p la tan xuét tré di tat bam sinh éng tiéu hoa = 0,35%, a:
mirc y nghia thong ke, lay gia tri = 0,05, &= 30% p. Theo cong thac nay
thi n=13.965. Néu lay hé s6 anh hudng thict ke DE (design effect) = 1,5.
n=13.965 x 1,5 =20.947. Nhu vay ¢& mau toi thieu 21.000.

+ Chon mau hé thdng ct 4 tré sinh ra chon 1 tré du tiéu chuan vao
nghién ctu. Chon dugc 23.600 tré dﬁ’tiéu chuan vao trong nhom
nghién ctru, trong d6 c6 278 tré di tat ong tiéu hoa (nhom bénh) va
23.322 tre khong bi di tat 6ng tiéu hoa (nhom ching).

2.3. Xir ly sb ligu

- Thu thap sé liéu bang phan mém Excel 2013 va xt ly s liéu
bang phan mém SPSS statistics 20.0 va STACAL.EXE.

- Bic diém dich t& hoc: Tinh ty 18 (%), trung binh, so sanh p; mot
sb yéu té nguy co tinh ty suit chénh (OR), 95% khoang tin cay (CI).

- Panh gid mot s6 phuong phap chan doan (trudc sinh, 1am sang,
can 1am sang) bang cach sir dung cac chi s6: Do nhay (Se), do dic hiéu
(Sp), gia tri du bao duong tinh (PPV), gia tri du bao am tinh (NPV).

2.4, Pao dlrc nghién cau

- D& tai da thong qua hoi dong Pao Puc cua bénh vién Phu san
Trung wong (26/3/2015).

- Moi thdng tin c& nhan caa déi twong nghién ctu déu duge dam
bao bi mat.

Chuwong 3
KET QUA NGHIEN CUU

3.1. Pic diém dich t& hec 1am sang di tat bam sinh éng tiéu hoa
tré so sinh
3.1.1. Ty Ié tré dj tat bam sinh éng tiéu héa

- 278 tré sinh ra bi di tat 6ng tiéu hoa chiém 0,27% (2,7/1.000) tré
sinh ra hay tré DTOTH c6 ty 1¢ 1/368 tré sinh ra. Trong s6 nhiing tré
mac tat ca cac loai di tat, ty 1é tré bi di tat 5ng tiéu hoa chiém 13,92%
(278/1997).
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Bdng 3.1. Phan bé dj tat éng tiéu hoa theo phan logi bénh tdt quac

t¢ 1ICD - 10
Ma Loai di tat So TV
ICD-10 T lwgng | 18%
Q39.0 | Teo thuc quan 38 13,6
Q41.0 | Tic ta trang 56 20,1
Q41.9 | Tac rudt 66 23,7
Q42.3 | Di tat hau mon - truc trang 53 19,1
Q43.1 | Phinh dai trang do v6 hach bam sinh 5 1,8
Q43.3 | Rudt doi 1 0,4
RO rdn - trang 1 0,4
Hoi ching rudt ngan 1 0,4
Q45.9 | Viém phlc mac phén su 42 15,1
> 2 dj tat ong tiéu hoa 15 5,4
Tong cong 278 100

Nhgn xét: Trong s6 278 bénh nhén dj tat ong tiéu hoa, ty 1¢ bénh
nhén tac rugt chiém ty I¢ cao nhat sau do den tac ta trang, di tat hau
mon - truc trang, viém phic mac phan su.

Bdng 3.2. Ty 18 tirng logi di tdt éng tiéu hod trén sé tré sinh ra

Ty lé tirng A e
ek s | pDroTH/ | [Yléltre
Di tat ong tiéu hoa 2 DTTH/ so
lwgng | 1.000 tré g
: ) tré sinh ra
sinh ra
Teo thuc quan 50 0,49 1/2048
Tic té trang 61 0,60 1/1678
TAc ruot 69 0,67 1/1484
Rudt doi 0,01 -
HC ruét ngan 0,01 -
RO rdn trang 0,01 -
Phinh dai trang bam sinh 0,05 1/20.478
Di tat hau mon - truc trang 65 0,63 1/1575
Viém phic mac phén su 42 0,42 1/2438
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% Phéi hop di tat ong tiéu hoa va cac co quan khac
Bdng 3.3. Phaoi hep dj tdt ¢ cdc co quan khdc véi tirng logi di tat
ong tiéu hoa

Lo Sébénh| Tim | Tiét | TKT |Xwong . | Téng di

E!(:/f:)t nhan | mach | niéu W | khép I(DnOXZS gh;; tat

’ (n%) |(n%) ]| (n%) | (n%) ]| (n%) | =" ‘ (n,%)
TTQ 20 14 5 2 2 2 25
50 (100) 40,0 | 28,0 | 10,0 | 40 4,0 231
TTT 16 8 2 2 9 1 22
61(100) 262 | 131 | 33 33 | 148 20,4
TR 6 3 4 2 9
69(100) 8,7 43 58 2,9 8,3
VPMPS 2 1 1 1 3
42(100) 4,8 2,4 2,4 2,8
DTHM -TT 29 8 23 3 7 3 1 45
65(100) 44,6 12,3 | 354 4,6 10,8 4,6 41,7
R0 rontrang 1 1 1 2
PDBTBS 1 2 2
5(100) 20,0
Téng 75 34 36 5 14 12 7 108
(n,%) 315 | 333 | 46 | 130 | 111 100

(TTQ: teo thuc qudn, TTT: tac ta trang, TR: tac rugt, VPMPS: viém phuc
mac ph@n su, DT HM - TT: di tgt hgu moén —tryc trang, PDTBS: phinh dai
trang bam sinh, TKTW: than kimh trung wong)

Nhdn xét: Phan 16n di tat OTH phdi hop vai di tat than, tiét niéu,
sinh duc va di tat tim mach, sau d6 dén di tt co xwong khép va hoi
ching Down. D tat hau mén —truc trang phdi hop nhiéu nhat voi dj tat
than, tiét niéu, sinh duc. Teo thuc quan phdi hop nhiéu nhat vai di tat
tim mach. T4c ta trang phdi hop nhiéu nhat véi hoi chieng Down.

= Tt

= C6 Bién chimg

24.8%

Tu vong

Biéu do 3.1. Ty 1¢ di tat éng tiéu hoa theo két qud diéu tri
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Bién ching som sau mo chi yéu Ia tac ruot (43,5%), viém phic
mac (17,4%), hep thuc quan (13%). Nguyén nhan t vong chu yeu do
suy ho hap chiém 43,5%, sau d6 dén da di tat (20,3%), séc (15,9%),
nhiém trung (8,7%).

3.1.2. Mgt s6 yéu té nguy co dén di tgt éng tiéu hoa
3.1.2.1. Yéu t6 nguy co vé phia con
Bdng 3.4. Cac yéu té can ngng, tudi thai, gidi tinh

. Di tat éng tiéu hoa )
Lan sinh - N Tong | OR | 95% CI
Co ditat | Khong di tat
>2500g 117 19170 19287 | 1
<2500g 161 4152 4313 | 6,35 |4,96-8,14
> 37tuan 105 17961 18066 | 1
<37 tuan 173 5361 5534 | 552 |4,29-7,10
Gai 120 10588 10708 | 1
Trai 158 12734 12892 | 1,09 |0,86 - 1,40

Nhan xét: Tré c6 can nang thap <2500g va tré c6 tudi thai < 37
tuan cé s tré bi DTOTH gap 6,35 lan va gap 5,52 lan so véi nhém
chung.

Bdng3.5. Thi# tee sinh va dj tdt bdm sinh dng tiéu hoa

Di tat 6ng tiéu hoa
Tho
tw —— ——— Tong | OR | 95% ClI
sinh | €O ditait | Khéng di tat
n=278 n=23.322
2 83 9.491 9.574 1
149 10.640 10.789 | 1,6 | 1,21-2,12
>3 46 3191 3237 | 1,65 1,13-2,40

Nhdn xét: Nhitng tré con thir nhat va tré 1a con tha 3 tré di ¢6
nguy co bi DTOTH cao géap 1,6 1an va 1,65 lan tré con thir 2.
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3.2.2.2. M4t s6 yéu té nguy co vé phia me

Bdng 3.6. Yéu té tudi me va dj tdt ong tieu hoa

N Di Tat éng tiéu hoa
T;::' Co dj tat | Khong co di tat | Tong | OR | 95% ClI
) n=278 n = 23.322
26 - 35 133 14256 14389 1
<19 22 909 931 | 2,59 | 1,6-4,17
20-25 88 5603 2691 | 1,68 |1,27-2,23
>35 35 2554 2589 | 1,47 |0,99-2,17

Nhan xét: Cac ba me tudi < 19 tudi, 20 — 25 tudi co nguy co sinh con
DTOTH cao gap 2,59 lan, 1,68 lan so me 26-35 tudi.

Bdng 3.7. Mgt 56 yéu to nguy co ciia me va sinh con ¢6 dj tdt éng tiéu hoa
.« z . . |Cdbditat|Khong ditat
M@t so yeu to caa (n=278) | (n=23.322) | OR 95% ClI
me n|% | n %

Thu tinh nhan tao 7 125|775 33 | 07 0,32-1,65
bai thao duong 5 (118|431 | 18 | 0,97 0,35-2,45
Tim mach 2 107|271 12 |0,62 0,11-2,52
Tién san giat 11 |40 801 | 34 | 1,16 | 060-2,18
Bénh man tinh 9 |32 |545 | 23 | 14 0,67 -2,81
Song thai 19 |68 | 844 | 3,6 | 1,95 1,18 - 3,19
Tién sir dé thailwu | 21 | 75| 120 | 0,5 15 9,78 - 25,52
Qfg:r‘; accondi | 13|48 | 15 | 006 | 762 | 3591-16177

Nhgn xét: Cac ba me sinh doi, tién sir dé thai luu, tién sir sinh con
c6 DTBS c6 nguy co sinh con mac DTOTH cao gap 1,95 lan,15,8

1an,76,2 1an so véi nhém chang.
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3.2. Gia tri cia mdt s6 phwong phap chan doan di tat 6ng tiéu hoa
3.2.1. Gia tri cua siéu am trudc sinh
Bdng 3.8. Gia tri cria siéu dm truoc sinh trong chdn dodn di tdt ong tiéu hoa

Sieuam | Di tat dng tiéu hoa Tén GiA tri
trudc sinh| C6 di tat| Khong di tat | ' O'9 !
Co 183 130 313 | Se =65,8%. Sp=99,4%
o PPV=58,5%.
Khéng 95 23192 23287 NPV=99,6%
Pa 6i Binh Thiéu &i
thwong
= Binhthwdng =Dadi Thiéu &i WDitit MKhangdijtat

Biéu d6 3.2. Phan bé tinh trang éi  Biéu d6 3.3. Ty 1¢ DTOTH dwa

Biéu do trén cho thay trong nhom ~vaotinhtrgng di
tré DTOTH 53,2% tré c6 da 6i. Pa 6i ¢6 51% bi DTOTH, 6i binh

thuong chi ¢ 0,5% bi DTOTH
Bdng 3.9. Gié trj ciia da éi déi vdi timg logi dj tt
Da oi .
Loaiditat | Ditat | Khong ditat Giatri (%)
Co6 |Khoéng| C6 | Khéng | Se | Sp |PPV | NPV
TTQ 36 14 254 23.296 | 72 |98,9|12,4| 99,9
TTT 50 11 |240| 23.299 | 82 | 99 |17,2| 100
TRSS 35 34 |255| 23.276 |50,7/98,9|12,1| 99,9
VPMPS 22 20 |268| 23.290 [52,4|98,8| 7,6 | 99,9
DTHM-TT| 14 51 |276| 23.259 |21,5/98,8| 4,8 | 99,8
PDTBS 0 5 - - 0 - - -
(TTQ: teo thuc quan, TTT: tac ta trang, TR: tac rugt, VPMPS: viém phdc mac
phén su, DT HM — TT: d; tat hgu moén —truc trang, PPTBS: phinh dai trang
bam sinh)
Nhdn xét: Da 6i co gia tri chan doan cac di tat ¢ vi tri cao nhur t4 trang,
thuc quan véi do nhay va do dac hiéu cao (82%, 99%) va (72%,
98,9%); con it c6 gié tri vai di tat & vi tri thap nhu di tat hau mdn- truc
trang, phinh dai trang bam sinh.
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Bdng 3.10. Gia trj ciia siéu Am srude sinh trong chdn dodn teo thuc qudn

Teo thuc | Khéng teo o 10
Trwéc sinh quan thwc quan Gia tri (%)
C6 |Khdéng|C6|Khbdng| Se | Sp | PPV | NPV
Da day nho
LA .| 23 27 | 17| 23533 |46,6(99,9| 57,5 | 99,8
hodc khong c6
Chan doan 25 25 | 1223538 | 50 [99,9| 67,6 | 99,8

Nhdgn xét: Hinh anh “da day nho hoidc khéng c6 da day” co gié tri
trong chan doan teo thuc quan véi do nhay 46,6%, gia tri chan doan
duong tinh 57,5%. Chan doan trudc sinh trong chan doan teo thuc
guan vai do nhay 50,0%, do dac hiéu cao 99,9%.

Bdng3.11. Gi4 tri ciia siéu dm trudc sinh trong chdn dodn tic ta trang

< ... | Khong tic ta o
Truéc sinh Tac t4 trang trang Giatri (%)

Co |Khéng| C6 |Khdéng| Se | Sp | PPV | NPV
Quabong doi| 53 | 8 | 14 | 23525 |86,9|99,9] 79,1 | 100
Q“g‘i'é;“‘-’t 3 | 58 | 146 | 23393 |49 (99.4| 2,0 | 99,8
Chandoan | 55 | 6 4 | 23535 (90.2/99.9] 932 | 99.9

Nhdn xét: Siéu am trudc sinh rat cd gia tri trong chan doan TTT vdi
d6 nhay va do dac hiéu rat cao (90,2% va 99,9%). Pac biét hinh anh
“Qua bong d6i” rat ¢d gia tri trong chan doan tic ta trang véi do nhay
86,9% va dd dac hiéu 99,9%.
Bdng 3.12. Gid tri ciia siéu @m trwéc sinh trong chéin dodn tic rugt

< ~. | Khong tac Lp e
Truéc sinh Tdc rugt rugt Gia tri (%)

C6 |Khéng| C6 |[Khéng| Se | Sp | PPV | NPV
Quai ruot gian 52| 17 |97 |23434|754[99,6| 34,9 | 99,9
Ruét gidn hinhté ong| 12 | 57 8 |23523]17,41100 | 60,0 | 99,8
Rudt gidn co6 song
phan nhu dong 9| 60 3 | 23528 |13,0| 100 | 75,0 | 99,7
Chan doan
Truée sinh 59| 10 |75 |23456 855|99,7| 44,8 | 99,9

Nhdn xét: Hinh anh quai ruét gidn c6 gia tri trong chan doan tac rugt
vGi d6 nhay 76,8%, do dac hiéu 99,6%. Cac hinh anh khéc it co gia
tri. Chan doan trudc sinh cd gié tri chan doan tic rudt co do nhay
85,5% va d6 dac hiéu 99,7%.




13

Bdng3.13.Gia tri siéu dm trwéc sinh trong chdn dodn viém phiic
mac phén su (VPMPS

Khén .
Trucsinh | VPMPS | ypips Gia trj (%)
Cé |Khong| C6 |[Khéng| Se | Sp | PPV | NPV
Canxi hoa 22| 20 |27]23531(52,4/99,9| 44,9 | 99,8
Dich 6 bung 21| 21 |14 |23544150,0/99,9| 60,0 | 99,8

Quai ruot gian 17| 25 [132] 23426 |40.5/99,4] 11,4 | 99,8

Rudt ting &m vang | 9 33 |41 23517 (21,4/99,8] 18,0 | 99,9

Canxi+ Dich 6 36 1 | 23557 [14,3]| 100 | 85,7 | 99,8

Chan doan
Truse sinh 35 7 29 | 23529 (83,3/99,8| 54,7 | 99,9

Nhdn xét: Chan doan trudc sinh cd gia tri cao trong chan doan trudc
sinh VPMPS véi d6 nhay 83,3% va do dac hiéu 99,8%.
Bdng 3.14. Chdn dodn siéu &m trwéc sinh trong mat sé di tat éng
tiéu hoa khéc

Di Tat S6bénh|  Siéu am trwécsinh [ Ty 18% chan
FE nhan |Co di tat| Khéng c6 di tat | doan dung
DTHM-TT 63 13 50 20,6
PDTBS 5 2 3 40,0
Ruét doi 1 0 1 0
Ruét ngan 1 1 100
RO ron - trang 1 0 1 0

Nhgn xét: Siéu am trudc sinh it ¢ gia tri trong chan doan DT HM -
TT va PDTBS.
3.2.2. Gia tri ciia mét s6 phwong phdp chin dodn dj tat éng tiéu
héa ngay sau sinh
3.2.2.1. Gi4 trj cia chdn dodn 1am sang

Bdng 3.15. Gid tri ciia chdn dodn 1am sang trong chdn dodn

DTBSOTH
Lam Di tat 6ng tiéu hda < .
sang | Co di tat | Khong di tat Tong Giatri
Co 246 88 334 | Se =88,5%. Sp=99,6%
R PPV=73,7%.
Khéng 32 23234 23266 NPV/=98,8%

Nhdn xét: Chan dodn 1am sang rat cé gid tri trong chan doan
DTOTH véi do nhay va do dac hiéu cao (88,5% va 99,6%), c6 gia tri
chan doan di tat 73,7%.
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Bdng 3.16. Gia tri ciia chdn dodn 1am sang trong teo thuc qudn
Teo thuc | Khdng teo o 10
Lam sang quan thuc quan Gia tri (%)
C6|Khong| C6 |Khong| Se | Sp | PPV | NPV
Tiét nhiéu nuoc bot [ 41| 9 2 | 23548 82,0/ 100 | 95,3 | 100
Khong dat duocl,q| 4 | |23550 |98 | - | - | -
sonde vao da day
Suy hé hap 30| 20 |[58]23492(60,0{99,8| 34,1 | 99,9
Chan doan 49| 1 4 23546 | 98 199,9| 92,5 | 99,9

Nhdn xét: Chan doan 1am sang co gia tri chan doan teo thyuc quan c6
d6 nhay va d6 dac hiéu cao (98% va 99,9%).
Bdang 3.17.Gid tri ciia chan dodn |am sang trong tac ta trang

Ticta | Khong tic L
Lam sang trang ta trgng Giatri (%)
Cé6 |Khbdng| Cé |[Khdéng| Se | Sp | PPV | NPV
Non 49 12 187 | 23352 |80,3{99,2| 20,8 | 99,9
Bung chudng 44 17 220 | 23319 (72,1199,1| 16,7 | 99,9
Khéng cé phan su | 38 23 113 | 23426 |62,3[{99,5| 25,2 | 99,9
SC;r‘%ndoan lam V451 16 | 5 |23534|73.8/99,9] 90 | 99,9

Nhdn xét: Chin doan 1am sang co gié trj trong chan doan tic ta trang véi

d6 nhay va do dac hiéu (73,8% va 99,9%). Gia tri cac diu hiéu: Non do

nhay 80,3%, bung chudng 72,1%, cham va khdng c6 phén su 62,3%.
Bdng 3.18. Gia tri ciia chdn dodn 1am sang trong tdc rugt

o Tic rugt | KNong tac Gia tri (%)
Lam sang rugt
Cé |Khong| C6 [Khdéng| Se | Sp | PPV | NPV

Non 64 5 ]172]23359(92,8/99,3| 27,1 | 100
Bung chudng 62 7 1202|23329(89,9/99,1| 23,5 | 100
Khong c6 phéan su | 60 91 | 23440 |87,0|99,6| 39,7 | 100
N0t nhay tring 14| 55 | 21 |23520(20,3|99,9| 41,2 | 99,8
Quai rudt noi 14| 55 | 17 | 23514 |20,3/99,9| 45,2 | 99,8
Chén doan
. 62 7 44 | 23487 (89,9(99,8| 58,5 | 99,9
Iam sang
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Nhgn xét: Céc triéu chirng 1am sang cd gia tri trong chan doan tic
rudt véi do nhay va do dac hiéu cao (89,9% va 99,8%). Gia tri cac
du hiéu noén c6 d6 nhay 92,8%, bung chuéng 89,9%, cham va khéng

c6 phan su 87,0%, nat nhay trang va quai rudt ndi 20,3%.

Bdng 3.19. Gia tri ciia chdn dodn 1am sang trong viém phic mac

phan su
Khoén e
Lam sang VPMPS VPM PgS Gia tri (%)

Co |Khong| C6 |[Khong| Se | Sp |[PPV| NPV
Nén 35 7 |201| 23357 83,3|99,1(14,8| 100
Bung chudng 41 1 |223]23335(97,6(99,1/15,5| 100
Khdng c6 phansu | 33 9 |118] 23440 78,6/99,5(21,9| 100
Né& do thanh bung | 4 - 3 - -l - - -
Chén doan
. 39 3 12 | 23546 (92,999,9(76,5| 100
lam sang

Nhd@n xét: Cac triéu chung lam sang c6 gia tri trong chan doan
VPMPS véi d6 nhay va do dic hiéu (92,9% va 99,9%). Céc dau hiéu
co gié tri lan luot 1a bung chudng d6 nhay 97,6%, ndn 83,3%, cham
va khong cé phan su 78,6%.

Bdng 3.20. Gia tri ciia chdn dodn 1am sang trong dj tat hdu mon

tryc trang
Khong DT e
Lamsang  |PTHM-TT| 0o _gTT Gia tri (%)

Cé |Khéng | Cé |Khéng | Se | Sp | PPV |NPV
Non 10 55 226 | 23311 |15,4[99,0| 4,2 | 99,8
Bung chudng 28 37 236 | 23299 |143,1]199,0]|10,6 | 99,8
Khong c6 phansu | 40 25 111 | 23424 [61,5[99,5]26,5|99,8
Khong c6 hdu mén| 52 13 0 | 23535 80 | - - -
Teo truc trang 2 63 0 31| - - -
Hau mbn mang 1 64 0 15| - - -
Hau mén nip 6 59 0 92 | - - -
Hep hau mbn 1 64 0 15| - - -
Con 6 nhap 3 62 0 471 - - -

Nhgn xét: Kham 1am sang rat c6 gia trj trong chan doan di tat hau
mon-tryc trang, chi can nhin da phat hién 62/65 (95,4%) truong hop.
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Bdng3.21.Gié tri chup bung khong chudn bi trong chdn dodn dj tgt

éng tiéu hoa

Di tat ong tiéu hoa

Xquang =g ditat | Khong ditat | | "9 Glatri
o 174 87 261 | Se =82,9%. Sp= 36.5%
= 0,
Khong | 36 50 86 NP—ss. 10

Nhdn xét: Xquang khdng chuan bi c6 gia tri chan doan DTOTH ¢6
d6 nhay cao 82,9% va do déq hiéu thap (36,5%).
Bdng 3.22. So sdnh mét sé hinh d@nh siéu dm truwoc sinh va hinh

anh Xquang sau sinh

Hinh éinh Xquang khong chuén bi sau sinh Téng
Siéu 4m trwoc | Mire nwoc | Quai rugt| O bung Binh n
. . i : \ codng
sinh - hoi gian mo thuong
n % n |[% | n|%|n|%|n|%
Qua bong d6i 53 188,3| 0 2 133|5 [84]60]100
Quai rudt gidn 61 |792| 4 |52|10|130| 2 | 2,6 |77 (100
Qual ruot gian 14 |824| 2 [118 1 |58/ 0 17 | 100
hinh t6 ong
Quai rudt gidn,
phin nhu dong 10 |90,9| O 1191|0 11 | 100
Rudt tingamvang | 7 |46,7| 2 |13,3] 5 [33,3 6,7 | 15]100
Canxi 16 |516| 2 |65 12|38,7] 1 |32]31]100
Dich 6 bung 11 |440] 1 |40 13 |52,0 25 100

Nhan xét: Hinh anh mirc nuéc - hoi trén phim chup Xquang khong
chuan bj sau sinh c6 ty 1€ cao ¢ mot s6 hinh anh trén siéu am trudc
sinh nhu 90,0% & quai rudt gian co d4u hiéu phan nhu déng va 88,3%
qua bong d01 sau dén 82,4% quai rudt gian hinh t ong va 79,2%

quai rudt gian.

Bang 3.23. Két hop mét s6 phurong phap chin dosn truéc va sau sinh

Di tat SATS+Lam | SATS+ Lam sang +
L sang Xguang
Teo thuc quan 50 49 (98%) 49 (98%)
Tac ta trang 61 57 (93%) 61(100%)
Tac rudt 69 66 (95,6%) 69(100%)
VPMPS 42 42 (100%) 42 (100%)
PDTBS 5 4 (80%) 5 (100%)
DT HM-TT 65 62 (95,3%) 65 (100%)
DTOTH 278 267 (96%) 277 (99,6%)
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Nhan xét: Két hop siéu 4m trudc sinh va 1am sang c6 gié tri chan
doan 96% DTOTH. Ket hop siéu am trudc sinh (SATS), lam sang va
Xquang c6 gid tri chan doan 99,6% DTOTH

Chuong 4
BAN LUAN

4.1. Pic diém dich té hoc 1am sang di tat bam sinh éng tiéu héa tré sosinh
4.1.1. Ty |é tré di tgt bam sinh éng tiéu hoa

Ty 1€ DTOTH cua bénh vién Phu san Trung wong la 2,7/1.000 tré
sinh ra, khdng thay thay doi theo thoi gian. Tuong duong voi mot sb
noi nhu: Chau Au, Y, A rap va bénh vién Phu san Ha Noi. Ty & nay
thip hon & An d6 va Korea, cao hon Nhat, Uc, Iran, Nga.

Ty 18 di tat tiéu hoa trong téng sb di tat bam sinh khéac nhau theo
ting ving, theo timg nim. Két qua nghién ctu cia ching toi la
13,92% ciing twong dwong voi nghién ciru & mdt s6 noi nhur bénh vién
Tré em Hai phong, Chau Au, Barbados. Ty 1& nay thip hon ¢ Nhat, An
d6, bénh vién Nhi Trung uong. Két qua cua ching tbi cao hon mot sd
nghién ciru khac nhu & An Do, Han Qudc, tinh Séng Bé, nhom dan cu
mién bac, bénh vién Tur Dii, bénh vién trung wong Hué va tai bénh vién
Phu san Trung wong miy nim trudc.

Trong sb tré DTOTHBS ty ¢ tic rudt cao nhat sau do dén tic ta
trang, di tat hau mon tryc trang, viém phic mac phén su (bang 3.1).
Theo nghién ciru Huynh Thi Duy Huong, tai bénh vién Nhi Bdng 2 di
tat hau moén truc trang gap cao nhat, sau d6 dén phinh dai trang bam
sinh, teo thyc quan, rudt xoay bat thuong, da di tat, teo rudt, tic ta trang
va hep mon vi. Vi nghién ctu caa chdng tdi 1 thoi diém ngay sau sinh
nén PBTBS dugc chin doan sb luong it va hep mon vi chua biéu hién
nén khdng chan doén duoc.

Ong tiéu hoa duoc hinh thanh tir rat som, tir tuan thai thir 4 - 8 cua
thai ky, day 1a thoi ky ma nhiéu co quan khéc ciing dang duoc hinh
thanh, do d6 khi tac nhan giy DTBS c6 thé gay nhiéu di tat ¢ nhiéu
co quan. Phan 16n di tat OTH phdi hop véi di tat than, tiét niéu, sinh
duc 33,3% va di tat tim mach 31,5% sau d6 dén dj tat co xuong khép
13,0% va hoi chitng Down 11,1%. Dj tat HM - TT phdi hop nhiéu
nhat voi di tat than, tiét niéu, sinh duc 35,4%, tim mach 12,3%, co
xwong khop 10,8% (bang 3.3). Wijers C (2013) DT HM - TT két hop
39,3% dj tat than tiét niéu, 22,8% tim mach, 20% véi co xuong khop.
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Theo co ché phan tir trong qué trinh tao OTH, gen chuyén ma GATA
- 4, 5, 6 rat quan trong trong phat trién tim, tuyén sinh duc va duong
rudt. Mat khac cac gen Hox dugc phan bd doc theo chiéu trude sau
ctia rudt, trong d6 gen Hoxa - 13 va Hoxd - 13 kiém soat khuon mau
xuong & ving ngoai bién va su phét trién cac chi. Tuy nhién, ca hai
gen ciing déng vai trd quan trong trong qué trinh hinh thanh phan
cudi ctia duong rudt va niéu sinh duc trong qua trinh phat sinh phoi
va phat trién sau khi sinh.

Trong nghién ctru caa ching ti 24,8% bénh nhan bi tir vong (biéu
dd 3.1), két qua nay ciing twong tu nghién ctru Nasir G.A. (2000) ty
I& tir vong trén tré so sinh c6 tic nghén OTH la 22%. Két qua cua
ching t6i cao hon két qua cua Asindi AA (2002) ty Ié tir vong
DTOTH Ia 12%, Vo Céng Déng (2007) 19% va Huynh Thi Duy
Huong (2012) 6,5%.
4.1.2.Mgt so yeu to nguy co
4.1.2.1. Yéu t6 nguy co vé phia con

Tuéi thai va cdn ning: Trong nghién ciu caa ching toi, nhom tré
c6 can nang <2500g, non thangco so tré bi DTOTH gap 6,35 lan, gip
5,52 lan so véi nhém chang (bang 3.4). Theo Rabah M. Shawky
(2011) nhém tré < 2,5 kg ¢6 ty 16 DTBS cao gap 9 1an, nhém tré non
thang gap 3 1an so véi nhoém ching.

Sé thir tze sinh: Nhiing tré sinh lan thir nhat va lan thir 3 tro di 6
nguy co bj DTOTH gip 1,6 va 1,65 lan tré sinh tht 2 (bang 3.5).
Theo Nguyén Trong Thing (2002), tai vién bao vé ba me tré so sinh,
ty 18 sinh con DTBS & nhiing ba me sinh lan 1, 1an 3 tro di cao hon
sinh lan 2. Truong Hoang (2013), tai Binh thuan ty ¢ tré DTBS ¢
con thir nhat gap 2.31 lan, lan thir >3 gap 2.18 lan so véi con thir 2 -
3. Jenny Oddsberg (2008), giam hon 30% nguy co sinh con teo thuc
quan & cac lan sinh tha 2 hodc lan thir 3 so véi con lan tha nhat.
4.1.2.2. Mgt s6 yéu té nguy co vé phia me

Tusi: Thai phu tudi < 19 tudi, 20 - 25 tudi co nguy co sinh con
mic DTOTH cao gip 2,59 lan, 1,68 lan so véi thai phu tudi tir 26 —
35 (bang 3.6). Me qua tré co thé chua hoan thién, sy khéng can bang
hormon ciing danh hudng dén sy phét trién binh thuong cua thai do d6
cling gdy DTBS. Francannet C (1996), tai Phap, tir nam 1976 - 1992,
trén 1.500.000 tré sinh ra, c6 344 tré bi hep rudt (intestinal atresias),
thdy ting & me <20 tudi. T. J. David (1975), teo thuc quan ting & me
<20 tudi va >35 tubi.


http://www.ncbi.nlm.nih.gov/pubmed/?term=Asindi%20AA%5BAuthor%5D&cauthor=true&cauthor_uid=12370716
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Sinh doi: Trong nghién cau caa chung téi, cac ba me sinh doi co
nguy co sinh con DTOTH cao gap 1,95 lan nhiing ba me sinh mot con
(bang 3.7). Theo nghién ctu cua Carl L. Erhardt (1964), tai My, ty 1€
di tat hé tiéu héa ¢ ba me sinh da thai 1a 1,4/1.000 tré sinh ra cao & me
sinh mot con (0,7/1.000). Theo P E Doyle (1990), ty 1é DTOTH trong
thai d6i gap 1,25 lan so véi thai mot. Con theo Sipek A (2009), ty I¢
DTOTH khéng c6 su khac nhau gitra nhoém sinh d6i va nhém sinh mét.

Tién si dé thai lwu va sinh con bi dj tat: Trong nghién ctu cua
ching tdi, san phu c6 tién st dé thai luu, sinh con di tat c6 nguy co
sinh con bi DTOTH cao gap 15,8 lan va 76,2 lan so v&i nhom ching
(bang 3.7). Mot s6 téc gia khac ciing ghi nhan. Ty I¢ DTBS trong thai
lwu cao hon tré song theo nghién cau Amar Taksande (2010) la
4.68% va 1.84%. Theo Rabah M. Shawky (2011), me ¢4 tién sir pha
thai va thai luu nguy c6 sinh con DTBS gip 7,5 lan so voi nhém
chang. Theo Xingguang Zhang (2012), tién sir gia dinh sinh con
DTBS ¢6 nguy co sinh con DTBS gip 11.165 lan so voi nhom
ching.

4.2. Gia tri cha mat s6 phwong phip chin doan di tat 6ng tiéu
héa trwéc va ngay sau sinh.
4.2.1. Gia tri cia siéu am trwdc sinh

Két qua nghién ctu ¢ bang 3.8 cho thdy siéu 4m trudce sinh ¢ gia
tri chan doan DTOTH véi d6 nhay 65,8%. Két qua caa ching toi cao
hon mot s nghién cau khac. Theo Héléne Grandjean (1999), tai
Chau au do nhay cua siéu am trude sinh trong chian doan DTOTH 1a
53,7%. Y. Viala (2001) siéu am trudc sinh di tat hé tiéu hda phat hién
dugc 56%, Martin C. Het all (2002), 18 ving & tai Chau au 34%,
Huynh Thi Duy Huong (2012) 9,3%. Theo Saldarriaga GW (2014)
tai Colobia ty 16 DTOTH trén siéu 4m trudc sinh rat thap 18,8%. Két
qua nghién ctru caa chdng toi thip hon J. M. Carrera (1995) ghi nhan
siéu am trude sinh phat hién duoc 81,08% (60/74) di tat dng tiéu hoa,
siéu 4m trudc 22 tuan phat hién dugc 41,89% di tat.

Da 6i: 53,2% DTOTH c6 da 6i. Pa di ¢6 gié tri chan doan cac dj tat
& Vi tri cao nhu ta trang, thuc quan véi d6 nhay va do dac hiéu cao, con
it c6 gid tri di tat ¢ vi tri thap nhu di tit HM - TT, PDTBS. Néu tic cao
da 6i thuong xuat hién sém va nhiéu, néu tic thip da 6i xuat hién
muon va it.

% Giatri ciia mét 6 hinh dnh siéu am trude sinh doi Véi timg dj tat


http://www.ncbi.nlm.nih.gov/pubmed/?term=S%C3%ADpek%20A%5BAuthor%5D&cauthor=true&cauthor_uid=20063842

20

Teo thuc quan: Giuseppe Buonocore (2012) dau hiéu da day nho
hodc khéng c6 da day co do nhay 42%, két hop véi da i ¢6 gia tri
tién doan 56%. Kunisaki SM (2014) da day nho/ khéng c6 da day va
da 6i 6 gi tri tién doan 67% cao hon két qua ciia chung toi (bang
3.10). Tuy nhién, mét da day nho c6 thé 13 mot phét hién binh thuong
hoac c6 thé cd cac nguyén nhan khac (réi loan nuét, khiém khuyét
trén khudn mat, khdi u ving mat c¢6, ton thuong hé than kinh trung
wong, thiéu 6i, ...). Cynthia G. Brmfield (1998), siéu am khong thay
hinh anh da day, ting nguy co bat thuong cau triic va c6 hau qua xau.

Tdc ta trang: Trong nghién ctu caa ching toi, chan doan trudc
sinh rat c6 gia tri trong chan doan voi do nhay va do dic hiéu cao,
dic biét 1a hinh anh “Qua bong d6i” (bang 3.11 ). Két qua nghién ctu
cua ching t6i cao hon cac tac gia khac. Phelps S (1997) ¢ Anh, trong
3 nam, ty 1& sinh hang nam 52.000, trong 294 béo céo, 55% tic ta
trang dugc phat hién trudc sinh. Li - Yi Tsai (2010) 50%, H Kilbride
(2010) 53%.

Tdc rugt: Két qua cua chang t6i (bang 3.12) ciing phu hop véi C.
Baud (2009) siéu am trudc sinh ¢6 gié tri chan doan tic rudt véi do
nhay 40 - 86%. Virgone (2015),16 nghién cau tai Y, trén 640 thai
nhi, ty 1& phat hién tic rudt non tir 10 - 100%, trung binh 50,6%, ty I&
phat hi¢n tic hdng trang va hi trang la 66,3% va 25,9%. Hai nghién
ctu lay diém cat (cut - off) quai rugt gian la 7mm co ty 1€ phat hién la
62,2% tic ruot. Néu tic rudt cao thi doan rudt bi gian ngan, da i [y
murc d6 vira va ning, néu tic rudt thap thi nhidu quai rudt gian, bi
binh thudng hoic ting vira. Melissa J. Ruiz (2009) ciing thay rang
hinh anh rudt taing &m vang so véi hinh anh quai rugt gidn trén siéu
am trugce sinh c6 ty 18 thai chét cao hon (20.8% va 10%) va ty 1& bét
thudng vé bung sau sinh thap hon (10.3% va 53.3%).

Viém phdc mac phén su: Nadia Saleh (2009) 62% siéu am trudc
sinh ¢6 VPMPS duoc chin doan xac dinh dya vao 1am sang va
Xquang sau sinh. Keiichi Uchida (2015) 73,3% (11/15) VPMPS c6
chan doan truéc sinh, quai rugt gidn (53%), dich 6 bung (33%), va
nang gia phan su (13%). Khéc biét vé hinh anh siéu am 1a do nguyén
nhan gay viém phic mac phéan su va thoi gian gay thang ruét ¢ ting
bénh nhan & cac nghién cau c6 su khac nhau. Du doan trude sinh can
phau thuat & tré so sinh bi viém phic mac phan su dya vao siéu am
c6 4 muc d6: Do 0, chi ¢6 voi hoa trong 6 bung; Do 1, voi héa trong
6 bung va cb truéng hoic nang gia phan su hoic rudt din; Po 2, ¢6
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hai hinh anh; Do 3, c6 tat ca cac hinh anh trén siéu am. Theo nghién
ctru ctia Zangheri G (2007), can thiép phau thuat so sinh: 0% & do 0,
52% cho d6 1, 80% cho d6 2 va 100% cho d6 3.

Siéu &m c6 gia tri khi di tat gay thay doi hinh thai giai phau va vi
tri tang. Do vay c6 di tat dé chan doan bang siéu am nhu tic ta trang,
tac rudt, viém phdc mac phan su; con mot sé di tat khd chan doan
nhu teo thuc quan, di tat hdu mon - tryc trang va phinh dai trang bam
sinh. Theo T Todros (2001), P$ nhay siéu am trudc sinh phu thugc
vao: Ky nang, trinh dg, kinh nghiém, cua nguoi lam siéu &m, trang
thiét bi, nghién ctru da trung tam, thoi diém siéu am va qua trinh theo
doi, loai di tat.

4.2.2. Gia tri ciia cdc phwong phdp chin dodn di tgt éng tiéu hoa
ngay sau sinh
4.2.2.1.Gia tri cua chan dodn 1am sang

Chén doan 1am sang rat c6 gi4 tri trong chan doan DTOTH véi do
nhay va do dic hiéu 1a 88,5% va 99,6%, c6 kha ning chan doan di tat
73,7% (bang 3.15).

Teo thuc qudn: Chan doan 1am sang co do nhay va do dic hiéu cao
(98% va 99,9%) (bang 3.16). Két qua cua chung toi tuong duong v6i
mot sé tac gia khéc: Pham Vian Pha (2012), Nguyén Thanh Céng
(2009), Tran Ngoc Bich (2009).

Tdc ta trang: Theo Jay L. Grosfeld (1993), trong tic ta trang non
(thuong ndén ra mat) 51,5% (53/103), theo tac gia non > 30ml dich
mat goi ¥ ¢6 tic. Non ra mat ty thudc vao vi tri di tat ¢ dudi béng
Vater. Dau hiéu bung chudng trong nghién ciru cia chung toi c6 do
nhay 72,1% tuong duong véi Kamal Nain Rattan (2016) bung
chuéng 70%, Vii Thi Hong Anh (2001) 64,8%. Dau hiéu khong c6
phan su trong nghién ctu cua ching t6i c6 do nhay 62,3% cao hon
mot sé nghién ctu nhu: Vi Thi Hong Anh (2001) 25,4%, Hong Qui
Quan (2011) 31,7%.

Tdc rugt: Trong nghién ciu cua chung tdi (bang 3.18), chan doan
Iam sang c6 gia tri trong chan doan tac rudt voi do nhay va do dic hiéu
cao. Daniel N. Vinocur (2012) ciing ghi nhan dau hiéu chu yéu trong
tac rudt 13 non va bung chuéng. Két qua cua chung toi twong duong
vGi mot sb nghién cau: Robert M. Kliegman (2011) c6 80% tic va teo
rudt ¢ cham phan su > 24 gio, Vit Hong Tuén (2013) trong teo ruot
non 100%, khdng ia phén su 96,2%, bung chudng 92,3%.


http://www.ncbi.nlm.nih.gov/pubmed/?term=Zangheri%20G%5BAuthor%5D&cauthor=true&cauthor_uid=17654754
http://www.ncbi.nlm.nih.gov/pubmed/?term=Todros%20T%5Bauth%5D

22

Viém phac mgc phén su: Céac triéu ching 1am sang cé gia tri
trong chan doan VPMPS véi d6 nhay va do dac hiéu (92,9% va
99,9%), cac dau hiéu c6 gia tri lan luot 12 bung chudng, ndn, cham va
khéng c6 phan su (bang 3.28). DAu hiéu bung chudng trong nghién
cliu clia chung toi c6 do nhay 97,6% tuong dwong véi két qua cua
Ming - Horng Tsai (2009) 100% (10/10) bung chudng. Theo S.
lonescu (2015), cac dau hiéu 1am sang trong viém phic mac phan su
thudng biéu hién rd ngay 1-2 ngay dau sau sinh, cac triéu chirng bung
chuéng, né thanh bung, xung huyét, tuan hoan bang hé. Trong nghién
clru cta chiing t6i ¢6 57,1% (4/7) truong hop bung chudéng va né do
thanh bung la do viém phlc mac phan su.

Di tgt hau mon trec trang: Dya vao 1am sang c6 thé chan doan
dugc so bo thé bénh nhu loai hiém gip (con 6 nhép), loai thip (hau
mon mang, hau mén nip c6 hay khong cé rd, hep hau mén, hau mén
am hd), loai trung gian (teo hau mdn khong ro, rd hau mén - tién
dinh), loai cao (teo tryc trang). Thé trung gian va thé cao khi c6 dai ra
phan su & tré trai, c6 ro phan ra tir tién dinh, am dao & tré gai. Theo
Marc A Levitt (2007), trén 80 - 90% tré so sinh trai dua vao lam sang
va phan tich nudc tiéu du dé giup cac bac si phau thuat quyét dinh co
nén lam hau mon nhan tao hay khdng. Trén tré gai néu kiém tra ti mi
ving day chau s& phat hién dugc 90% bit thuong vé hau mén - truc
trang, cho 16 - 24 gid s€ phat hién dugc duong ro.
4.2.2.2. Gia trj cua Xquang

Trong nghién ctu cua ching tdi (bang 3.21), Xquang khéng chuan
bi c6 gi4 tri chan doan DTOTH c6 do nhay cao 82,9%. Két qua nay
ciing twong ty Huynh Thi Duy Huong (2012) X quang thong thuong
c6 gia tri hd trg chan doan DTOTH trong 78,7% céc trudng hop.
Thomas W. Jones (1957), Xquang c6 thé sir dung dé chan doan & 60 -
100% truong hgp DTOTH. Siéu am trudce sinh ¢ hinh anh “qua bong
d6i” va quai rudt gian twong ung Xquang sau sinh cd hinh anh muc
nudc- hoi tir 79,2-90,9% (bang 3.22). Nhu vay la cac di tat gay gidn
phia trén 6ng tiéu hoa cd thé phét hién duoc trén siéu am trude sinh thi
sau sinh cling déu biéu hién rat rg trén Xquang sau sinh.

% Gié tri két hop cac phuong phap chin doan

Két qua ¢ bang 3.23 cho thay két hop siéu am trudc sinh, 1am
sang, Xquang sau sinh chan doan dugc 99,6% di tat 6ng tiéu hoa.
Siéu am trudc sinh ¢6 thé chan doan duoc cac di tat gay thay ddi hinh
thai va vi tri tang. Chan doan 14m sang s& gilp cho chan doan cac di



23

tat ma chan doan trude sinh khong rd nhu di tat hau mén tryc trang;
phinh dai trang bam sinh khi doan v6 hach thap chua rd hoi ching
tic rudt. Xquang giup cho khing dinh chan doan som cac truong hop
co chan doan trudc sinh ngay ca khi chwa ¢ biéu hién 1am sang hozc
mot s6 truong hop khdng cé chan doan trude sinh nhung co chan
doan lam sang khéng r6. Huynh Thi Duy Hu:orng (2012) ciing ghi
nhan két hop ca siéu am, Xquang va 1am sang c6 gié tri dinh huéng
chan doan 91,6% céc trudng hop di tat bam sinh duong tiéu hoa. Nhu
vay trong chan doan DTOTH, mdi phuong phap chan doan truéc
sinh va sau sinh déu rat c6 gié tri: Siéu am trudc sinh va biéu hién
Iam sang sau sinh dinh huéng cho Xquang sau sinh d gidp cho chan
doan xac dinh. Két qua phau thuat va hinh anh giai phau bénh gitp
cho khing dinh lai chan doan va xac dinh thé bénh.

KET LUAN

1. Pic diém dich t& hoc 1am sang di tat bAm sinh 6ng tiéu hoa tré
so' sinh . ]
1.1. Ty I¢ tré di tgt bam sinh ong tiéu hda

- Ty I¢ di tat bam sinh 6ng tiéu hoa chiém 0,27% tré sinh ra;chiém
13,92% tong so tré co di tat bam sinh. Ty I¢ trai/gdi twong duong.
27% tre di tat ong tiéu hoa cd ket hop véi di tat ¢ cac co quan khac,
trong d6 céc di tat hay gap nhat 1a di tat than tiét niéu, sinh duc, tim
mach, co xuong khap va hoi ching Down.

- 8,3% trudng hop c6 bién chimg sau mo, 24,8% bénh nhan tur
vong. Nguyén nhan tir vong chu yeu do suy hd hap, da di tét, soc,
nhiém trung.
1.2.Mét sé yéu té nguy co

- Tré sinh non thang, can nang < 2500g; sinh lan thir nhat va lan >
3; sinh d6i.

- CAc ba me tudi < 19 tudi, 20 - 25 tudi; tién sir dé thai luu, tién st
sinh con bi di tat bam sinh.

2. Gia tri cia mgt s6 phwong phap chan do4n di tat 6ng tiéu hoa
2.1.Gia tri caa siéu am truéc sinh.

- Do nhay 1a 65,8% va do dac hiéu cao 99,4%. 53,2% di tat ong
tiéu hoa co da 6i.
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- C6 gia tri trong chan doan teo thuc quan cé do nhay va do dac
hiéu 1a 50,0% va 99,9%, tic ta trang 90,2% va 99,9%, tic rudt la
76,8% va 99,6%, viém phic mac phan su la 83,3% va 99,8%. It c6
gia trj trong chan doan phinh dai trang bam sinh va di tat hau mén -
truc trang chi phat hién dugc 40% va 20,6%.
2.2.Gié trj ciia mgt sé phwong phdp chin dodn di tgt ong tiéu hoa
sau sinh

- Chan doan 1am sang c6 gia tri chan doan di tat bam sinh dng tiéu
hoa véi do nhay va do dac hiéu lan luot 12 88,5% va 99,6%. CO gia tri
trong chan doan teo thuc quan 1a 98% va 99,9%, tic ta trang 1a 73,8%
va 99,9%, tic rudt 1a 89,9% va 99,8%, viém phic mac phan su la
92,9% va 99,9%. C06 80% phinh dai trang bam sinh, 95,4% dj tat hau
mén - truc trang duoc chan doan dung dya vao 1am sang,

- Xquang khdng chuan bi c6 gié tri chan doan DTOTH c6 d6 nhay
va do dac hiéu la 85,1% va 34,8%. Hinh anh gian phia trén di tat trén
siéu am trudc sinh 79,2 - 90,9% cd hinh anh muac nudc - hoi trén
phim Xquang 6 bung khéng chuan bi sau sinh.

- Két hop: Siéu am trude sinh va 1am sang cd gia tri chan doan
96%; siéu am trudc sinh, 1am sang va Xquang c6 gia tri chan doan
99,6% di tat bam sinh dng tiéu hoa.

KHUYEN NGHI

-Truong hop si€u am trudc sinh co di tat bng tiéu hoa, chuyen san
phu dén co so san khoa co diéu kién vé hoi stre so sinh va gan cac
bénh vién c6 phau thuat vé ngoai khoa.

~ - Cac bac sy, nit ho sinh San - Nhi co trach nhiém kham sang loc
tat ca tré sinh ra dé phat hién DTOTH, hoi sic on dinh, chuyén dén
co s& ngoai khoa sém, an toan va kip thoi.

- Cha y phat hi¢gn DTOTH ¢ nhoém tré non thang, can nang thap,
sinh déi; con tht’r nhat va > 3, anh chi bi DTBS; me c6 tién st thai
luu, me < 25 tuoi.
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THE THESIS INTRODUCTION BACKGROUND

Gastrointestinal tract is an organ extending along the length of the body,
the process of formation and development thereof during the fetus is very
complicated. The rate of congenital malformations of gastrointestinal tract
vary by geography: in India (1998), 5.47/1,000 infants born, in Russia in
2001-2011: 1.1 (0.3 to 1.8)/1.000 infants born. The rate of gastrointestinal
tract abnormalities accounts for 15% of all congenital malformations.
When malformations occur in gastrointestinal tract, digestive tube can be
clogged or narrowed, causing changes to the normal anatomy form and can
be detected in the womb owning to the unusual images on a prenatal
ultrasound such as "double bubble","expanded loops ".... Todros T. (2001),
prenatal ultrasound diagnosis of digestive tube defects has a sensitivity of
56%. Shortly after birth, defects cause no circulation to the gastrointestinal
tract leading to typical clinical characteristics and captured images on the
film correspond to position of every single defect. Thanks to a number of
diagnostic methods that may help diagnose digestive tube defects from
before birth to enable following and transferring the patients safely. After
birth, the infants are to be early managed, timely exposed to surgery and
this reduces mortality and disability.

In Vietnam, there are few overall researches on congenital
malformations of gastrointestinal tract in general, but only researches
on every single defect. There is also no research on rate of congenital
malformations of gastrointestinal tract, certain risk factors, prenatal and
postnatal diagnosis reference, the value of diagnostic methods on
congenital malformations of gastrointestinal tract. We, therefore,
selected the research: "Study on the characteristics of clinical
epidemiology, antenatal and postnatal diagnosis of congenital
malformations of gastrointestinal tract"".

With the two objestives:

1. Analyzing the clinical epidemiology characteristics of
congenital malformations of gastrointestinal tract in infants in
National Hospital of Obstetric and Gynecology .

2. Assessing the value of some diagnostic methods on congenital
malformations of gastrointestinal tract before and shortly after
birth.
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THE URGENCY OF THE RESEARCH

Congenital malformation of gastrointestinal tract is a common defect
in children, the characteristics of clinical epidemiology, however, are
still little known. Some congenital malformations of gastrointestinal
tract if missed or delayed in diagnosis and delayed treatment indications
would cause risks of complications or poor recovery from surgery,
affecting the child's later development, even the risk of death. In order
to remedy this problem, our research will analyze the clinical
epidemiology  characteristics of congenital malformations of
gastrointestinal tract in infants born at National Hospital of Obstetric
and Gynecology and assess the value of some diagnostic methods on
congenital malformations of gastrointestinal tract before and shortly
after birth. For this reason, this research is valid in repsect of urgency
and practical value.

NEW CONTRIBUTIONS OF THE THESIS

The thesis studies a large number of children born (102 391 children).
This is the first systematic and large-scale study in Vietnam. The thesis
has identified the rate of postnatal congenital malformations of
gastrointestinal tract with patients group (of 278 children) compared with
a large-enough control group (of 23 332 controls) . The results, therefore,
are reliable and scientifically significant. The thesis has pointed out
certain risk factors for congenital malformations of gastrointestinal tract:
prematurity, low weight, mothers < 25 years of age, a history of laying
stillbirth, birth defects, twins bearing, the first and > third birth; evaluated
the diagnostic value of some diagnostic methods on congenital
malformations of gastrointestinal tract before and immediately after birth.
The thesis has associated congenital malformations in gastrointestinal
tract diagnosed in 3 branches: Obstetrics, Pediatrics and Surgery.

THESIS STRUCTURE

The thesis has 143 main pages, including 02 sections, 04 chapters,
42 tables, 9 graphs, 40 figures: Introduction (2 pages), chapter 1 -
Overview (38 pages), chapter 2 - Objects and study methods (23 pages),
chapter 3 - the study results (32 pages), chapter 4 - Discussion (44
pages), conclusions (2 pages), recommendations (1 page). References
consist of 220 documents, including 35 Vietnamese, 185 English. There
are 59 documents within the last 5 years. In addition, the thesis also has
33 appendix pages.



3

Chapter 1
LITERATURE OVERVIEW

1.1. Embryology of a Normal Gastrointestinal Tract

In the third and fourth week of embryonic development process, as the
embryos fold upon its flanks, embryonic endoderm rolls into a tube called
the primitive gut. The primitive digestive tract consists of 3 parts: the
forgut, midgut, hindgut. The forgut forms the larynx, esophagus, stomach,
duodenum on the Vater ball. Midgut forms the duodenum section under the
Vater ball, small intestine, ascending colon, 2/3 ascending colon on the
right. The hindgut forms the rest of the digestive tract.

1.2. Molecular mechanism of gastrointestinal tract development

Gatrointestinal tract develops in 4 main spindles: Anterior - posterior
(AP), dorsal - ventral (DV), left - right (LR), and radial (RAD). Gut
consists of two types of tissues arranged in a tube shape, the outer layer of
tube is mainly smooth muscle originated from the mesoderm, the inner
lining layer is epithelium. Most intestinal epithelium derived from
endoderm, mouth and anus epithelium are derived from ectoderm. Playing
an important role in forming the gut is full integration of the endoderm,
development and differentiation of mesoderm come afterward.

1.3. The formation of congenital malformations of gastrointestinal
tract in infancy

- Esophageal atresia: Due to deflection of the trachea - esophagus
wall; incomplete esophagus internals during internalizing esophagus;
tissue abnormalities at the esophagus wall.

- Duodenal atresia due to: Abnormal tube creation and turning
process of the intestine; malformation of neaby organs such as the
pancreas, portal vein, the superior mesenteric artery.

- Intestinal atresia and stenosis: Intestinal atresia occurs in places
where intercellular nodes do not deplete due to complications of
mesenteric vessels.

- Duplications of the gastrointestinal tract: Due to the abnormal
retracing of the embryos diverticulum extending between the endoderm
and the inner linning structures or adhesive endothelial lining inside
during tract's development; some of the vacuole do not gather at the
pregnant age of 6-7 weeks to form a single space, this is because of
incomplete separation of the notochord plate during segmentation
period. Failure of notochord plate in migrating results in adhesive
endothelial layer, spine tube can not close from the abdomen and this
creates a primitive gut like excess tube, these tubes form fistula from
the intestines to the spinal column.

- Abnormal malrotation is the result of abnormal rotating and fixing
of gut and fixing errors occur.
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- Meconium ileus: Due to pancreatic insufficiency, increased
secretion of mucous glands in the gut, etc.

- Congenital aganglionic megacolon (Hirschsrung disease): Caused
by neural crest cells from the upstream digestive tract stops moving
down towards the end of the digestive tract in weeks 5 - 12 of
pregnancy. The sooner this phenomenon occurs, the longer the gut
section without ganglia cells is.

- Anorectal malformation: Because the folds do not merge or
incompletely merge; anal membrane perforation is not formed in week
9 of pregnancy.

1.4. Diagnosis of gastrointestinal tract malformations
- Esophageal atresia: Prenatal ultrasound had polyhydramnios; gastric
shape small or unseen, esophagus pouch. Clinical: Baby with excessive
drooling and secretions, choking, cyanosis and respiratory distress;
unable to pass an orogastric tube to the stomach. X-ray images show
esophagus pouch.
- Duodenal atresia: Prenatal ultrasound had polyhydramnios, image of
"double bubble". Clinical: High intestinal obstruction syndrome.
Abdominal X-rays show distention of the stomach and proximal
duodenum with air
- Intestinal atresia: Prenatal ultrasound had dilated bowel loops,
diameter > 7 mm, length > 15 mm; anti-peristaltic wave. Clinical:
Intestinal atresia syndrome. X-ray images show air-fluid levels
- Meconium peritonitis: Prenatal ultrasound had peritoneal fluid,
scattered calcification in the abdomen, expanded loops. Clinical:
Intestinal atresia syndrome, abdominal distention, abdominal wall red
swelling. X-ray: foggy abdomen, air-fluid levels, scattered calcification
in the abdominal cavity.
- Hirschsrung disease: Prenatal utrasound had loops dilated throughout
abdominal cavity. Clinical: Low itestinal atresia syndrome. X-ray: The
transition area. Pathology: No nodes.
-Anorectal malformation: Prenatal utrasound had V- or U-shaped
expanded colon, the anal sphincter unseen. Clinical: No anus, with
fistula. X-ray: Rectal pouch.
- Duplications of the gastrointestinal tract: Prenatal ultrasound had
abdominal cyst. Clinical: Itestinal atresia syndrome. X-ray: Air-fluid
levels, foggy abdomen.
Chapter 2
SUBJECTS AND METHODS

2.1. Study subjects
The children born at National Hospital of Obstetric and Gynecology
from Januray 1, 2011 to June 30, 2015.



2.1.1. Selection criteria

- Case group: Digestive tube defects

+ All children were screened by prenatal ultrasound.

+ Postnatal: Clinical examination, imaging and most have surgery to
confirm the diagnosis digestive tube defects.

- Control group: Children without birth defects
2.1.3. Exclusion criteria

- Children were subject to abortion consultation with the prenatal
diagnostic center.

- The family refused to participate in the study.
2.2. Research Methods
2.2.1. Research design

Objective 1- Calculating the rate of congenital malformations of
gastrointestinal tract: descriptive, cross-sectional.

- Several risk factors: Case-control study

Objective 2- The value of diagnostic methods: Descriptive study,
prospective, comparative for reference.
2.2.2. Sample size calculation

Objective 1: Calculating the malformation ratio. Sample size:
Convenient

+ There were 102 391 children born at the National Hospital of
Obstetric and Gynecology from Januray 1, 2011 to June 30, 2015.

Objective 1- Risk factors and Objective 2- Calculating the value of methods

+ Study sample size was calculated using the formula:
px(1-p)

82

+ Where: p - frequency of congenital malformations of
gastrointestinal tract = 0.35%, a: - level of statistical significance, value
taken = 0.05, € = 30% p. According to this formula, n = 13 965. If the
Design Effects coefficient DE taken (design effect) = 1,5, n = 13 965 X
1.5 =20 947, then the minimum sample size is of 21 000.

+ Systematic sampling: every 4 children born, 1 qualified child was
selected for the study. 23 600 eligible children were selected for the
study group, among which 278 children were with digestive tube
defects (case group) and 23 322 were without digestive tube defects
(control group).

2.3. Data processing

- Collect data using Excel 2013 software and data processing using
SPSS statistics software and STACAL.EXE 20.0.

- Epidemiological features: calculating the percentage (%), average,
comparable p; a number of risk factors for calculating the odds ratio
(OR), 95% confidence intervals (CI).

2
n= Zl—q/Z X
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- Evaluating some diagnostic methods (prenatal, clinical,
subclinical), using indicators: sensitivity (Se), specificity (Sp), positive
predictive value (PPV), negative predictive value (NPV)

2.4. Research Ethics

- The Reaseach has been passed by the Ethics Council of National
Hospital of Obstetric and Gynecology (March 26, 2015).

- All personal information of research subjects are kept
confidentially.

Chapter 3
RESEARCH RESULTS

3.1. Clinical epidemiology characteristics of congenital malformations of
gastrointestinal tract
3.1.1. The rate of children born with congenital malformations of
gastrointestinal tract

- 278 children born with defects of gastrointestinal tract, accounting for
0.27% (2.7/1000) of children born or rate of children born with birth defects
of gastrointestinal tract accounts for 1/368 children born. Among the children
born with all kinds of defects, the rate of children born with defects of
gastrointestinal tract accountes for 13.92% (278/1997).

Table 3.1. Distribution of gastrointestinal tract malformations in
accordance with the International Classification Diseases ICD - 10

ICD - 10 Malformation Total No. | Proportion
of cases (%)
Q39.0 Esophageal atresia 38 13.6
Q41.0 Duodenal atresia 56 20.1
Q41.9 Intestinal obstruction 66 23.7
Q42.3 Anorectal alnomalies 53 19.1
Q43.1 Hirschprung’s disease 5 1.8
Q43.3 Intestinal duplication 1 0.4
Umbilical fistula ileum 1 0.4
Short bowel syndrome 1 0.4
Q45.9 | Meconium peritonitis 42 15.1
> 2 digestive tube defects 15 5.4
Total 278 100

Comment: Among 278 patients with gastrointestinal tube defects,
patients having intestinal obstruction take the highest rate, followed by
duodenal atresia, anorectal alnomalies and meconium peritonitis.
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Table 3.2. The proportion of every gastrointestinal tract malformation
to the infants born

Total | Prevalence 1 child
Malformation No. of per 1.000 deformities/

cases livebirths livebirths
Esophageal atresia 50 0.49 1/2048
Duodenal atresia 61 0.60 1/1678
Intestinal obstruction 69 0.67 1/1484
Intestinal duplication 1 0.01 -
Short bowel syndrome 1 0.01 -
Umbilical fistula ileum 1 0.01 -
Hirschprung’s disease 5 0.05 1/20.478
Anorectal alnomalies 65 0.63 1/1575
Meconium peritonitis 42 0.42 1/2438

+ Coordinated gastrointestinal tract malformation and other organs
Table 3.3. Coordinated defects of other organs with each type of
gastrointestinal tract malformation

Malformation Combination |C.V.S|G.U.S|C.N.S| M.S | Down | Other | Total
(n,%) (%) | (n,%) | (n,%) | (n,%) | (n,%) | (n,%) | (n,%)
Esophageal 50 20 14 5 2 2 2 25
atresia 40.0 28.0 | 10.0 4.0 4.0 23.1
Duodenal 16 8 2 2 9 1 22
atresia 61 26.2 13.1 3.3 3.3 | 148 20.4
Intestinal 69 6 3 4 2 9
obstruction 8.7 4.3 5.8 2.9 8.3
Meconium 42 2 1 1 1 3
peritonitis 4.8 2.4 2.4 2.8
Anorectal 65 29 8 23 3 7 3 1 45
alnomalies 44.6 123 | 354 | 46 | 108 | 4.6 41.7
_Umbl_llcal 1 1 1 5
fistula ileum
Hirschprung’s 1
disease 5 20.0 2 2
Total 75 34 36 5 14 12 7 108
(n,%) 27(75/278) 315 | 33.3 46 | 130 | 111 100

(Note: C.V.S: cardiovascular system, G.U.S: genitourinary system,
C.N.S: central nervous system, M.S: Muscular-Skeleton)

Comment: Most gastrointestinal tract malformations are in
coordination with kidney, urogenical, reproductive and cardiovascular
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malformations, followed by musculoskeletal defects and Down
syndrome. Anorectal malformations are mostly coordinated with
kidney, urogenital malformations; Esophageal atresia is mostly
coordinated with cardiovascular malformations. Duodenal atresia is
coordinated mostly with Down syndrome.

8.3

m Good  Complication = Death

Chart 3.1. Rate of gastrointestinal tract malformations taken by

treatment results
Early postoperative complications are mainly intestinal obstruction
(43.5%), peritonitis (17.4%), esophageal atresia (13%). Major cause of
death is respiratory failure, accounting for 43.5%, followed by multiple
malformations (20.3%), shock (15.9%), infection (8.7%).
3.1.2. Some risk factors for the gastrointestinal tract malformations

3.1.2.1. Risk factors towards children
Table 3.4. Factors: weight, gestational age, gender

Gastri):g(t:istinal Control
Factor malformations group | Total | OR| 95% CI
n=278 n=23 322
>2500g 117 19170
<2500g 161 4152 4313 |6.35|4.96 - 8.14
> 37weeks 105 17961 | 18066 | 1
<37 weeks 173 5361 5534 |5.52(4.29-7.10
Female 120 10588 | 10708 | 1
Male 158 12734 | 12892 [1.09|0.86 —1.40

Comment: Children weighing <2500g and preterm infants have
gastrointestinal tract malformations 6.35 times and 5.52 times higher
than that of the control group.
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Table 35. Birth order and congenital malformations of gastrointestinal tract

Birth Gastrointestin_al tract| Control
order malformations group Total | OR | 95% CI
n=278 n=23.322
2 83 (29.9) 9.491(70.1) | 9574 | 1
1 149 (53.6) 10.640 (45.4) |10789| 1.6 [1.21-2.12
>3 46 (16.5) 3191 (83.5) | 3237 | 1.65|1.13-2.40

Comment: The 1™ child and the 3" child and more are at risk for
gastrointestinal tract malformationsand of 1.65 times and 1.6 times
higher than the 2™ child.
3.2.2.2. Some risk factors towards mothers

Table 3.6. Maternal age factor and gastrointestinal tract malformations

Maternal | Gastrointestinal Control
age tract malformations|  group Total | OR | 95% CI
(years) n=278 n=23 322
26 - 35 133 (0.9) 14256 (99.1) | 14389 | 1
<19 22 (2.4) 909 (97.6) | 931 |2.59| 1.6 —4.17
20-25 88 (3.2) 5603 (96.8) | 2691 |1.68|1.27 — 2.23
> 35 35 (1.4) 2554 (98.6) | 2589 |1.47]0.99 — 2.17

Comment: Mothers aged < 19, 20-25 years of age are at higher risk
of 2.59 times, 1.68 times in giving birth with gastrointestinal tract
malformations than mothers aged from 26-35 years old.

Table 3.7. Some maternal risk factors in giving birth with gastrointestinal

tract malformations
Some maternal risk Malfo_rmatlons C;orr;tjrg ! o
factors (n=278) (n=23 322) OR 95% Cl

n % n %
In Vitro Fertilisation 7 2.5 775 | 3.3 | 0.7 | 0.32-1.65
Diabetes 5 1.8 431 | 1.8 |0.97| 0.35-2.45
Heart-related diseaes 2 0.7 271 | 1.2 |0.62| 0.11-252
Pre-eclampsia 11 4.0 801 | 3.4 |1.16| 0.60-2.18
Chronic diseases 9 3.2 545 | 23 | 1.4 | 0.67-281
Twins bearing 19 6.8 844 | 3.6 |1.95] 1.18-3.19
History of stillbirth birth | 21 7.5 120 | 05 | 15 | 9.78-2552
History in giving birth
with congenital
malformgtions of 13 4.8 15 | 0.06 | 76.2 | 35.91-161.77
gastrointestinal tract
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Comment: Mothers of twins, biological history of stillbirth, history
of giving birth with gastrointestinal tract malformations are at risk of
giving birth with gastrointestinal tract malformations 1.95 times, 15.8
times, 76.2 times higher than the control group.

3.2. The value of some diagnostic methods for gastrointestinal tract
malformations.

3.2.1. Value of prenatal ultrasound
Table 3.8. Value of prenatal ultrasound in diagnosing gastrointestinal
tract malformations

Prenatal Gastrointestinal
tract malformations | Total Value
ultrasound
Yes No
Yes 183 130 313 Se =65.8%. Sp= 99.4%
PPV= 58.5%.
No 95 23192 23287 NPV=99 6%

= Normal amniotic = Oligohydramnios

Hydramnios

Chart 3.2. Distributed amniotic status
The chart above shows, among the children having GITM
(gastrointestinal tract malformations), 53.2% has hydramnios status

100%
0%
&0'\@ S «*  ®Malformation
& S S
3 & &
é@ S & = Normal
<° N

Chart 3.3. Percentage digestive tube defects based on the status of amniotic
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For hydramnios cases, 51% has GITM (gastrointestinal tract

malformations). For normal amniotic status, only 0.5% has GITM.

Table 3.9. Hydramnios values for each type of malformations

Hydramnios
Malformation Abnornzlal Normal Value (30)

Yes| No | Yes| No Se | Sp |PPV | NPV
Esophageal atresia | 36 | 14 | 254 |23296| 72 |98.9|12.4| 99.9
Duodenal atresia 50 | 11 | 240|23299| 82 | 99 |17.2| 100
Intestinal 35 | 34 | 255 |23276(50.7|98.9 | 12.1 | 99.9
obstruction
Meconium 22 | 20 | 268 [23290(52.4|98.8| 7.6 | 99.9
peritonitis
Anorectalnomalies | 14 | 51 | 276 |23259(21.5|/98.8| 4.8 | 99.8
Hirschprung’s disease | 0 5 - - 0 - - -

Comment: The hydramnios is highly valuable for malformations

diagnosed in higher positions:

duodenum, esophagus with a high

sensitivity and specificity (82%, 99%) and (72%, 98.9%), while less
valuable for defects in a lower position as anorectal malformations and
Hirschprung’s disease.
Table 3.10. Value of prenatal ultrasound in diagnosis of Esophageal atresia

Esophageal

Control

s o
ui:;gggﬂ d atresia group Gia tri (%)

Yes | No | Yes No Se Sp | PPV | NPV
Small or no
stomach 23 27 17 | 23533 | 46.6 | 99.9 | 57.5 | 99.8
Diagnosis 25 25 12 | 23538 | 50 | 99.9 | 67.6 | 99.8

Comment: Image of "small or no stomach" is valuable in diagnosis
of esophageal atrophy with 46.6% sensitivity, positive diagnostic value
of 57.5%. Prenatal diagnosis of esophageal atrophy with a sensitivity of
50.0%, high specificity of 99.9%.

Table 3.11. Value of prenatal ultrasound in diagnosis of duodenal atresia

Duodenal | Control o
Prenatal ultrasound | atresia group Value (%)
Yes| No |Yes| No | Se | Sp | PPV | NPV
DOUbS'iZ'E“bb'e 53| 8 |14 |23525|86.9/99.9| 79.1 | 100
Dilated bowel loops | 3 | 58 |146|23393| 4.9 [99.4| 2.0 | 99.8
Diagnosis 55| 6 4 123535(90.2199.9] 93.2 | 99.9
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Comment: Prenatal ultrasound is valuable in diagnosing duodenal
atresia with an extremely high sensitivity and specificity (90.2% and
99.9%). Especially "double-bubble” sign is valuable in diagnosing
duodenal atresia with 86.9% sensitivity and 99.9% specificity.

Table 3.12. Value of prenatal ultrasound in the diagnosis of intestinal
obstruction

Intestinal Control

[0)
Prenatal obstruction group Value (%)

ultrasound 130T NG [Yes| No | Se | Sp [PPV] NPV

Dilated bowel loops | 52 | 17 | 97 | 23434 |75.4]199.6[34.9| 99.9

Honeycomb dilated| 1, | =7 | g | 23523 |17.4| 100 | 60.0| 99.8
Intestine

Dilated intestine
with anti-pelistaltic| 9 60 | 3 | 23528 [13.0| 100 | 75.0| 99.7
wave

Prenatal diagnosis 59 | 10 | 75| 23456 |85.5(99.7|44.8| 99.9

Comment: Image of dilated bowel loops is valuable in diagnosis of
intestinal obstruction with a sensitivity of 76.8%, specificity of 99.6%. The
other images are of little value. Prenatal diagnosis is valuable for diagnosis of
intestinal obstruction of 85.5% sensitivity and 99.7% specificity.

Table 3.13. Value of ultrasound in prenatal diagnosis of meconium
peritonitis

Meconium Control

0,
Prenatal peritonitis group Value(%)

ultrasound o TN [Yes | No | Se | Sp | PPV | NPV

Calcified 22 | 20 | 27 | 23531 |52.4[99.9]| 449 | 99.8

Peritoneal fluid 21 | 21 | 14 | 23544 150.0199.9]| 60.0 | 99.8

I[;u(:;ged bowel| 17 | 25 | 132 | 23426 |40.5|09.4| 11.4 | 99.8

Increased

. . 9 33 41 | 23517 | 21.4(99.8| 18.0 | 99.9
intestinal sounder

Calcium and

Peritoneal fluid 6 36 1 | 23557 |14.3| 100 | 85.7 | 99.8

Prenatal 35 | 7 | 29 |23529|83.3|/99.8| 54.7 | 99.9
diagnosis

Comment: Prenatal diagnosis is highly valuable in prenatal diagnosis of
meconium peritonitis with 83.3% sensitivity and 99.8% specificity.
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Table 3.14. Prenatal ultrasound diagnosis of some other
gastrointestinal tract malformation

Prenatal
Malformation n ultrasound Ratje_ % correct
Yes No iagnosis
Anorectalnomalies 63 13 50 20.6
Hirschprung’s disease 5 2 3 40.0
Enteric duplication 1 0 1 0
Short bowel syndrome 1 1 100
Umbilical fistula ileum 1 0 1 0

Comment: Prenatal ultrasound has little value in the diagnosis of
anomalies anorectal and colon congenital aneurysm
3.2.2. The value of some diagnostic methods for gastrointestinal tract
malformation after birth
3.2.2.1. The value of clinical diagnosis
Table 3:15. The value of clinical diagnosis in diagnosing the
congenital malformation of gastrointestinal tract.

Congenital
.. malformation of
Clinical gastrointestinal tract Total Value
Yes No
Yes 246 88 334 Se =88.5%. Sp= 99.6%
= 0,
No 32 | 23234 | 23266 s o

Comment: The clinical diagnosis is valuable in diagnosing
gastrointestinal tract abnormalities with a sensitivity and high specificity
(88.5% and 99.6%), diagnostic value malformations 73.7%

Table 3:16. The value of clinical diagnosis for esophageal atresia

Esophage | Control
Clinical al atresia | group Value (%)

Yes| No | Yes| No Se | Sp | PPV |NPV

Salivation secretion | 41 9 2 23548 (82.0 | 100 | 95.3| 100

Imposible to put
sonde into stomach. 4911 0 23550 98 ) ) )

Respiratory failure | 30 | 20 | 58 | 23492 |60.0 | 99.8 | 34.1 | 99.9

Prenatal diagnosis | 49 | 1 4 |23546| 98 |99.9 925 |99.9

Comment: The clinical diagnosis is diagnostically valuable for
esophageal atresia with high sensitivity and specificity (98% and 99.9%)




14

Table 3.17. The value of clinical diagnosis for duodenal atresia

Clinical iy ?rghrg | Value(%)

Yes| No |Yes| No Se | Sp | PPV | NPV
Vomiting | 49 | 12 | 187 | 23352 | 80.3 | 99.2 | 20.8 | 99.9
QESe%TBTwaI 44 | 17 | 22023319 | 72.1|99.1 | 16.7 | 99.9
Nomeconium | 38 | 23 | 113 | 23426 | 62.3 | 99.5 | 25.2 | 99.9
Diagnosis | 45 | 16 | 5 |23534|73.8/99.9| 90 | 99.9

Comment: Clinical diagnostic is valuable in diagnosis of duodenal
atresia with a sensitivity and specificity (73.8% and 99.9%). Value of
signs: vomiting - sensitivity of 80.3%, abdominal distention of 72.1%,
delayed and no meconium of 62.3%.

Table 3.18. The value of clinical diagnosis for intestinal obstruction

N Intestln_al Control Value(%6)
Clinical obstruction group

Yes | No | Yes| No Se | Sp | PPV | NPV
Vomiting 64 | 5 |172|23359/92.8/99.3| 27.1 | 100
Abdominal 62 | 7 |202]23329(89.9]99.1| 235 | 100
distention
No meconium 60 9 91 | 23440 |87.0(99.6| 39.7 | 100
White mucus | 1, | 55 | 21 | 23500 |20.3|99.9] 41.2 | 99.8
button
Floating 14 | 55 | 17 | 23514 |20.3]99.9| 452 | 998
bowel loops
Prenatal 62 | 7 | 44 | 23487 |89.9/99.8| 58.5 | 99.9
diagnosis

Comment: The clinical values are valuable in diagnosing intestinal
obstruction with high sensitivity and specificity (89.9% and 99.8%).
Value of vomiting signs with 92.8% sensitivity, abdominal distension
89.9%, delayed and no meconium 87.0%, white mucus and floating
bowel loops 20.3%.
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Table 3.19. The value of clinical diagnosis for meconium peritonitis

Meconium| Control o
Clinical peritonitis group Value (%)

Yes| No |Yes| No | Se | Sp |PPV| NPV
\omiting 35 | 7 |201|23357|83.3]99.1/14.8| 100
Abdominal 41| 1 |223|23335(97.6/99.1|155| 100
distention
No meconium 33 9 ]118|23440(78.6/99.5(21.9| 100
Abdominal

4 - 3 - - - - -
tenderness
Prenatal diagnosis | 39 3 12 |23546(92.9/99.9|76.5| 100

Comment: The clinical symptoms are valuable in diagnosing
meconium peritonitis with a sensitivity and specificity (92.9% and
99.9%). Signs valuable are
distention, vomiting 83.3%, delayed and no meconium 78.6%.

Table 3:20. The value of clinical diagnosis for anorectal
malformations

respectively 97.6% for abdominal

Anorectal Control
Clinical malformations group Value (%)
Yes No | Yes| No | Se | Sp |PPV|NPV
Vomiting 10 55 226 | 23311 (15.4|99.0| 4.2 | 99.8
Abdominal 28 | 37 | 236 |23299 |43.1/99.0|10.6]99.8
distention
No meconium 40 25 111 | 23424 {61.5(99.5|26.5| 99.8
No anal 52 13 0 |23.535| 80 - - -
Colorectal 5 63 0 31 - i i
atrophy
Anal 1 | 64 |0 15| - | - | -
membrane
Anal cap 6 59 0 92| - - -
Anal stenosis 1 64 0 15| - - -
And cloacal 3 62 0 47 | - - -

Comment: The clinical examination is valuable in diagnosing
anorectal malformations, 62/65 (95.4%) cases have been found only
with the naked eyes.
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Table 3.21. Unprepared abdominal imaging values in diagnosing
gastrointestinal tract malformation

Gastrointestinal
Xray | tract malformation | Total Value
Yes No
Yes 174 87 261 Se =82.9%. Sp= 36.5%
= 0,
No | 36 50 86 o 1
Comment: Unprepared Xray is diagnostically valuable for
gastrointestinal tract malformation with high sensitivity 82.9% and low
specificity 36.5%.
Table 3.22. Comparison of prenatal ultrasound images and postnatal
X-ray images.
Plain radiograph
Prenatal Air-fluid | Dilated Foggy Total
ultrasound levels llaowel abdomen Normal
00ps
n | % | n| % | n|%|n|%|n|%
Sigﬁ“b'e'b“bb'e 53 |88.3| 0 2 (33| 5|84]60]|100
Dilated bowel 61 |792| 4 |52|10[130| 2 | 2677|100
loops
Honeycomb
d“ateﬁintesﬁne 14 |824| 2 |118| 1 | 58] 0 17 | 100
Dilated bowel
loops, anti- 10 (90.9| O 11910 11100
peristaltic wave
:Qfgst?ﬁg‘ljsoun dor | 7 467 2 133| 5 |333| 1 |6.7 |15 100
Calcified 16 |51.6| 2 | 65|12 |38.7| 1 |3.2|31]|100
Peritoneal fluid 11 |440| 1 |4.0] 13 |52.0 251100

Comment: Air-fluid levels on postnatal unprepared Xray films are
of high prevalence in some images of prenatal ultrasound as 90.9%
dilated bowel loops wih anti-peristaltic and 88.3% "Double-bubble™
sign, 82.4% honeycomb dilated loops and 79.2% dilated bowel loops.
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Table 3.23. Combining a number of diagnostic methods before and

after birth
Prenatal Prenatal
Malformation ultrasound+ ultrasound+
Clinical Clinical+ Xray
Esophageal atresia 50 49 (98%) 49 (98%)
Duodenal atresia 61 57 (93%) 61(100%)
Intestinal obstruction 69 66 (95.6%) 69(100%)
Anorectalnomalies 42 42 (100%) 42 (100%)
Hirschprung’s disease 5 4 (80%) 5 (100%)
Anorectalnomalies 65 62 (95.3%) 65 (100%)
Total 278 267 (96%) 277 (99.6%)

Comment: Combined prenatal and clinical ultrasound is
diagnostically valuable for 96% gastrointestinal tract malformation.
Combined prenatal ultrasound, clinical and X-ray is diagnostically
valuable for 99.6% gastrointestinal tract malformation.

Chapter 4
DISCUSSION

4.1. Clinical epidemiology characteristics of
malformations of gastrointestinal tract.

4.1.1. The rate of children with congenital malformations of
gastrointestinal tract (CMGT).

The rate of children having CMGT at National Hospital of Obstetric
and Gynecology has not been changed over time, equal to some other
places: Europe, Italy, Arabia and Hanoi Obstetric and Gynecology
Hospital. This rate is lower than that in India and Korea, higher than
that in Japan, Australia, Iran, Russia.

The rate of congenital malformations of gastrointestinal tract vary by
regions, by years. Our research results are equivalent to some places:
Haiphong Children Hospital, Europe, Barbados. This rate is lower than
in Japan, India, the Central Children's Hospital. Our results are higher
than some other studies in India, South Korea, Song Be province,
northern populations, Tu Du Hospital, Hue Central Hospital and the
National Hospital of Obstetric and Gynecology several years ago.

Among infants having with congenital malformations of
gastrointestinal tract, intestinal obstruction accounts for the highest rate,
followed by duodenal atresia, anorectal malformations, meconium
peritonitis (table 3.1). According to the Duy Huynh Thi Huong research
at Children's Hospital No. 2, anorectal malformation accounts for the

congenital
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highest rate, followed by Hirschprung’s disease, esophageal atresia,
abnormal intestinal rotation, multi defects, intestinal atresia, duodenal
atresia and pyloric stenosis. Because our study took the time
immediately after birth, Hirschprung’s disease was diagnosed in small
guantities and manifestation of pyloric stenosis was not clear enough
for being diagnosed.

Digestive tube is formed very early, from 4-8th weeks of pregnancy.
This is the time when various other organs are being formed, the agents
of birth defects therefore can cause many abnormalities to many organs.
Most digestive tube defects are in coordination with kidney, urinary,
genital defects (33.3%) and cardiovascular malformations (31.5%),
followed by musculoskeletal defects (13.0%) and Down syndrome
(11,1%). Anorectal malformations mostly coordinate with kidney,
urinary, genital defects 35.4%, cardiovascular 12.3%, musculoskeletal
10.8% (Table 3.3). Wijers C (2013) anorectal malformation combined
with 39.3% of urinary kidney malformations, 20% of cardiac 22.8%,
musculoskeletal. According to the molecular mechanism of creating the
gastrointestinal tract, the GATA transcription gene - 4, 5, 6 play an
extremely important role in development of heart, gonads and
intestines. On the other hand, the Hox genes are distributed along the
back and front side of the bowel, in which genes Hoxa - 13 and Hoxd -
13 control peripheral bone pattern and the growth of limbs. However,
both genes also play an important role in forming the last part of the
bowel and urogenitis during embryogenesis and postnatal development.

In our study, 24.8% of patients died (Chart 3.1). The results of this
study are similar to that of Nasir G.A. (2000), by which the mortality in
infants having gastrointestinal tract blockage is 22%. Our results are
higher than the that of Asindi AA (2002) with mortality caused by
digestive tube defects of 12%, Vo Cong Dong (2007) 19% and Huynh
Thi Duy Huong (2012) 6.5%.

4.1.2. Some risk factors
4.1.2.1. Risk factors towards children

Gestational age and weight: In our study, children with birth weight
<2500g and preterm children were at risk of gastrointestinal tract
malformation 6.35 times, 5.52 times higher than the control group
(Table 3.4). According to Rabah M. Shawky (2011), infants <2.5 kg Ta
have 9 times higher rate of congenital malformations, preterm infants
have 3 times higher than the control group.

Birth order: The 1™ births and 3™ onwards are at risk for
gastrointestinal tube defects 1.6 and 1.65 times higher than 2™ births.
(Table 3.5). According to Nguyen Trong Thang (2002), at the National
Hospital of Obstetrics and Gynecology, rate of giving birth with
congenital malformations among women who give 1% and 3™ birth
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onward is higher than the 2™ birth. Truong Hoang (2013), in Binh
Thuan, rate of having congenital malformations in the the 1* child is
2.31 times higher, > 3" child is 2.18 time higher than the 2. Jenny
Oddsberg (2008), more than 30% risk of esophageal atrophy reduced in
the 2" or 3" births over the 1% births.

4.1.2.2. Some risk factors towards mothers

Age: Women aged < 19 years, 20-25 years are at risk of having a
baby with gastrointestinal tract malformations 2.59 times, 1.68 times
higher than women aged 26-35 (Table 3.6). For an extremely young
mother, her body is not complete, hormonal imbalance also affects the
normal development of the fetus, therefore causing congenital
malformations. Francannet C (1996), in France, from 1976 to 1992,
344 children of 1 500 000 children born were found with intestinal
stenosis (intestinal atresias), increased in mothers <20 years of age. T. J.
David (1975), esophagus atrophy increased in mothers <20 years and>
35 years old.

Twins: In our study, mothers of twins were at risk of giving birth
with gastrointestinal tract malformations 1.95 times higher than the
single-child mothers (table 3.7). According to research by Carl L.
Erhardt (1964), in the US, the rate of gastrointestinal tract
malformations in mothers having multiple pregnancies was 1.4/1000
infants born, higher than those giving single birth (0.7/1000). P.E Doyle
(1990), the rate of having gastrointestinal tract malformations in
multiple pregnancy was 1.25 times higher the single pregnancy.
According Sipek A (2009), there was no difference in rate of
gastrointestinal tract malformations between the twin group and the
single group.

History of stillbirth and birth with defects: In our study, women
having a history of giving stillbirths, birth with defects were at risk of
giving birth with gastrointestinal tract malformations 15.8 times, 76.2
times higher than the control group (table 3.7). Several other authors
also reported. The rate of birth defects in stillbirth is higher than in
children living according to the research of Taksande Amar (2010):
4.68% and 1.84%. Rabah M. Shawky (2011), mothers with a history of
abortion and stillbirth are at risk of giving births with birth defects 7.5
times higher than the control group. Xingguang Zhang (2012), family
with history of birth defects is at risk of giving birth with defects 11.165
times higher than the control group.

4.2. The value of some diagnostic methods for gastrointestinal tract
malformations before and after birth.
4.2.1. Value of prenatal ultrasound

The results of our study (table 3.8) are higher than some other

studies. Héléne Grandjean (1999) 53.7% in Europe, Y. Viala (2001)
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prenatal diagnosis of digestive system 56%. Martin C. Het all (2002),
18 regions in Europe 34%, Huynh Thi Duy Huong (2012), prenatal
diagnosis of gastrointestinal tract malformations 9.3%. Saldarriaga GW
(2014) in Colobia, rate of gastrointestinal tract malformations on
prenatal ultrasound is very low 18.8%. Results of our study are lower.
JM Carrera (1995) reported 81.08% (60/74) detected by prenatal
ultrasound for gastrointestinal tract malformations, 41.89% by
ultrasound before 22 weeks.

Hydramnios: 53.2% for hydramnios, diagnotically valuable for
malformations in high positions: duodenum, esophagus with high
sensitivity and specificity, less valuable for malformation in lower
positions such as anorectal malformations, Hirschprung’s disease. In
case of high obstruction, hydramnios usually appear early and muach,
for lower obstruction, hydramnios appear less and later.

++ The value of some prenatal ultrasound images for each defect

Esophageal atresia: Giuseppe Buonocore (2012), signs of small
stomach stomach or no sensitivity 42%, combined with polyhydramnios
for predictive value of 56%. Kunisaki SM (2014) - small stomach/no
stomach and polyhydramnios for predictive value of 67%, higher than
our results (table 3.10). However, a small stomach can be a normal
detection or may due to other causes (swallowing disorders, facial
defects, facial neck tumors, damage of the central nervous system,
oligohydramnios, etc.). Cynthia G. Brmfield (1998), ultrasound found
no images of stomach, increasing the risk of structural abnormalities
and adverse consequences.

Duodenal atresia: In our study, prenatal diagnosis is valuable with
high sensitivity and specificity, especially image of "Double-bubble"
(table 3.11). Results of our study is higher than other authors. Phelps S
(1997), in England, within 3 years, the annual birth rate of 52 000, in
294 reports, 55% of duodenal atresia was found before birth. Li - Yi
Tsai (2010) 50%, H Kilbride (2010) 53%.

Intestinal atresis and stenosis: Our results (table 3.12) are also
consistent with that of C. Baud (2009) Prenatal ultrasound is
diagnostically valuable for intestinal obstruction with sensitivity 40-
86%. Virgone (2015), 16 studies in Italy, in 640 fetuses, small bowel
obstruction was detected with rate of 10-100%, 50.6% as an average,
jejunum and ileum obstrcution was detected with rate of 66.3 % and
25.9%. Two studies having off - cut for dilated bowel loops of 7mm
detected 62.2% of intestinal obstruction. If intestinal obstruction was
high, the dilated bowel was short and hydramnios was moderate &
severe; if intestinal obstruction was lower, the dilated bowel was
longer, amnion was normal or moderately elevated. Melissa J. Ruiz
(2009) also reported that the increased resonance of the intestinal
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images in comparison to dilated bowel loops on prenatal ultrasound
shows higher rate of fetal death (20.8% and 10%) and the lower rate of
abdominal abnormalities after birth (10.3% and 53.3%).

Meconium peritonitis: Nadia Saleh (2009) 62% of prenatal
ultrasound with meconium peritonitis was determined based clinical
diagnosis and X-ray after birth. Keiichi Uchida (2015) 73.3% (11/15)
meconium peritonitis was diagnosed before birth, dilated bowel loops
(53%), peritoneal fluid (33%), and meconium pseudo cyst (13%).
Differences in the ultrasound image are caused by meconium peritonitis
and the intestinal perforation time in each patient vary from studies.
Prenatal predicted surgery in infants with meconium peritonitis based
on ultrasound has 4 levels: level 0, only calcification was present in the
abdominal cavity; level 1, calcification was in the abdominal cavity and
ascites or meconium pseudo cyst or dilated bowel loops; Level 2 has
two images; Level 3 has all the images on the ultrasound. According to
research by Zangheri G (2007), neonatal surgical interventions: 0% at
level 0, 52% at level 1, 80% at level 2 and 100% at level 3.

Ultrasonography is valuable when defects cause changes to anatomy
and organ location. Therefore, some defects are easy to be diagnosed by
ultrasound such as duodenal atresia, intestinal obstruction, meconium
peritonitis; some are very difficult to diagnose such as esophagus
atrophy, anal - rectum malformations and congenital colon aneurysm.
According to T Todros (2001), prenatal ultrasound sensitivity depends
on: the skills, qualification and experience of ultrasound staff,
equipment, multi-center study, ultrasound time and the following
process, type of deformities.

4.2.2. The value of diagnostic methods for gastrointestinal tract
malformations after birth
4.2.2.1. The value of clinical diagnosis

Clinical diagnosis is valuable in diagnosing gastrointestinal tract
abnormalities with a sensitivity and specificity of 88.5% and 99.6%,
capable of diagnosing malformations 73.7% (Table 3:15).

Esophageal atresia: Clinical diagnosis has high sensitivity and
specificity (98% and 99.9%) (Table 3:16). Our results are equivalent to
some other authors: Pham Van Phu (2012), Nguyen Thanh Cong
(2009), Tran Ngoc Bich (2009).

Duodenal atresia: Jay L. Grosfeld (1993), for duodenal atresia,
vomiting (usually vomit with bile) is of 51.5% (53/103).According to
the author, vomiting with > 30ml bile suggests obstruction. Vomit with
bile depends on location of the defects under the Vater ball. Signs of
abdominal distention in our study has a sensitivity of 72.1%, equivalent
to Kamal Nain Rattan (2016) abdominal distention 70%, Vu Thi Hong
Anh (2001) 64.8%. Signs of no meconium in our study has a sensitivity
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of 62.3%, higher than that in the study of Vu Thi Hong Anh (2001)
25.4%, Hong Qui Quan (2011) 31.7%.

Intestinal atresis and stenosis: In our study (Table 3:18), clinical
diagnosis is valuable in diagnosing intestinal obstruction with high
sensitivity and specificity. Daniel N. Vinocur (2012) also reported the
major signs in intestinal obstruction is vomiting and abdominal
distention. Our results are equivalent to some researches: Robert M.
Kliegman (2011) with 80% intestinal obstruction and atrophy, delayed
meconium > 24 hours, Vu Hong Tuan (2013) in intestine atrophy 100%
vomitting, meconium defecation 96,2%, abdominal distention 92.3%.

Meconium peritonitis: The clinical symptoms are valuable in
diagnosing meconium peritonitis with sensitivity and specificity (92.9%
and 99.9%), the valuable indications are abdominal distention, vomiting,
delayed and no meconium (table 3:19) respectively. Signs of abdominal
distention in our study has a sensitivity of 97.6%, equivalent to the result of
Ming - Horng Tsai (2009) 100% (10/10) abdominal distention. According
to S. lonescu (2015), the clinical signs of meconium peritonitis are
common even 1-2 days after birth; the symptoms of abdominal distention,
abdominal wall swelling, congestion, ball, collateral generation. In our
study, 57.1% (4/7) of abdominal distention and red swelling cases are
caused by meconium peritonitis.

Anorectal malformations: Clinical diagnosis can help diagnose
preliminarily the disease: a rare type (cloacal), low type (anal membranes,
anal fistula with or with lids, anal stenosis, anal pussy), intermediate types
(atrophic anal fistula, anal fistula - vestibular), high grade (atrophy rectum).
In intermediate and high types, meconium may come out in the urine in boys,
from vaginal vestibular in girls. A Marc Levitt (2007), for over 80-90%
newborn males, the doctors made dicision whether to have artificial anus
based on clinical symptoms and urinalysis. For girls, meticulous examination
of perineum will help detect 90% anal - rectal abnormalities, and fistul will
be detected after 16-24.
4.2.2.2. The value of X-ray

In our study (Table 3.21), unprepared X-ray is valuable in
diagnosing gastrointestinal tract abnormalities with high sensitivity
82.9%. This result is similar to Huynh Thi Duy Huong (2012) -
conventional radiographs are valuable in assistantly defecting
gastrointestinal tract abnormalities in 78.7% cases. Thomas W. Jones
(1957), X-ray can be used for diagnosis in 60-100% of cases of
gastrointestinal tract malformations. Prenatal ultrasound shows
"Double-bubble™ sign and the corresponding dilated bowel loops,
postnatal X-ray image shows air-fluid level image from 79.2 to 90,9%
(Table 3:22). This means, the defects that cause dilation upstream
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gastrointestinal tract and can be detected on ultrasound before birth also
manifestate clearly after birth on X-ray.

Value of combining diagnostic methods

Prenatal ultrasound can help diagnose malformations that cause changes
to morphology and location of organs. Clinical diagnosis helps to diagnose
those anomalies that prenatal diagnosis can not such as anorectal
malformation; congenital colon bulge when low no-node section does not
show clearly intestinal obstruction syndrome. X-ray enables early
confirmed diagnosis for the cases that have prenatal diagnosis, even when
no clinical signs available or for the cases that have no prenatal diagnosis
but clinical diagnosis is no clear also. Duy Huynh Thi Huong (2012) also
reported the combination of ultrasound, X-ray and clinical diagnostic is
valuable in oriented diagnosis for 91.6% of cases of congenital
malformations of gastrointestinal tract. Thus, in diagnosing gastrointestinal
tract abnormalities, every method of prenatal and postnatal diagnosis is
very valuable: prenatal ultrasound and postnatal clinical manifestation
orient postnatal X-ray to support determined diagnosis. The results of
surgery and pathology images help to re-confirm the diagnosis and
determine the type of diseases.

CONCLUSION

1. Clinical epidemiology characteristics of congenital malformations of
gastrointestinal tract in infants
1.1. The rate of infants having gastrointestinal tract malformations.

- The rate of gastrointestinal tract malformations accounts for 0.27% of
births, accounting for 13.92% of the total children having birth defects. The
ratio of boys/girls is equivalent. 27% of infants having gastrointestinal tract
abnormalities associates with defects in other organs, including the most
common malformations of kidney, urinary, reproductive, cardiovascular,
musculoskeletal and Down syndrome.

- 8.3% of cases has complications after surgery, 24.8% of patients
died. Major causes of death are respiratory failure, multiple
malformations, shock, infection.

1.2. Some risk factors

- Preterm infants, weighing <2500g; 1% birth and > 3" times; twins.

- The maternal age < 19, 20-25 years of age; history of stillbirth
giving, history of giving birth with congenital malformations.

2. The value of some diagnostic methods for gastrointestinal tract
malformations
2.1. Value of prenatal ultrasound.

- The sensitivity is 65.8% and high specificity is 99.4%. 53.2% of

gastrointestinal tract malformations has hydramnios.
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- Valuable in diagnosing duodenal atresia, sensitivity and specificity
of 90.2% and 99.9%, meconium peritonitis is 83.3% and 99.8%,
intestinal obstruction is 76.8 % and 99.6% and esophageal atresia is
50.0% and 99.9%. Less valuable in the diagnosis of Hirschprung’s
disease and anorectal anomalies, only 40% and 20.6%.

2.2. The value of some diagnostic methods for gastrointestinal tract
malformations after birth

- Clinical diagnosis is valuable for congenital malformations of
gastrointestinal tract with a sensitivity and specificity of 88.5% and
99.6% respectively. Valuable in diagnosing esophageal atresia 98% and
99.9%, 95,4% for anorectal anomalies, meconium peritonitis 92.9% and
99.9%, intestinal obstruction 89.9% and 99.8%, 80% for Hirschprung’s
disease, duodenal atresia 73.8% and 99.9%.

- Unprepared X-ray is valuable for diagnosis of gastrointestinal tract
malformations with sensitivity and specificity of 85.1% and 34.8%. Dilated
image above defects on prenatal ultrasound from 79.2 to 90.9% with air-
fluid level on the postpartum unprepared abdomen Xray film.

- Combination: prenatal ultrasound and clinical diagnosis is valuable for
96%; Prenatal ultrasound, X-ray and clinical diagnosis is valuable for
99.6% of congenital malformations in gastrointestinal tract.

RECOMMENDATIONS

- In case if prenatal ultrasound finds gastrointestinal tract abnormalities,
transfer the pregnant woman to an obstetric facility that is competent for
neonatal resuscitation and close to the surgical hospital.

- Obstetric and neonatal doctors, midwives must be responsible for
screening all infants born to detect gastrointestinal tract abnormalities,
steady resuscitation and then move to the surgical facility in shortest
time, in a safe and timely manner.

- Pay attention to detect gastrointestinal tract abnormalities in
preterm infants, of low weight, twins; of the 1* and > 3" births, siblings
having congenital malformations; mothers having history of stillbirth,
mothers are <25 years of age.





