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PAT VAN PE

Di dang mach mau la mot bénh 1y t6n thuong khu tra hodc lan
toa, tac dong dén céac thanh phﬁn mach méu. Tén thuong 1a sy gia
tang sb lugng va kich thuéc cua mach mau, khong c6 hién tugng
tang sinh cac t& bao ndi md. Di dang mach mau c6 khuynh huéng
tién trién theo thoi gian [1], [2], [3]-

Trudc day, di dang mach mau duoc chan doéan va dung thuat nglr
dinh danh chwa thong nhat, khong phii hop véi ban chat moé bénh hoc,
nén dan dén chon lya phuong phap diéu tri khong phu hop, it hidu qua
va nhiéu bién chimg [4], [5]. Nam 2014, Hoi nghién ciru bénh 1y bat
thuong mach mau thé giéi (ISSVA) dua ra bang phan loai bénh 1y bat
thuong mach mau, nén théng nhit chan doan, tuy nhién van dé diéu
tri van chua thong nhat.

Hién tai it c6 nghién ciru vé diéu tri di dang mach mau cé tinh hé
thdng, chua c6 nghién ctru so sanh giita cac phuong phéap diéu tri
khéc nhau. Can thiép ndi mach dwoc xem 13 phuong phép diéu trj cho
két qua kha quan nhét, néu phdi hop véi cac phuong phap khac (phiu
thuat) s¢ tang kha nang diéu tri triét dé. Trong cac vat liéu gdy xo hod,
tic mach, con tuyét ddi (Ethanol 99,5%) da dugc chimg minh hiéu qua
nhat, tuy nhién it tac gia s dung vi nhiéu bién chiing ning, kho sir
dung. Yakes va Do 1a hai tac gia c6 bao cao ty 1& bién chirng thap
nhit va ty 1& diéu tri khoi bénh cao nhét ddi véi nhiéu loai di dang
dong tinh mach ngoai bién khi sir dung con [6], [7].

Tai Viét nam, di dang mach mau ngoai bién chua co nhiéu nghién
ctru hé thong, thuat ngir dinh danh chua thong nhét, cac nghién ctru vé
phuong phap diéu tri chi yéu 1a phau thuat [8], [91, [10], [11], [12].
Riéng vé diéu tri di dang mach mau ngoai bién bang can thiép ndi mach,
dic biét bang con tuyét ddi co rét it nghién ctru.

Mac du trong qua khu, cén tuyét dbi da duoc sir dung didu tri xo hod
di dang tinh mach, diéu tri tac mach di dang dong tinh mach. Tuy nhién
¢6 nhi€u bdo cao khac nhau vé két qua; khac biét Ve bién ching ndng va
chénh 1éch vé ty 1¢ thanh cong. Phai ching su tién bo trong chan doan
hinh anh, dinh danh chén doan rd -rang theo ISSVA 2014, phan loai cau
trac di dang rd rang, 6 thé thay d6i két qua diéu tri, cai thién bién chimg
cta con tuy€t dbi trong diéu tri di dang mach mau? Nghién ctu chan
doan va diéu tri di dang mach mau ngoai bién bang con tuyet ddi 1a can
thiét, vi vay ching t6i thuc hién dé tai: “Nghién ciru chin dodn mét s6



di dgng mgch mdu ngogi bién va diéu tri can thigp bang tiém con
tuyét doi” voi hai muyc tiéu: )

1. Khdo sdt dic diém 1am sang, hinh anh hoc chdn dodn bénh Iy d;
dang dong tinh mach, di dang tinh mach theo bang phén logi cua Hi¢p
hgi Nghién ciu bénh 1y bt thuong mach méau thé gigi ISSVA 2014.

2. Ddanh gia két qua diéu tri bang phwong phdp tiém con tuyét
doi mét sé di dang mgch mau ngogi bién.

Nhu’ng dong gop méi cia luin an:

Luan an c6 nhitng diém dong gdp chinh nhu sau:

- Két hop 1am sang v6i cac phuong phap chan doan hinh anh:
chup cit 16p vi tinh, cong hudng tir va chup mach mau sé hoa xo4
nén dé chan doan xac dinh di dang dong tinh mach, di dang tinh
mach. Dya vao bang phan loai cua ISSVA 2014, dinh danh chinh xac
loai di dang gitip cho viéc lwa chon ding phuong phap diéu tri.

- Panh gia dugc d6 nhay cia chup cét 16p vi tinh va cong hudng
tir, vu diém va nhuoc diém cia timg phuong phap; su két hop ca hai
phuong phap khi can thiét. Ngoai ra, khao sat hinh anh trén ba binh
dién: ngang, ding doc, dimg ngang giup dinh vi diéu tri can thiép ndi
mach. Sir dyng bang phén loai Yakes, la bang phan loai di dang dong
tinh mach dé tmg dung diéu tri.

- Chung minh sir dung con tuyét dbi trong diéu trj can thiép noi
mach di dang dong tinh mach, di dang tinh mach c6 hiéu qua dap
g diéu tri cao, ty 18 tai bién thap.

Céu tric ciia ludn an

Luan 4n dai 110 trang. Dat van dé: 2 trang; ong quan: 30 trang;
dbi truong va phuong phap nghién ctru: 29 trang; két qua: 21 trang,
ban luan: 25 trang, két luan: 2 trang; kién nghi: 1 trang.

Chuong 1
TONG QUAN TAI LIEU

Di dang mach méu ngoal bién c6 tan suat 1% dan sb, duoc phan
loai theo ti€u chudn ciia Hoi nghién ciru bat thuong bénh 1y mach
mau thé gioi (HNCBTBLMMTG) [13], [14]. Di dang mach mau c6
thé gap O bat ky 1tra tudi ndo, tir tré so sinh cho dén nguoi lon.

1.1. CAC THUAT NGU VE BENH LY MACH MAU

Mulliken va céac cong su dua vao giai phau bénh, dic diém 1am
sang, tinh chat hinh anh hoc dd dua ra chan doan xac dinh va chan
doan phan biét gitra u mau va di dang mach mau [4], [15], [16].



Niam 2014, ISSVA dong thuan dua ra bang phan loai chi tiét
[17], [18].
Bing 1.1. Bang phén loai bénh ly mach méau cua ISSVA 2014

Bénh ly mach mau

U mach A . .
mau Bénh ly di dang mach mau
Céac 2
, nhanh thi‘;ig
Lanh tinh Pon gian Phoi hop r&g;c&l phéi
Tién trién p hop
L chinh
tai cho -
hoiic gidp | Di dang mao mach. N
bid - Di dang bach mach. | Phoi hgp
1en N o g v A,
Actinh | - Di dang tinh mach. | giira tat ca
- Di dang dong tinh| nhing di
mach. dang.
- Thong dong tinh mach.

1.2. GIAI PHAU HQOC HE THONG MACH MAU
1.2.1. Giai phau hoc dai thé

Hé théng mach méau trong co thé gom hé dai tudn hoan (d6ng mach,
mao mach, tinh mach); hé tuan hoan phéi va hé bach mach.
1.2.2. Giai phiu hoc vi thé
1.2.2.1. bgng mach

Puoc cau tao bai ba Iop (trong, glua ngoai). Trong l6p ngoai c6 thé
chira cac mach mau nho goi 1a mach nu6i mach (vasa vasorum).
1.2.2.2. Mao mgch

Chi co6 16p té bao ndi mo (intima) va 16p mang day, day khoang 5
dén 10 micromet, 14 noi trao d6i dinh dudng, oxygen.
1.2.2.3. Tinh mach

Tinh mach ¢6 3 16p, 16p gitra moéng hon do chwra it co tron va it
md dan hdi hon.
1.2.2.4. Bgch mach
1.3. GIAI PHAU BENH LY MACH MAU

Di dang mach mau, co t& bao ndi md mach méau binh thudng, dang det,
khéng co tang sinh t& bao noi mo va khong co g1a tang kich thudc tuong
bao trong nhén di dang, gian cac cau trac mach mau [16], [19]. [20].
1.5. LAM SANG DI DANG MACH MAU



DDMM xuét hién som tir khi sinh, tuy nhién, triu chimg 1am sang
khéi phat trong qua trinh 16n lén. Tri¢u chung gorn dau, cam giac
nang ¢ vi tri ton thucmg, méang bam; ting tiét md hoi tai ving ton
thuong, ram 16ng; néng; chay mau hodc ri dich. Cac triu chirng
ning nhiém trung, loan duong O, suy tim sung huyét, cac triéu
ching tai chd lién quan dén ving ton thuong, tang D-dimer [16],
[36], [46], [47], [48], [49], [50], [51].

1.6. HINH ANH HOC

Theo ISSVA, cac phuong ti¢n chan doan nhu: siéu am (Doppler)
chup cat 16p vi tinh, cong huong tir, chup mach mau s ho& x0a nén
la nhitng phuong tién phéi hop dé chan doan thay thé cho sinh thiét
[33], [52], [33].

1.6.1. Siéu am

Siéu am 1a phuong tién chan doan don gian dung tam soét, gilp
chan doan hinh thai cua di dang [10], [54], [55].

1.6.2. Cat lop vi tinh

CLVT uu diém trong cac _truong hop di dang mao mach, di dang
thong dong tinh mach tryc tlep di dang thong dong tinh mach, nhiing
ton thuong c6 lién quan dén cau trac xuong, danh gia huy xuong, danh
gia cau trac nhén di dang, hoac CHT bi giéi han [4], [54], [56], [57],
[58], [59].

1.6.3. Cong hwéng tir

Cong huong tir gidp chan doan chinh xdc, danh gia ban chit ton
thu(mg, tinh chat cap mau (dung cho ton thuong phoi hop) [60]. Do
nhay va d¢ dic hiéu caa cong huong tir trong viéc chan doan di dang
mach mau la 95% va 83% tuwong tng [17], [61], [62], [63], [64], [66].

1.6.4. Chup mach mau s6 hoa x04 nén

Tiéu chuan vang dé chan doan bénh ly DDDTM [67]. Chup dong
mach, chup tinh mach, hoic chup tryc tiép khi xuyén kim vao ton
thuong [55], [65], [68], [69].
1.7. CHAN POAN

Duya vao tri¢u chitng 1am sang va hinh anh hoc[37], [70].
1.7.1. Di dang mach mau dong cham

La céc loai di dang mach mau khong ton tai théng ndi dong tinh
mach, hoic khong hién dién cac ciu triic dong mach bénh ly [65], [70].
1.7.1.1. Di dang mao mach

Chan dodn 1am sang [71].
1.7.1.2. Di dang bach mach

Chén doan dya vao phol hop 1&m sang va hinh anh hoc [72], [73].
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1.7.1.3. Di dang tinh mach

Di dang tinh mach la bénh ly thuong gip nhat trong tat ca cac loai
di dang [74], [75]. Chan doan dya vao lam sang va hinh anh hoc,
siéu 4m la phuong tién chan doan tim soat, cong hudng tir gilip Xac
dinh [26], [46], [53], [57], [76], [77], [78], [79].

1.7.2. Di dang mach mau dong nhanh:

Gom hai loai nhung dugc gom chung thanh di dang dong tinh
mach, va phan loai theo Schoebinger, theo Cho, hoic Yakes [58],
[80], [81], [82].

Chan doan bang 1am sang phdi hop véi chan doan hinh anh, chup
mach mau s6 hod xo& nén la tiéu chuan vang [6], [66], [82], [83],
[84], [85], [86].

1.8. CAC PHUONG PHAP PIEU TRI DI DANG MACH MAU

Cac phuong phap diéu tri hién tai gom: phau thuat diéu tri noi
khoa, dot laser, d6t ap nhiét, diéu tri can thiép ndi mach [5], [63],
[87], [88], [153].

1.8.1. Phuong phap phiu thuat

Ngay nay, vai tro ctua phau thuat khéng con la lya chon dau tay
trong diéu tri di dang mach mau [8], [89], [90], [91].

1.8.2. Phwong phap diéu tri laser

Laser chi co gia tri trong diéu tri di dang mao mach, hoic mot s6
it di dang tinh mach nam néng [92], [93], [94], [95].

1.8.3. Phuwong phap diéu tri ndi khoa

Mot sé loai thude nhu: Gc ché B (di dang tinh mach, mao mach);
Bevacizumab, Tamoxifen (di dang thong dong tinh mach truc tiep
trong gidn mach mau di truyén xuat huyét); Sirolimus (di dang bach
mach); Thalidomide (di dang dong tinh mach) [96], [97], [98].

1.8.4. Can thiép ngi mach

Diéu tri can thlep noi mach trong di dang mach mau duoc xem
nhu la phuong phap diéu tri chinh yéu [6].

C6 hai cach tiép can nhan di dang: noi mach, xuyen kim tryc tiép.

Xo ho4 nhén di dang, diéu tri di dang mach méau dong cham. [6],
[99], [100], [101], [102].

“Tac mach” 1a danh tir chi phuong phap diéu tri di dang mach
mau dong nhanh (c6 yéu do dong mach) nham lam giam dong chay
dong mach, tic hoan toan, tic mot phan nhan di dang [84], [85].

Trong tat ca cac vat liéu, con tuyét dbi 99,5% duoc xem vira xo
ho4, vira tac mach tuy thudc vao wng dung diéu tri di dang mach mau
dong cham hay nhanh [21], [103], [104], [105] [106], [107], [108].



1.9. TINH HINH NGHIEN CUU HIEN NAY

Tir 2018 dén 2021:

+ Maj ewska va Hussein tong ket cac phuorng phéap chan doan
giup xac dinh DDMM dic biét doi vOi cong huong tu 3 Tesla bo
sung chudi xung TWIST, phan biét ton tai thong ndi dong tinh
mach [58], [67] [82], [109]

+ Nghié€n ctu sinh hoc phén tir tic dong dén VEGF, Al Olabi,
Hoeger, Kangas da tong hop cac dot bién gien (GNAQ KRAS,
NRAS) dot bién Ve tin hiéu dan truyén noi bao PI3K, RAS, MAPK,
gilp ché tao thudc diéu tri nhitng hoi chimg Klippel Trenaunay,
Cloves, FAVA [24], [110], [111]

+ Lenvitinib, Bevazumab va nhi€u loai thudc e ché VEGF dang
thur nghiém dleu tri di dang mach mau [23], [42], [59], [94], [96],
[97], [98], [111] [112], [113].

+ Panh gia ty 18 thanh cong va bién chimg mot s6 vat liéu méi
nhu: EOL onyx, vat liéu xo hod nhu bleomycin, polidocanol da dugc
nghién ctru, [102], [114] [115], [116] [117], [118].

+ Céc nghién ctru so sanh cac vat liéu khic véi con tuyét doi
[119], [120], [121].

+ Cac nghién ctru khac tmg dung k¥ thudt méi nhu ding ap nhiét lanh.

Chuong 2
POI TUQONG VA PHUONG PHAP NGHIEN CUU

2.1. DOI TUQNG NGHIEN CUU

Gom 85 benh nhan bi DDDTM va DDTM tai Bénh vién Nhan
dén Gia Dinh tir 06/2016 dén 06/2020.
2.1.1. Tiéu chuén chon bénh:

- Bénh nhan khong gi6i han tudi, khong phan biét gidi tinh.

- Bénh nhan chan doan xéc dlnh DDDTM va DDTM c6 chi dinh
diéu tri bang can thiép ndi mach.

- bong y tham gia nghién ctru sau khi duoc giai thich rd muc tiéu,
quy trinh ctia nghién cau.
2.1.2. Tiéu chuin loai trir

- Bénh nhan co benh phdi hop anh huéng dén qua trinh theo doi
trong qua trinh nghlen clru.

- Bénh nhan c¢ thai.

- Bénh nhan co chong chi dinh diéu tri DDDTM va DDTM.

- Bénh nhéan dong y diéu tri, nhung khong tai kham hodc khong
theo doi 1dm sang va hinh anh chan doan sau diéu tri it nht 1 ky sau
can thiép.



2.2. PHUONG PHAP NGHIEN CUU
2.2.1. Phwong phap nghién ciu
Chiing t6i thye hién nghién ciru tién ctru, can thiép, khong nhom
ching, theo ddi sau can thlep diéu tri theo chu ky tir thang 06/2016
dén thang 06/2020 tai bénh vién Nhan dan Gia Dinh.
2.2.2. C& miu va cach chen miu
C& mau thuan tién, dua vao sb lugng bénh nhan thod man cac
tiéu chi chon bénh, tiéu chi loai trir, chi dinh diéu tri can thiép trong
khoang thoi gian nghién cuu.
2.2.2. So db nghién ciu
2.2.3. Céc quy trinh Chan doan, tha thuat diéu tri va phép do
dac, dinh nghia céc bién s6
2.2.3.1. Quy trinh chin dodn
2.2.3.1.1. Lam sang
2.2.3.1.2. Hinh anh hoc )
- Chan doan hinh anh nhu chuyp cat 16p vi tinh, cong hudng tur,
xéc dinh di dang mach méu [61], [76], [78], [124].
Chup cat lép vi tinh
- Chi dinh: )
+To6n thwong di dang thong dong tinh mach truc tiép, di
dang dong tinh mach.
+ Ton thuong c6 lién quan dén xuong.
+ Ton thuong & thanh nguc, phol
+ Bénh nhan ¢4 tinh trang chdng chi dinh vai cong huong ti.
Cong hwong tir
- Chi dinh: . ) . i
+ Ton thuong di dang ving dau mat ¢, md mem, chi, 6 bung - chau.
+ Ton thuong DDTM.
+ DDDTM c6 kém t6n thwong mé mém di kém (danh gia 1am
sang va siéu am sang loc). ) )
- Khong co6 chong chi dinh khao sat CHT. Mot s6 han ché lién
quan dén CHT : thanh nguc, ph01 xuong.
Chup mach mau sé hoa x6a nen
- Chyp mach mau sé hoa x6a nén dugc thuc hién déi véi tit ca
c4c loai di dang xem nhu tiéu chuan vang.
- Chi dinh:
+ Di dang dong tinh mach, mao mach: khao sat theo duong
dong mach. '
+ Di dang tinh mach, bach mach: xuyén kim tryc tiep.



2.2.3.1.3. Xet nghlem can lam sang

Cac xét nghiém can lam sang tién phiu. Cac xét nghlem khac chi
duoc thuc hién khi c6 nhiing bat thuong trén lam sang, hoac cac xét
nghi€ém can 1am sang khac.
2.2.3.2. Chin dodn

Dua vao bang dinh danh va dinh nghia cua ISSVA 2014.
2.2.3.2.1. Di dang tinh mach

- Chan doan dura trén 14m sang, hinh anh chan doan (CHT)

- Chan doan xéac dinh di dang tinh mach 1a d4u hiéu méau trao nguoc
ra khi xuyén kim tryc tiép vao nhan di dang (ddu hiéu dic hiéu).
2.2.3.2.2. Di dang dong tinh mach

- Di dang dong tinh mach duoc chin doan dya vao l1dm sang,
CLVT va hoac CHT.

- Chyp mach mau s0 ho4 x04 nén: tidu chuan vang trong chan doan,
hinh anh nhan va ciu trac di dang dong tinh mach dugc phén loai theo
Yakes.
2.2.3.2.3. Di dang hon hop

- Trong trucmg hop c6 nhiéu hon hai loai di dang & mot bgnh
nhan, ching toi xép loai vao dang hdn hop. Cé thé dang hén hop
dong nhanh — chdm; hodc dong chdm — cham.

- Tuy nhién, khi diéu tri, chiing toi s& xep cac truong hop nay vao
loai di dang gdy nén tri€u chung khi nhap vién.

2.2.4. Quy trinh can thi¢p diéu tri

2.2.3.1. Chi dinh diéu tri can thtep

2.2.3.1.1 Chi dlnh va chong chi dinh diéu tri DDTM (Theo Burrows
va Lee)[117]:

- Chi dinh tuyet d01

+ DDTM ¢6 xuét huyét.

+ Blen chimg thtr phat do sung huyet tinh mach.

+ Tén thu’ong di dang ndm ¢ vi tri de doa tinh mang (duong
thong khi, cac khoang tu nhién cta co thé).

- Chi dmh tuong dbi:

+ DPau hodc cam glac ndng tirc vang tén thuong.

+ Tén thuong & vi tri anh hu:cmg dén véan dong hang ngay, hodc
t6n thuong anh huong chit lugng cudc song.

+ Tén thu’ong bién dang, mat thAm my trAm trong, anh hudng
dén tam 1y va chat luong song cua bénh nhén.

+ DDTM c6 anh huong dén su phat trién ciia xuong, gy phi dai
va phat trién Xuong bat thuorng

+ DDTM nam & vi tri ¢6 nguy co xuat huyét hoic bién chimng.
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+DDTM & vi tri ¢6 nguy co nhiém tring tai phat hodc nhiém tring
huyét.

- Chong chi dinh tuong doi:

+ Tén thuong gan dam rdi than kinh, hodc ton thuong giy ra
triéu ching than kinh khu tra.

+DDTM khap bé mit da.

+ Co kém ton thwong tinh mach sau.

+ C6 r6i loan dong mau.

+ C6 bénh phoi tac nghén man tinh.
2.2.3.1.2 Chi dinh va chdong chi dinh diéu tri DDDTM (Dya theo
bang phan loal‘Schobmger)[123]

Chi dinh dicu tri:

- C6 trigu chimg, hodc bién chirng do di dang gay ra.

- Tham my: bién dang, thay 601 mau sic.

- Vi tri can thiép: ngay tai ton thuong Trong truong hop di dang
lan toa, diéu tri can thiép tai vi tri gy triéu chung.

- Tét ca cac truong hop dleu trj déu duogc st dung con tuyét ddi la
vat liu chinh dé tac mach, tic nhan di dang.

- Cudn xo0én 16 xo dugc sir dung ho tro trong truong hop can glam
luong cbn, dic biét duge sir dung tic phan tinh mach gin chd ro
dong tinh mach trong DDDTM.

- Keo NBCA duoc sir dung khi vi tri vi ng thong khong dat duoc
vi tri an toan. . .

Khong ¢6 chong chi dinh di€u tri DDDTM
2.2.3.2. Chudn bj bgnh nhan

Bénh nhén s€ duoc kham tién mé. Chuan bi bénh nhan 24 gio
trudc khi diéu tri nhu mot diéu tri phau thuat c6 gdy mé toan than.
2233 Ky thudr diéu tri can thigp

- Tat ca cac trudong ho‘p diéu tri déu duoc gy mé toan than.

- Pbi véi DDDTM, chan doan xac dinh bang chup mach mau sb
ho4 x04 nén theo ky thuat Sheldinger, vi tri duong vao la dong mach
dui phai.

- V6i DDTM: Xuyén kim vao t6n thuong di dang bang kim c6 kich
thudc tir 18G dén 23 G, chiéu dai tr 100 mm dé 200 mm tuy thudc vao
do sau cia ton thuong.
2.2.3.4. Piéu tri sau thii thugt

Diéu tri triéu ching sau thu thuat voi khang viém, giam dau,
khéng sinh néu nhiém trung
2.2.4. Danh gia 1am sang va theo doi sau diéu tri

Danh gia dap tmg diéu tri theo 3 tiéu chi:
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+ Lam sang (triéu chtng co nang va thuc thé).

+ Hinh anh hoc. )

+ Téng hop két qua 1am sang, hinh anh hoc va bién ching 1a két
qua dleu tri.

Két qua diéu trj duoc chia lam dap Gmg trén 1am sang va dap tmg
trén hinh anh hoc va ket qua diéu tri chung
2.24.1. Bap ieng diéu trj trén 1am sang

bap u’ng lam sang hoan toan [125].

Dap ung 1am sang gan hoan toan: triéu chimg than phién van con,
chi s6 tham my thay doi xudng 2 bac theo thang diém.

Pap tmg mot phan: triéu ching than phlen c¢6 cai thién, chi sb
tham my thay d6i 1 bac hodc khong thay doi.

Bién chung nang (tir vong, di chtg nang vinh vién, can can thiép
chuyén sau, ndm vién kéo dai > 48 gi0).

Bién chung nhe (di chu’ng tam thoi nhu t6n _thuong than kinh
thoang qua, ton thu’ong da c6 thé chita lanh, ton thuong co, ton
thuong chirc ndng van dong).
2.2.4.2. Bap ung diéu trj trén hinh anh hgc

Két qua diéu tri dugc danh gia qua mirc d6 giam twdi mau trong di
dang(100%; 76 — 99 %, 50-75%, <50%).

Déi véi DDTM, khoang di dang duoc tinh bang cong thrc:
\/ = NXTSXD

V: thé tich khoang di dang bach mach.
N: chiéu ngang 16n nhat trén mot hodc 3 mat phang ba chiéu.
TS: chiéu trudc sau 16n nhat trén mot hodc 3 mit phang ba chiéu.
D: chiéu dai 16n nhat trén mét hodc 3 mit phing ba chiéu [118].
DDDTM, danh gié hi¢u qua trén hinh dnh hoc dya vao hinh anh khao
sat di dang dong tinh mach bang chup mach mau s6 hoa x04 nén.
2.2.4.3. Két qud diéu tri
Panh gia két qua diéu tri nhu sau:

+ Chita lanh: cai thién hoan toan tri€u ching lam sang va giam
100% tudi mau trong di dang trén hinh anh hoc.

+ Giam bénh gén hoan toan: cai thién tri¢u chirng 14m sang hoan
toan hodc gan hoan toan va cai thién hinh anh hoc tir 76% - 99%.

+ Giam bénh mot phan: cai thién triéu chirng 1dm sang mot phan
va cai thién hinh anh hoc tir 50 dén 75% hodc < 50% tudi mau trong
di dang trén hinh dnh hoc.

+ That bai diéu tri: khi gy bién ching ning, cat cut hoac loai bo
co quan c6 ton thuong di dang hodc ting ning triéu chimg 1am sang.
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+ Panh gia sut liéu chiéu xa cho tu:ng truong hop va tong lidu.

Cu01 cung, danh gia ket quéd chung cua phuong phép diéu trj khi hiéu
qua didu trj tir glam mdt phan cho dén khoi hoan toan, khong hiéu qua.
2.2.5. Thu thip so liéu va phlrong phap klem soat sai léch

S6 liéu sau khi thu thap dua vao bénh an mau nghién ctru, sau d6
dugc nhap vao phan mém Excel dé quan ly va theo doi. Dur ligu tur
Excel duoc chuyen d6i va xtr 1y bang phan mém thong ké R.
2.2.6. Cac plen, so0 nghién cau
2.2.6.1. Bié,n sé chung ]
2.2.6.2. Bien so lién quan den cgn 1am sang va hinh dnh hgc
2.2.6.3. Bién sé lien quan dén diéu tri
2.3. PAO PUC NGHIEN CUU

pé cuong nghlen cuu da dugc trinh bay thong qua Hoi dong dao
dtrc trong nghién ctru y sinh hoc bénh vién Nhén Dén Gia Dinh va
hoi don Y duc trong nghién ciru y sinh hoc tru'ong bai hoc Y dugc
Hué chap thuan (Quyét dinh s6 54/QD-NDGD ngay 15/01/2016).

) Chuong 3 .
KET QUA NGHIEN CUU

85 bénh nhan, bao gom 16 trudng hop DDBDTM va 69 trudng hop
DDTM duoc chan doan theo tiéu chuan ISSVA 2014 va diéu tri tiém
cdn tuyét doi.

3.1. PAC PIEM CHUNG
Bang 3.1. Pic diém chung cua nghién ctru phan bd theo tudi (n=85)

Piic diém S6 lwong (n = 85)
Trung vi (Q1-Q3) 18 (14-32)
Trung binh (D9 1éch chuan) 23,4 (13,7)
Tudi nho nhat — tudi Ién nhat 5-64

36,5
0
63,5 &
%
mNam ®N©

Biéu d6 3.1. Phan b theo gigi tinh dan s nghién cau
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Bang 3.2. Phan loai d

i dang theo gidi va tudi (n=85)

Di dang mach mau

DDTM

DDDbTM

(n=69) (n=16) P
n (%) n (%)
3 1
< 7 0, 0,
hom 3% | (62%)
tulm 7-18 (52,2%) (18,8%) 0,039
(ndm)
o18 30 12
(43,5%) (75,0%)
| Trung binh /D¢ 21,9 29,9 0.033
Tudi | léch chudn (12,8) (15,9) ’
; . 255
(03m) | Tring vi (Q1-Q3) | 17 (13-27) 2L ang)

Bang 3.5. Triéu ching thyuc thé tai vi tri theo loai di dang (n = 85)

Di dang mach mau

Triéu chirng DDTM DDDTM p
: (n=69) (n=16)
n (%) n (%)
Khéi phong 67 (97,1) 16 (100) 1,0
bau 36 (52,1) 6 (37,5) 0,435
Doi mau sac 2(2,9) 5(31,3) 0,001
Chay mau 1(1,4) 5(31,3) <0,001
Pap theo nhip mach 0(0) 9 (56,3) <0,001
Khac (nudt vudng, té tay) 22 (31,9) 6 (37,5) 0,892

Bang 3.8. Dic diém hinh anh chyp cat 16p vi tinh di dang dong tinh mach

(n=13)
Dic diém 1)(132}31;4
Tinh xam lan
- Xam l4n ra da/biéu mo 1(7,7%)
- Trong m6 dudi da 11 (84,6%)
- Xam lan xuong 0
- Xam lan co 1(7,7%)
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Pic diém

DDDTM

(n=13)
Tinh khu tra
- Khu trd 11 (84,6%)
- Lan toa 2 (15,4%)
Tinh chdt theo dg xam ty
trong 13 (100)
- M6 mém
Ngdm thuéc twong phdn
- Manh 12 (92,3%)
- Trung binh 1(7,7%)

Bang 3.9. Pic diém ton thuong dong nhat & cac chudi xung T1, T2

va STIR dbi véi ting loai di dang mach méau (n=74)

Phan loai di dang mach

DDTM-
DDDPTM | DDTM | BM
Pic diém (AVM) (VM) (VM- p
(n=5) (n=67) LM)
(n=2)
n (%) n (%) n (%)
T1lddng | Khong | 3(60,0) | 7(10,4) 0 0.006
nhat Co 2 (40,0) |60 (89,6) | 2(100) | '
T2ddng | Khong | 3(60,0) | 3 (4.5) 0 | 5001
nhit Co 2 (40,0) | 64(955) | 2(100) |~
STIRdéng| Khong | 3(60,0) | 4(6,0) 015001
nhit Co 2 (40,0) [63(94,0)| 2(100) |~
L pa Tang 2 (40,0) | 9(13,4) 0
{;gnhlﬁlu Trung gian| 1(20,0) | 8(11.9) | 0 | 0,237
Giam | 2(40,0) |50 (74,6) | 2(100)

o Tang | 4(80,0) | 65 (97,0) | 2 (100)
{;gnh}ezu Trunggian| 1(20,0) | 1(15) 0 0,261
Gidm 0 1(1,5) 0
Tinhiéu | Tang 5(100) | 67 (100) | 2(100) | o

trén STIR | Giam 0 0 0
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Béng 3.10. Pac diém dong chay trong, voi/soi trén T2 theo ting loai
di dang va ngam thuoc tuong phan trén xung T1 FS (n=74)

Phén loai di dang mach

DDTM-
.; DDDTM | DDTM
Pac diem _ _ BM
(n=5) (n=67) (n=2) P
n (%) n (%) n (%)
Tin hieu |Khong| 1(20,0) | 26 (38,8) | 1 (50,0)
d‘“t’r%;gay co | 4(80,0) | 41(612) | 1(s00) | ©6L
. |Knhong| 5(100) | 25(37,3) | 2(100)
Soi Co 0 42 (62,7) 0 0,006
Cudng d | Manh | 5(100) | 66(985) | 2 (100)
ngam thudc . 0,948
trén TIFS | K€M 0 1(1.5) 0

Béng 3.13. Bic diem hinh anh hoc chup mach mau s6 hoé xo nén bang
xuyén kim tryc tiép trudc can thiép nhodm di dang tinh mach, di dang bach

mach (n = 69)
Di dang Di dang tinh —
Pic diém tinh mach bach mach p
(n=67) (n=2)
Loai dich hut
Mau 67 (100) 1 (50,0)
Bach huyét 0 0 0,029
Mau + bach huyét 0 1 (50,0)
Théng ndi
3 61 (91,0 2 (100
dai tudn hoan (91.0) (100) !

Bang 3.15. Gi4 tri chup cat 16p vi tinh trong chan doan di dang dong

tinh mach (n=16)

Tong so So ca P nhay Do | Gid tri tién
trudng chén dac doan
hop doan hiéu | dwong tinh
ding (PPT)
16 15 93,8 (69,8-99,9) | NA 100%
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Bang 3.16. Gia tri chup cong hudng tir trong chan doan
di dang tinh mach (n=69)

Tong sb S6 ca P nhay Do dic Gia tri
trwong | chin do4n hiéu tién doan
hop diang dwong tinh
(PPT)
97,1 (89,9-
NA 100%
69 99,7) 00%

3.2. KET QUA PIEU TRI
Bang 3.18. Bac diém diéu tri gitra hai nhém DDDTM va DDTM

(n=85)
Bic didm DDPTM DDTM 0
: (n =16) (n =69)
S 1an can thiép 30+21 22+12 0,048
Céch tiép can
Xuyén kim 9 (56,3) 69 (100) <0,001
No6i mach 5(31,2) 0
Ca2 2 (12,5) 0
S6 vi tri tiém 51+38 50+35 0,971
(Tnﬁgg the tich con 505+49,7 | 248+187 | <0,001
Ep dan luu 8 (50,0) 45 (65,2) 0,398
biéu tri hd trg
Khéng 10 (62,5) 64 (92,8)
Coils 3(28,8) 0
Phau thuat 1(6,2) 2(2,9) 0,002
Khac 1(6,2) 3(4,3)
Phéi hop
(NBCA-+phAu thust) 1(6.3) 0
Téng liéu birc xa 47329,1 + 7741,7 £ <0.001
(UGym2) 51414,2 7051,0 '
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Bang 3.19. Két qua diéu tri cac loai di dang mach mau (n=85)

Pép tm Phéan loai di dang mach mau p
gy S DDDTM DDTM
: (n=16) (n=69)
Cai thién Crgh%aﬁg;hclae:l S(520) 22359 <0,001
tham m¥ thién 8 (50,0) 7(10,1)
Cai thién Hoan toan 1(6,3) 0
triéu ching | Gan hoan
lam sang toan 10 (62,5) 36(52,2) | 0,116
Mot phan 5 (31,.2) 33 (47,8)
. 100% 4 (25,0) 0
Dap umg 5750
dl}fil;}tlmég}?n <100% 2 (12,5) 25 (36,2) <0,001
hoc 50%-75% 9 (56,3) 44 (63,8)
: <50% 1(6,2) 0
Chira lanh 2 (12,5) 0
Gan hoan
Dip img toan 3(18,8) 19 (27,5)
diéu tri Giam mot 0,015
chung phan 9 (56,3) 48 (69,6)
Khongdap |5 15 4 2 (2,9)
g
Higwqui i A0 080
diéu tri qfa - 2 (12,5) 3(4,3) '

Bang 3.20. Mbi lién quan gitra bién ching va loai di dang mach mau

(n=85)
Phén loai di dang mach
. X . mau P
Bién chimg DDPTM DDTM
(n=16) (n=69)
Khong 15 (93,8) 66 (95,7)
Di chiing nang
Ning vinh vién 1(62) 1(14) 0,573
Can can thiép 0 2 (2,9)
chuyén sau ’
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Khong 1(6,2) 3(4,3) 1
Tén thuong than
kinh thoang qua 0 1(14) 1
Nhe |Tén thuong da co
thé chita lanh 8 (50,0) 20 (29,0) 0,188
Sung 13 (81,3) 60 (87,0) 0,848
Dau 13 (81,3) 55 (79,7) 1
Khé da 1(6,2) 0 0,422
Mic d6 dau sau can thi€p 43+1,7 42+14 0,855

Bang 3.24. Yéu t6 tién luong cai thién thAm my sau diéu tri dbi
véi di dang chung (n = 85)

Bién tién lwong Bién so sanh OR 95%ClI p
Loai di dang DDDTM 8,57 2,17- 33,93 0,002
Type Il
Phan loai Yakes DDbTM 0,03 0-0.29 0,003
Type IV
0,11 0,02-0,67 | 0,016
Phén loai Type Il
Dubois DDTM 8,25 1,98 -34,38 | 0,004
S6 lan diéu tri 1 lan 0,49 0,32-0,76 | 0,001
S0t i iem 1vi tri 0,77 0,65-091 | 0,002
Thé tich con 1ml 0,98 0,96 -0,99 | 0,011
Chuong 4
BAN LUAN

4.1. PAC PIEM LAM SANG, CHAN POAN HiNH ANH BENH
LY DI DANG MACH MAU
4.1.1. })ac diém 1am sang

85 benh nhén, véi 54 nix chiém ty 1& 63,5%, 31 nam chlem ty 1€
36,5% (bleu do 3.1), tudi trung binh 23,4 + 13,7, tu01 nho nhit 5 tudi,
10'r1 nhit 64 tudi. Trung vi vao do tudi 18 (14 den 32), phu hop voi
cac nghién cuu trén thé gi¢i. Nhom nghién ctru duoc chia thanh 3
nhom tudi, nh6 hon 6 chiem 4,7%, tix 7 dén 18 tudi chiém 45,9%, va
trén 18 chlem 49,4% tudi.
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Nghién ctru phan bd gioi, nhom tudi theo DDDTM va DDTM; ghi
nhan DDDTM c6 ty 1¢ nhiéu & tudi sau 18 chlem 75%, so v6i DDTM
chi 43,8%, p = 0,039; trong khi d6 nhém tudi thuong gap trong DDTM
1a tir 7 dén 18 tudi. Tu01 trung binh DDDTM la 29,9 trong khi d6 cua
DDTM la 21,9; v6i p = 0,033. Theo nghlen ctru cua Lee va cong su, di
dang mach mau, ty 1€ nit nhleu hon nam v6i ty 1€ 60:40 va ty 1€ 2:1 neu
chi tinh riéng nhém DDDTM [13], [124] [127]. Pdc diém nhom tudi
gitra hai nhém DDDTM va DDTM c6 sy khac biét nhau, theo do6 75%
DDDTM c6 d6 tudi trén 18 khi nhap vién diéu tri, va do tu01 trung binh
la29,9 + 15,9, véip = 0,039 va 0,033. Dbi véi DDDTM, tién tnen bénh
lién quan den su thay ¢ 601 noi tiét t6 hoic tac dong thir cip (chin thuong)
nén khoi phat bénh tré so véi DDTM [17] [83].

Tasnadi G. va cong sy (1993) da cong bd nghién cuu trén 3.573
tré dudi 3 tudi dugc chan doan DDMM theo ti€u chuén cii; di dang
mach mau chiém 1,2% (43 trong tong s6 3573) [130]. Trong nhom
DDMM, DDTM va DDDTM chiém 16 truong hop (30,7%) [13].
Theo Aklta nghién ctru trong tong s6 123 bénh nhan, nit chiém ty 1¢
69,9%; DDTM 69,1%; DDDTM chiém 15,44; hon hop 6,69% [127].

Theo Lee B. B. va cong sy ghi nhan DDTM 32,8%; DDDBTM
12,0%; DDMM khac 43,2%; khong xac dinh 10%, mac du vay trong
nhom khong xac dinh, DDTM sau d6 duoc dinh danh [13].

Vian de triéu chu’ng co nang bao gdm: sung, dau, bién dang, chay
méu va doi mau sic da tai ving ton thuorng gip nhiéu hon & DDDTM
(25% va 18 8%) so voi DDTM (4,3% va 1,4%), v&i p = 0,022 va 0,02,
tuong tuy nhu cac tac gla khac [46], [83] [131], [132].

Triéu chirng 1am sang tai cho ton thuong, bién d6i mau sic da tai
vi tri ton thuong, chay mau t6n thuong va dap theo nhip mach dic
hiéu cho di DDBDTM véi p lan luot 13 0,005; 0,001 va <0,001, pht hop
v6iy van [4], [82].

Nghién ciru vé€ vi tri di dang (bang 3.7); DDDTM c6 9/16 (56 2%)
truong hop, DDTM c6 33/69 (47,8%) truong hop, thuong gap O vung
dau mat c6 . Vi tri thuorng gdp tha hai 1a chi véi DDDTM co6 5/16
(31,3%) va DDTM c6 32/67 (46,4%) truorng hop.

Theo Lee chi 38 6%, dau mat c6 22,9%, chi trén 11,5%, than
minh 6,5%, phu hop véi nghién ctru cua ching t6i [80].

4.1.2. Pic diém chan doan hinh dnh

DDDTM duogc khao sat bang CLVT chiém da s (68,8%); DDTM
khao sat bang CHT (100%), vdi p < 0,001, twong tu nhu: Arnold,
Bashir, Darrow, Dubois, Fayad, Gunelyl Wang CHT la phuong tién
wu tién dé chan doan di dang trir truong hop co chdng chi dinh [17],
[38], [40], [134], [135], [95], [136].
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Trong mot s6 truong hop, khao sat vira CLVT va CHT dé chan
doén xdc dinh 1a can thiét (hinh 3.2).

Pic diém hinh anh trén CLVT cua DDDTM (bang 3.9), xam lan
trong mo6 dudi da (84 6%) t6n thuong khu tra (84,6%), 100% c6 tinh
chat thang x4m mo6 mém va 92,3% ngdm thudc twong phan manh.
Tru:(mg hgp DDDTM ngam thuoc tuong phan trung binh, thuong
gap la nhiing vi thong noi (Yakes loai 4).

Theo bang 3.10, trén chudi xung TIW, T2W, STIR, tinh chat
khong dong nhit giap & DDDTM; dong nhat thudng gip DDTM hon,
vé6i p lan lugt 0,006, p<0,001, <0 001.

Theo bang 3.11; ngam thudc manh 1a dat trung cua bénh ly
DDMM, diéu nay duorc ching minh qua két qua nghién ctu cua
chiing t6i (100% DDDTM, 98% DDTM). Tin hiéu dong chay trong
la mdt trong nhitng ti€u ch1 chan doan bénh 1y di dang mach mau,
dac trung la di dang dong tinh mach v6i dong chay nhanh luu thong
voi dai tuan hoan, ngoai ra, ghi nhan 39,1% DDTM c¢ tin hi¢u dong
chay tréng, ty 1& cao hon so voi nhleu nghlen cuu khac (ch1 co
31,25% theo Rak) [137], vi di dang tinh mach c6 thong nbi voi dai
tudn hoan mic du dong chay khong nhanh nhu trong DDDTM,. Soi
tinh mach trong, bénh Iy DDTM la mot ddu hiéu dic hiéu do dong
chdy cham gay ling dong can xi (60,9%), v&i p <0,001 [136] [137]

bac diém hinh anh cia DDDTM khi chup mach mau sO hoa
x04 nén dudng dong mach trudc can thiép, gdm dong mach
nudi gidn 1én (87,5%), dan luu tinh mach sém (93,8%), glan
tinh mach din luu (75%) 1a nhirng diém dic trung, phu hop véi
dinh nghia ctia hiép hoi ISSVA 2014 [128].

Phén loai DDDTM theo Yakes (bang 3.13), co b6n phan nhom,
nhiéu nhét 1a loai IV véi ty 1€ 37,5%, loai II chiém ty 1& 31,3%, loai I
va IlIb cung c6 ty 18 12,5% va loai Illa c6 ty 1& thap nhat 6,2%. Loi
ich cua ap dung bang phan loai nay vi tinh kha thi trong dleu tri khi
phan tich rd dac dlem bénh 1y ciia phan tinh mach, dwoc xem 13 muc
tiéu dé chon loc bit tic ro trong bénh Iy [86], [105] [138], [139].

Theo bang 3.14, loai dich hut ra pht hop véi chan doan ban dau
véi mire dO chinh xac 100%, v6i p = 0,029. Su lién két v6i dai tudn
hoan ciing khac hoan toan glua DDBM va DDTM qua hinh anh khao
sat bang chyp mach méau sd hoa xoa nen p= 1; chi ¢6 91% cac
truong hop di dang tinh mach co6 thong nbi véi dai tuan hoan.

Theo bang 3.15; DDTM dugc phéan loai theo Dubois — Puig,
nhiéu nhat 14 loai II (53 6%) ké dén 1a loai I1I (18,8%).

Theo Tropp [53], chi c6 23 trén tong s6 51 chiém 45,09% DDTM
dugc chan xac dinh bang ky thuat chup tinh mach duéi may chup

19



mach méu s6 hoa x04 nén. Khéac voi nghién ctru clia chung t6i 100%
di dang mach mau déu dugc khao sat chup mach mau s6 hoa xoa nén
trong chan doan hodc trong qua trinh diéu tri.

Dua vao két qua chup CLVT va CHT, chung t6i so sanh véi két
qua chyp mach mau sd hoa xo4 nén, dé danh gia do nhay va gia tri
tién doan duong tinh. V6i CLVT, d0 nhay phat hién bénh ly
DDDTM la 93,8%, gi tri tién dodn duorng tinh (PPT) 1a 100% (bang
3. 16). Trong khi d6, CHT c6 d6 nhay 97,1% va gia tri tién doan
duong tinh la 100% (bang 3.17).

42. KET QUA PIEU TRI BANG PHUONG PHAP TIEM CON
TUYET DPOI

Thoi gian theo doi theo timg nam, 46,4% DDTM c6 thoi gian
theo doi duéi 1 nam. Theo ddi trén 1 nim cia DDDTM chiém
73,3%, khac biét véi cac nhom con lai, p = 0,042 (bang 3.18), twong
tu nhu nhung tac gia khac trén thé gidi thol gian theo doi diéu tri
DDTM néi chung vao khoang tir 6 dén 32 thang [127], [140].
Trong khi d6, theo Do [6], thoi gian theo ddi cua di dang dong
tinh mach dat 48 thang, trung binh 14,6 thang[141]. Su khac biét
nay, chu yéu do sy phtre tap cua di dang dong tinh mach doi hoi
phai diéu tri nhiéu lan hon [138] [142]

DDPTM c6 hai cac tiép can: ndi mach va xuyen kim truc tiép,
DDTM chi sir dung ky thuat xuyén kim tryc tlep, voi p < 0,001.
Tong thé tich con str dung ¢ dé diéu tri DDDTM va DDTM khac nhau
v6i p <0,001, thé tich con sir dung dé diéu tri o bénh nhéan bi
DDDTM Ia 505 + 49,7 mL, so v6i 24,8 + 18,7 mL d6i DDTM.
DDDTM do ton tai ludn thong n01 bénh ly gitra dong va tinh mach,
con dé troi nhanh khoi vi tri tiém vé dai tuan hoan, can bién phap hd trg
de glam toc do dong chay: ¢p dan luu, diéu tri hd trg glam dong thong
ndi (cudn xo0dn 16 x0), p = 0,002. Piéu tri DDDTM, tong s6 liéu buc xa
nhiéu hon, DDDTM 14 47.329 + 51.414,2 uGym?2 so v6i DDTM 7741,7
* 7051 uGym2, véi p < 0,001. Diéu tri DDTM, viéc ép tinh mach dan
luu, nham tranh huyet kh01 tinh mach sau, giam ty 1& bién chimg da
duoc dé cap theo nhiéu tac gia [72], [140], [143], [144]

Nghién ctru ciia Do vé DDDTM [6], [141], c6 32 trén tong s6 40
bénh nhan duoc thuc hién diéu tri trén hai lan tiém con. Bm voi
DDTM, theo tac gla Koo [125], s lan can thiep dudi 2 lan Van
chlem da s0, khac voi chung t6i Koo dung phbi hop gnra tiém con
v6i d6t bang song cao tan, va thuc hién dudi huéng dan cua si€u am.
Trong khi d6 Wang va Su [68], [120], [145] ho cho rang, sir dung
luong con trung binh cang cao (van pha1 dudi 1mL/kg) thi dap tng
cang tot d6i véi DDTM ving dau mit co.
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Panh gid két qua diéu tri coa timg loai di dang, 1/16 (6,3%)
DDDTM dap ng khoi hoan toan triéu ching 1am sang, p= 0,116 va
4/16 (25%) truong hop dap tmg 100% hinh anh hoc voi p <O 001.
DDTM (89,9%) dap tng thim my t6t hon so véi DDDTM (50%), p
<0,001. Tuy nhién, hiéu qua diéu tri cia DDTM (95,7%) tot hon so
v6i DDDTM (87,5%), p = 0,510; nhung kha ning diéu tri triét dé, di
dang dong tinh mach ¢6 thé diéu tri triét dé trén hinh anh va triu
chirng 1am sang (hinh 3.3).

Véi DDTM, bién ching dau chiém 79,7%, sung chiém 87%, blen
chung dau than kinh do viém c6 1 trudong hop (1,4%). Céac bién
chirg nay cling tu gidi han. Bién chung ning, ¢6 4 truong hop, bao
gom DDTM 3 truong hop (4, 3%) DDDTM 1 truorng hop (6,2%), su
khac biét vé bién ching niang va bién ching nhe giita DDDTM va
DDTM khdng khéc nhau.

Miuc do dau sau can thi€p khong khic nhau gifra hai nhom
DDDTM (4,3 = 1,7) va DDTM (4,2 £ 1,4), p = 0,855. Diéu tri dau
sau can thi¢p chi bang paracetamol trong 24 gi¢ dau.

Mue d6 dép tmg cia DDTM theo phén loai Dubois — Puig ghi nhan
loai I (100%) loai IT (97,3%), dap tmg diéu tri thap nhét 14 loai IV (80%)
Dai voi DDDTM, dép tmg theo bang phan loai Yakes ghi nhan, loai II va
I dép tmg rét t6t (100%) riéng loai I dap g chi dat 50%.

Theo Cho, trong nghién ctru vé diéu tri di dang dong tinh mach,
48% ghl nhén c6 bién chung nhe nhu bong nudc, hoai tir da, ty lanh.
Déi v6i cac bién _ching ndng: liét try (2/66), mdt trudng hop nhiém
tring ning phai cit cut [120], [145], [146].

Phuong phap phau thuét don thuan chi hi¢u qua khi di dang nho,
khu tri, va & vi tri co thé phau thuat duoc [68], [147], [148]. Phuong
phap phau thuat, thuong dya vao bang phan loai Schobinger, trong
d6 cac yéu té 1am sang doéng vai tro quan trong, thé hién dién tién
lam sang tu nhién cua di dang mach mau ngoal bién [28], [68], [147]
[149]. Theo Kang, két qua phéu thudt d01 véi DDTM rat tot 6%, tot
72%, cai thién khong dang ké 22%. Dbi voi DDDTM, ket qua phiu
thuat rat tét 29%, tot 57% va cai thién khong ding ké 14% [28].
Theo Nguyén Cong Minbh, phiu thuat thi dau di dang mach méu tng
cong 67 trudng hop, ton thuong siu, lan toa, kich thugc 16n hon 3cm
co 19 truong hop, phau thuat cho két qua Xau chlem 68%; 16% tai
phat chu yéu trong nhom c6 nhén lan toa. Két qua xau chiém 81% so
v6i bién chu:ng nang cua chung t6i chi 1a 4,1%. Dbi voi tu’ng loai di
dang mach mau riéng biét, phau thuat cling mang lai mot s6 két qua
nhit dinh theo nghién ctru cua Steiner (Di dang tinh mach), Visser
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(di dang dong tinh mach), Monterio (di dang dong tinh mach xuong
ham duéi), Giuseppe (di dang mach mau ving ban tay) Lee (d1 dang
bach mach) cho ket qua khong hon nhirng nghién ctru khac, voi ty 1€
diéu tri triét dé thap, bién ching nhiéu [28], [91], [149], [150]

So sanh vé&i phau thuat, chung t6i dat hi¢u qua 95,5% DDTM,
va 86,7% DDDTM. Ty le bién ching ndng trong nghlen cuu la
4,5% DDTM va 6,7% DDDTM. Blen chung chu yéu la dau va
sung, va theo thang diém dau sau diéu tri, muac dau trung binh
vao khoang 4, dau giam dan theo thoi gian hodc duoc diéu tri
bang thuoc giam dau thong thuong

Diéu tri can thi¢p ndi mach co6 thé dleu tri don thuan, hd tro cho
phau thuat hodc phdi hop diéu tri theo kiéu da mé thic [119]. Diéu
tri can thlep ndi mach DDMM ngoai bién dugc chia thanh hai dang:
DDTM va DDDTM. DDDTM thudong qua nga tlep can tu dong
mach, hodc truc tiép xuyén kim qua da. Cac tac gia Muller Willie,
Aklta Lidsky, BB Lee [14], [28], [126], [127], [138] c6 nhiing cong
trinh tong quan vé diéu tri can .thi¢p DDMM ngoai bién chung,
khuynh huong dung da mo thuc dé dleu tri.

Wang va cong su nghién ciru diéu tri tiém cdn truc tiép d01 voi
DDTM, két qua tot chiém 28,6% va 33,3% cai thién 10 rét. Ket qua
cua chung t01, néu gop tat ca nhung ca dap ing 10 rét trong diéu tri di
dang tinh mach 1én dén 93,7% cao hon nhiéu véi két qua ciia Wang
[151]. Vi cac vat liéu gay xo hoa khac nhu: STS, Picibanil (OK32),
Doxycyline, Bleomycine, acid acetic, pingyangmycin, Polidocanol
thuong duoc sir dung diéu tri DDTM [114], [152], [153]. Theo Defnet,
Donovan, Giurazza céac loai vat liéu xo hoa khac khong cho két qua tbt
nhur con tuyét ddi, nhung it bién chimg hon [102], [115] , [154], [155].

Li — Ming Sun (2020) da phan tich gop so sanh con tuyét ddi voi
pohdocanol diéu tri DDTM. Sir dung con tuyét déi co 7 nghién ctr,
bao gdm 331 bénh nhan, dap tng diéu tri dat tir 70% dén 95%, ty 1&
20p 1a 85%. Dap ung hoan toan ghi nhan trong 6 nghién ctru, ty 1€ tir
5% dén 68%, ty 18 gop 1a 27%. Nghlen ctru st dung polidocanol diéu
tri DDTM, ¢6 4 nghién c{ru, bao gdbm 117 bénh nhén, ty 1¢ dap tng
dleu tri tir 44 dén 90%, ty 1¢ gop 77%0; dap u’ng hoan toan dat 21%
dén 76%, ty 1& gdp 52%. Tac gia két ludn, cdn tuyét ddi van duoc
xem la vat liéu xo hod manh, hi€u qua hon so véi polidocanol, nhung
bién chirng nhiéu hon so véi polldocanol

Bleu tri ni khoa bang thube da dugc str dung corticoid, tic ché Beta,
mdt s6 khac dang dugc nghién ciru cho mét sb loai di dang mach méau
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ngoai bién (Slrohmus Bevac1zumab) [28], [96], [97], [98]

DPanh gia moi li€n quan gitra thang diém dau voi bién chung, néu
ting thém 1 diém, thi nguy co xuat hién bién chung ting gip 2,97
lan, p= 0,017 (bang 3.24).

So voi di dang dong tinh mach thi di dang tinh mach sau diéu tri
c6 murc d6 cai thién tham my tét hon gap 8,57 lan véi P = 0,002.

DDDTM loai Il va IV theo phan loai Yakes c6 muc cai thién
thAm my sau diéu tri kém nhat néu so v6i nhém di dang tinh mach
v6i p lan luot 13 0,003 va 0,016.

Theo phan loai Dubois, di dang tinh mach type IT c6 muc cai
thién thAm my sau diéu tri tot nhat gép 8,25 1an néu so v6i nhom di
dang ddng tinh mach véi p = 0,004.

KET LUAN

1. Pic diém 1am sang, hinh anh chin do4n bénh 1y di dang mach
mau ngoai bién theo ISSVA 2014

Phan bd theo gidi: nam 36,5%, nit 63,5%; tudi trén 18 chiém
49,4%, véi tudi nho nhat 5 tu01 16n nhat 64 tudi; trung binh nhom
tu01 234 £ 13,7. Tu 7 dén 18 tudi chiém 52,2%, trén 18 tudi
chiém 43,5%. Phan bd loai di dang mach mau: di dang dong tinh
mach 18%; di dang tinh mach 82%.

- Lam sang: triéu chl'Ing co néng dédc trung cho di dang ddng tinh
mach la chdy mau va thay dbi mau sic cla da, p = 0,022 va 0,020.
Triéu ching thyc thé dic trung cho di dang dong tinh mach 1a dép theo
nhip mach, p <0,001. Vi tri thuong gdp cho di dang dong tinh mach
(56,2%) va di dang tinh mach (47,8%) la dau mat co.

- Chan doan hinh anh:

Cat 16p vi tinh va cong huong tir 1a hai phu'orng phép lya chon dung
de chan doan xéc dinh va lap ke hoach diéu tri. Cong huong tir ¢6 uu
thé trong chan doén tat ca cac loai di dang mach mau trir nhu’ng han ché
lién quan dén vi tri thanh ngyc, ph01 xwong; chup cat 16p vi tinh dugc
dung khi cong hudng tir bi han ché. Trong truong hop nghi ngO’ st dung
ca hai phuong phap, lam tang gia tri chan doan. Do nhay cha cat 16p vi
tinh trong chan doan di dang dong tinh mach la 93,8%, gia tri tién doan
duong tinh 1a 100%. D nhay cuia cong hudng tir trong chan doan di dang
mach mau 13 97,1%, gid tri tién doan duong tinh 1a 100%.

2. Két qua diéu tri bang phwong phap bom con tuyét ddi mot 56
di dang mach mau ngoai bién

Ky thuat xuyén kim truc tiép voi di dang tinh mach (100%)

di dang dong tinh mach (68,8%), v6i p <0,001. Téng lwong cdn
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str dung dé diéu tri, cac dung cu hd trg dleu tri va tong heu buc
xa doi voi di dang dong tinh mach nhiéu hon trong dleu tri di
dang tinh mach c6 voi p<0,001. Cai thién tham my tot hon d6i
voi di dang tinh mach (89,9%) so voi di dang dong tinh mach
(50%), p <0,001.

Ty 1¢ chira khoi hoan toan vé mit 14m sang va hinh anh hoc, di
dang dong tinh mach c6 2 ca, 13,3%, véi p = 0,013. Dap tng diéu tri
cua di dang tinh mach theo phén loai Dubois Puig: loai I (100%) va
IT (97,3%), p = 0,383. Pap tmg diéu tri cta di dang dong tinh mach
theo phan loai Yakes: loai I (100%) 11 (100%) p = 0,432.

B1en ching niang ddi voi di dang tinh mach c6 3 truong hop
chiém 4,3%; trong d6 c6 2 truong hop (2,9%) can diéu tri chuyén
sau. Bién chirmg nhe: sung (87%), dau (79,7%), t6n thuong da chita
lanh (29%), ton thu’crng than kinh thoang qua (1,4%).

Blen chirng ndng do6i voi di dang dong tinh mach co6 1 truong hgp
chiém 6,2%, blen ching nhe gom sung (81,3%), dau (81,3%), ton
thuong da c6 thé chira lanh (50%), kho da (6 2%).

Dinh danh rd rang theo ISSVA 2014 cung chan doan hinh anh
khéo sat ba binh dién, k¥ thuat diéu tri bang con tuyét ddi DDDTM
va DDTM dugc chung minh ¢6 hi€u qua vai ty 1€ 87,5% va 95,7%
tuong tng, ty 1¢ bién ching vinh vién chi chiém 1,4%.

KIEN NGHI

Codn tuyét dbi (99,5%) 1a vat lidu tic mach hiéu qua, sin co vare
tlen trong diéu tri di dang mach mau ngoai bién. Tuy nhién, can luu y 1y
bién chung, nén Bac si diéu tri can dugc dao tao va duoc hudng din
cu the dé giam thiéu nguy co.

Diéu tri di dang mach mau ngoai bién rat can ph01 hop da chuyén
khoa, da mé thuc, giup tang ty 1é diéu tri thanh cong (X quang can
thi¢p, phau thuat mach méu, da 1idu, chan doan hinh anh, tao hinh
thim my).

ghlen cliu cua chung toi ¢ han ché 1a sb liéu chua nhiéu va
thoi gian theo doi con han che Trong twong lai, nghién ciru can
tap trung vao chan doan va dleu tri ting loai di dang (DDDTM
DDTM, DDBM, DDmm). Can c6 so sanh phuong phéap str dung
vat heu diéu tri khac nhau nham tim ra sy toi vu trong viéc diéu
tri di dang mach mau.
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PROPOSAL

Vascular malformations are localized or diffuse lesions that
affects the vascular components. Lesions are characterized as an
increase in the number and size of blood vessels, the absence of
proliferation of endothelial cells. Vascular malformations tend to
progress over time [1], [2], [3].

In the past, vascular malformations were diagnosed and used with
inconsistent terminology, inappropriate to the histopathological essence
leading to inappropriate, less effective treatment options and many
complications [4], [5]. In 2014, the International Society for the Study of
Vascular Anomalies (ISSVA) released a classification of vascular
anomalies, unified diagnosis, but the treatment issue is still not unified.

Currently, there is not many research on the systematic treatment
of vascular malformations, there are not many studies that compares
difference between treatments. Endovascular intervention is considered
the most positive treatment method, if combined with other methods
(surgery) can increase the likelihood of completed treatment. Of all the
materials that cause fibrosis, embolism, absolute alcohol (Ethanol
99.5%) has been proven the most effective, but few authors apply it
due to the difficulty in wuse and many related serious
complications. Yakes and Do reported the lowest complication
rates and the highest cure rates for a variety of peripheral
arteriovenous malformations with alcohol use [6], [7].

In Vietnam, there are not many systematic studies on peripheral
vascular malformations, the terminology is not consistent, the studies
on treatments are mainly surgery [8], [9], [10], [11], [12]. Particularly on
the treatment of peripheral vascular malformations with endovascular
intervention, especially with absolute alcohol, there is very little
research.

Although in the past, absolute alcohol has been used for fibrosis of
venous malformations, embolism of arteriovenous malformations.
However, there are various reports with varied results, differences in
severe complications and differences in success rates. |s the progress in
imaging, definite diagnostic identification according to ISSVA 2014,
clear classification of malformations, can improve the treatment
results, reduce the complications of absolute alcohol in treatment?
Research on the diagnosis and treatment of peripheral vascular
malformations with absolute alcohol is necessary, so we carry out the
study: '"The research on diagnosis of some peripheral vascular
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malformations and interventional treatment with absolute alcohol
injection"" with two objectives:

1. Survey of clinical features, imaging of arteriovenous
malformations and venous malformations according to the
classification of the International Society for the Study of Vascular
Anomalies ISSVA 2014.

2. Evaluate the results of treatment with absolute alcohol
injection for certain peripheral vascular malformations.

New contributions of the thesis:

The thesis has the following main contribution points:

- Combining clinical with imaging exams: computed
tomography, magnetic resonance, and digital subtraction
angiography to diagnose arteriovenous malformations and venous
malformations. Based on the ISSVA 2014 classification, proper
identification of the type of vascular malformations help to choose
the right treatment modality.

- Assessing the sensitivity of computed tomography and
magnetic resonance imaging, advantages, and disadvantages of each
method; a combination of both methods when needed. In addition,
imaging surveys on three planes: axial, sagittal, coronal planes help
interventional radiologist locate the lesions. Applying the Yakes
classification, which is a classification of arteriovenous
malformations for treatment.

- Demonstrating the use of absolute alcohol in the treatment of
endovascular interventions of arteriovenous malformations, venous
malformations with high effective response to treatment, low
complication rate.

Structure of the thesis

The thesis is 110 pages. Proposal: 2 pages; overview: 30 pages;
subjects and methods: 29 pages; result: 21 pages, discussion: 25
pages, conclusion: 2 pages; recommendations: 1 page.

Chapter 1
OVERVIEW

Peripheral vascular abnormalities account for one percent of the
population, are classified according to the standards of the
International Society for the Study of Vascular Anomalies (ISSVA)
[13], [14]. Vascular malformations can be seen at any age, from
infants to adults.



1.1. TERMS OF VASCULAR ANOMALIES

Mulliken and his colleagues, based on pathology, clinical
characteristics, and imaging features, made definitive diagnoses and
differential diagnoses between hemangiomas and vascular
malformations [4], [15], [16].

In 2014, the ISSVA agreed to release a detailed classification, [17], [18].

Table 1.1. ISSVA 2014 classification for vascular anomalies

Vascular anomalies

Vascul
ar Vascular malformations
tumors
of AssOCi
. . major | ated with
Simple Combined named other
Benign vessels| anomalies
Locall | - Capillary
y malformations.
aggressive| - Vascular
or malformations. Combinatio
borderline| - Venous n between all
Malign| malformations. the
ant - Arteriovenous| malformations.
malformations.
- Arteriovenous
fistula.

1.2. ANATOMY OF THE VASCULAR SYSTEM
1.2.1. Macroscopic anatomy

The vascular system in the body includes: the circulatory system
(arteries, capillaries, wveins); pulmonary circulatory system and
lymphatic system.
1.2.2. Microscopic anatomy
1.2.2.1. Arteries

Composed of three layers (inner, middle, outer). In the outer layer
may contain small blood vessels called vasa vasorum.
1.2.2.2. Capillaries

Only the endothelial cell layer (intima) and the basement
membrane, about 5 to 10 micrometers thick, are where nutrition and
oxygen are exchanged.




1.2.2.3. Veins

The vein has 3 layers, the middle layer is thinner due to
containing less smooth muscle and less elastic tissue. The veins have
a valve system that helps to resist gravity, pushing blood to the heart.
1.2.2.4. Lymphatic vessels

Large lymphatic vessels consist of 3 layers similar to veins:
endothelial layer, smooth muscle, outer coat. Small lymphatic
vessels are structurally similar to capillaries: endothelial cells lining
and outer layer.
1.3. ANATOMY OF VASCULAR ANOMALIES

Vascular malformations have normal vascular endothelial cells with
flattened form, no endothelial cell proliferation and no increase in
plasma cell size in nidus of malformation, dilated vascular structures
[16], [19]. [20].
1.5. CLINICAL FEATURES OF VASCULAR
MALFORMATIONS

Vascular malformations develop early from birth, however,
clinical symptoms begin appearing when growing up. Mild symptoms:
pain, bruises, heaviness at the site of the lesion; increased sweating
in the lesion area, hirsutism; warmth; bleeding or fluid leakage.
Severe symptoms of infection, muscular dystrophy, congestive heart
failure, local symptoms associated with the lesion area, increased D-
dimer [16], [36], [46], [47], [48], [49], [50], [51].
1.6. IMAGING APPEARANCE

Currently, diagnosing vascular malformations with high-precision
imaging, according to ISSVA, it is agreed to consider diagnostic
exams such as ultrasound (Doppler), computed tomography,
magnetic resonance imaging, digital angiography as coordinated
exams of diagnosis as alternatives to biopsy [33], [52], [53].
1.6.1. Ultrasound

Ultrasound is a simple diagnostic exam of screening, helping to
diagnose the structures of vascular malformations [10], [54], [55].
1.6.2. Computed tomography

CT angiography is advantageous in cases of capillary malformations,
direct arteriovenous fistula, arteriovenous fistula, related bone structure
assessment, vascular malformation nidus assessment [4], [54], [56],
[57], [58], [59].
1.6.3. Magnetic resonance

MRI helps to diagnose, assess the nature of the lesion and the blood
supply characteristics (used for coordination lesions) [60]. Sensitivity
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and specificity of MRI in the diagnosis of vascular malformations are
95% and 83% respectively [17], [61], [62], [63], [64], [66].
1.6.4. Digital subtraction angiography

Digital subtraciton angiography is an invasive, gold standard
procedure for diagnosing AVM [67].  Angiography, venous
angiography, or angiography via direct puncture into the lesion.
Indications for digital subtraction angiography include: fast-flow
vascular malformations: direct arteriovenous shunt or arteriovenous
malformations [55], [65], [68], [69].

1.7. DIAGNOSIS

Based on clinical symptoms and imaging, definitive diagnoses are
divided by type: fast-flow vascular malformations (arteriovenous
malformations,  arteriovenous shunt) and slow-flow vascular
malformations (capillary, lymphatic, venous malformations) [37], [70].
1.7.1. Slow-flow vascular malformations

These are types of vascular malformations that do not include
arteriovenous connections, or are not present arterial lesions [65], [70].
1.7.1.1. Capillary malformations

Clinical diagnosis [71].

1.7.1.2. Lymphatic malformations

Diagnosis is based on clinical and imaging combination [72], [73].
1.7.1.3. Venous malformations

Venous malformations are the most common of all malformations
[74], [75]. Diagnosis base on clinical and imaging exams, ultrasound
is for screening, magnetic resonance imaging is for definitive
diagnosis [26], [46], [53], [57], [76], [77], [78], [79].

1.7.2. Fast-flow vascular malformations:

There are two types but are grouped into arteriovenous
malformations, and classified according to Schoebinger, according to
Cho, or Yakes [58], [80], [81], [82].

Diagnosis by combination clinical with imaging, digital
subtration angiography is the gold standard [6], [66], [82], [83], [84],
[85], [86].

1.8. MODALITIES OF TREATMENT FOR VASCULAR
MALFORMATIONS

Current treatments include: surgery, medical treatment,
cryotherapy, laser ablation, endovascular intervention therapy [5],
[63], [87], [88], [153].

1.8.1. Surgery

Today, the role of surgery is no longer the first-line treatment for

vascular malformations [8], [89], [90], [91].
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1.8.2. Laser treatments

Lasers are only valid in the treatment of capillary malformations, or
some cases of superficial venous malformations [92], [93], [94], [95].
1.8.3. Medical treatments

Some drugs are used for medical treatment such as: B blockers
(venous malformations, capillaries); Bevacizumab, Tamoxifen
(direct arteriovenous shunt in hemorrhagic hereditary vasodilation);
Sirolimus (lymphatic malformation); Thalidomide (arteriovenous
malformations) [96], [97], [98].

1.8.4. Endovascular intervention

Endovascular intervention therapy in vascular malformations is
considered as the primary treatment [6].

There are two approaches to the nidus of vascular malformation:
endovascular, direct puncture.

Vascular malformations nidus fibrosis, treatment of slow-flow
vascular malformations. [6], [99], [100], [101], [102].

"Embolism” is a noun for a treatment of fast-flow vascular
malformations (with artery involved) intended to reduce arterial
flow, complete occlusion, partial occlusion of nidus [84], [85].

Of all materials, absolute 99.5% alcohol was considered as both
fibrotic and embolistic treatment depending on the type of slow-flow
or fast-flow vascular malformations [21], [103], [104], [105] [106],
[107], [108].

1.9. CURRENT RESEARCH SITUATION

From 2018 to 2021:

Majewska and Hussein review diagnostic exams that help
identify vascular malformations specifically for MRl 3 Tesla
with TWIST sequences, distinguishing arteriovenous fistula
existence [58], [67], [82], [109].

Molecular biology studies realting Vascular Endothelial Growth
Factor, Al Olabi, Hoeger, Kangas synthesized gene mutations
(GNAQ, KRAS, NRAS), mutations in intracellular signaling
pathway PI3K, RAS, MAPK, helping to develop drugs for the
treatment of Klippel Trenaunay , Cloves, FAVA syndromes [24],
[110], [111].

Lenvitinib, Bevazumab and many Vascular Endothelial Growth
Factor inhibitors are being tested for treatment [23], [42], [59], [94],
[96], [97], [98], [111], [112], [113].

+ Evaluation of success rates and complications of some
new materials such as EOI, onyx, fibrous materials such as
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bleomycin, polidocanol have been studied, [102], [114], [115],
[116], [117], [118].

+ Studies comparing other materials with absolute alcohol [119],
[120], [121].

+ Other studies apply new techniques such as cryotherapy.

Chapter 2
SUBJECTS AND METHODS

2.1. RESEARCH SUBJECTS

Including 85 patients with AVMs and VMs at Nhan Dan Gia
Dinh Hospital from 06/2016 to 06/2020.

2.1.1. Criteria of Patient Selection:

- Patients have no age limit, regardless of gender.

- The patients have definitive diagnosis of AVM, VM and is
indicated for endovascular intervention.

- Agree to participate in the study after being clearly explained
the purpose and process of the study.

2.1.2. Exclusion criteria

- Patients with comorbidities that affected the follow-up during
the study.

- Pregnant patients.

- Patients with contraindications to treatment of AVMs and VMs.

- The patients agreed to treatment but did not re-examine or
follow up with clinical and diagnostic imaging after treatment at least
1 cycle after the intervention.

2.2. RESEARCH METHODS
2.2.1. Research Methods

We carried out a prospective interventional non-controlled study,
follow-up from June 2016 to June 2020 at Nhan Dan Gia Dinh
Hospital.

2.2.2. Sample size and sampling methods:

Appropriate sample size, based on the number of patients
satisfying the criteria for patient selection, exclusion criteria, and
indications for interventional treatment during the study period.
2.2.2. Research Diagram
2.2.3. Diagnostic processes, therapeutic procedures and
measurements, definition of variables
2.2.3.1. Diagnostic processes
2.2.3.1.1. Clinical symptoms



2.2.3.1.2. Diagnostic imaging

- Diagnostic imaging such as computed tomography, magnetic
resonance imaging, help confirm vascular malformations. [61], [76],
[78], [124].

Computerized tomography:

- Indications:

+ Injuries of direct arteriovenous fistula, arteriovenous
malformation.

+ Injuries of the skeletal system.

+ Injuries of chest wall and lungs.

+Contraindications to magnetic resonance imaging.

Magnetic Resonance Imaging:

- Indications:

+ Vascular malformations of the the head, face, neck, soft
tissues, limbs and abdomen — pelvis regions.

+ Venous malformations.

+ AVM associated with soft tissue injuries (clinical assessment
and screening ultrasound).

- There are no contraindications to MRI. Some limitations related
to MRI: chest wall, lung, bone.

Digital subtraction angiography

- Digital subtraction angiography is performed for all types of
malformations as the gold standard.

- Indications:

+ Arteriovenous, capillary malformations: angiography.
+ Venous and lymphatic malformations: direct needle puncture.
2.2.3.1.3. Laboratory testing:

Pre-operative laboratory tests. Other tests are performed only
when there are clinical abnormalities, or other laboratory tests are
abnormal.
2.2.3.2. Diagnosis

Based on ISSVA classification 2014
2.2.3.2.1. Venous malformations:

- Diagnosis is based on clinical, diagnostic imaging (MRI).

- The definitive diagnosis of venous malformation is a sign of
blood reflux when the needle is directly punctured into the nidus
(specific sign).
2.2.3.2.2. Arteriovenous malformations:

- Arteriovenous malformations are diagnosed based on clinical
evidence, CT and/or MRI.



- Digital subtraction angiography: gold standard in diagnosis,
imaging of nidus and structural components of arteriovenous
malformations were classified according to Yakes.
2.2.3.2.3. Mixed vascular malformations

- In case there are more than two types of vascular malformations
in a patient, we classify as mixed vascular malformations including
fast - slow flow or slow-slow flow.

- However, when treating patients, we will classify these cases as
malformation that cause symptoms on admission.

2.2.4. Interventional treatment process

2.2.3.1. Indications for interventional treatment

2.2.3.1.1 Indications and contraindications for the treatment of
vascular malformations (According to Burrows and Lee)[117]:

- Absolute indications:

+ Venous malformations is bleeding.

+ Secondary complications caused by venous congestion.

+ Malformations located in a life-threatening location (airway,
natural body cavities).

- Relative indications:

+ Pain or heaviness in the affected area.

+ Injuries that affect daily movement or quality of life.

+ Injuries cause serious disfigurement and unsightliness,
affecting the patient's psychology and quality of life.

+ VMs affect bone growth, causing hypertrophy and abnormal
bone growth.

+ VMs are located at a site with a risk of bleeding or
complications.

+ VMs are located at a site where there is a risk of recurrent
infection or sepsis.

Relative contraindications:

+ Injuries near the nerve plexus, or lesions causing focal
neurologic signs.

+ VMs located all over the surface of the skin.

+ VMs associated with deep vein injuries.

+ Blood clotting disorder.

+ Chronic obstructive pulmonary disease.
2.2.3.1.2 Indications and contraindications for the treatment of AVM
(Based on the Schobinger Classification)[123]:

Indications for treatment:

- There are symptoms, or complications caused by the
malformations.


https://www.merriam-webster.com/thesaurus/unsightliness

- Aesthetics: deformation, color change.

- Locations of intervention: right at the lesion. In the case of
diffuse malformation, interventional therapy is performed at the site
of symptom presentation.

- All cases of treatment are used absolute alcohol as the main
material for artetial embolization and nidus malformations.

- Coils are used to support in case of need to reduce the amount of
alcohol, especially used to block the vein near the arteriovenous
fistula in AVMs.

- NBCA glue is used when the microcatheter position cannot
reach a secure position.

There are no contraindications to the treatment of AVMs.
2.2.3.2. Patient Preparation

The patient will be examined before anesthesia. Prepare the
patient 24 hours prior to treatment as a surgical treatment under
general anesthesia.
2.2.3.3. Interventional treatment techniques

* Instruments — materials:

* Patient Positions:

- Depending on the location of the malformations that need
intervention.

* Interventional techniques:

- All treatment cases are under general anesthesia.

- For AVMs, the diagnosis is confirmed by digital angiography
with Sheldinger technique, the location of the entrance is the right
femoral artery.

- With AVMs: Insert the needle into the malformations with a
needle with the size from 18G to 23G, the length from 100mm to
200mm depending on the depth of the lesion.

- The maximum amount of alcohol that can be used for each time
is Img/kg.
2.2.3.4. Postprocedural treament

Symptomatic treatment after the procedure with anti-
inflammatory, analgesic, antibiotics if infections occur.

2.2.4. Clinical assessment and postprocedural follow-up
Assess response to treatment according to 3 criteria:
+ Clinical response (symptoms and signs).
+ Diagnostic imaging.
+ Synthesize clinical responses, diagnostic imaging and
complications as a results of treatment.

10



Treatment outcomes are divided into clinical response and
imaging response and overall treatment outcome.
2.2.4.1. Clinical response assessment

Complete clinical response [125].

Near — complete clinical response: complaints persist, aesthetic
index decreases by 2 steps on the scale.

Partial response: complaint symptoms improved, aesthetic index
decreased by 1 level or remained.

Severe complications (death, severe permanent sequelae,
Require intensive intervention, Inpatient hospitalization > 48h).

Mild complications (temporary sequelae such as neurapraxia,
reversible skin lesions, muscle injuries, motor impairment).
2.2.4.2. Imaging response assessment

Treatment results were assessed by the degree of hypoperfusion
in the malformation (100%; 76 - 99%, 50-75%, <50%).

For VMs, the malformation cavity is calculated by the formula:

V = (NXTSxD)/2
V: volume of venous malformation cavity.

N: maximum width on one or three three-dimensional splanes.

TS: maximum height on one or three three-dimensional planes.

D: maximum length on one or three three-dimensional planes

[118].
AVMs are effectively evaluated based on DSA imaging of
arteriovenous malformations.
2.2.4.3. Treatment results
Evaluate the results of treatment as follows:

+ Complete response: complete improvement of clinical
symptoms and 100% reduction of perfusion on imaging.

+ Near — complete response: improve clinical symptoms completely
or almost completely and improve imaging from 76% - 99%.

+ Partial response: partial clinical improvement and imaging
improvement from 50 to 75% or < 50% perfusion in malformation
on imaging.

+ Treatment failure: when causing severe complications,
amputation or removal of malformed organs or aggravation of
clinical symptoms.

+ Evaluate the radiation dose for each case and the total dose.

Finally, evaluate the overall outcome of the treatment method
when the treatment result from partial response to complete response
or ineffectiveness.
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2.2.5. Data collection and deviation management process

The collected data are put into the research sample medical
record, then entered into Excel software for management and
monitoring. Data from Excel were converted and processed using R-
statistical software.
2.2.6. Research variables
2.2.6.1. Common variables
2.2.6.2. Laboratory and imaging variables
2.2.6.3. Treatment variables
2.3. RESEARCH ETHICS

The research outline was approved by the Ethics Committee in

biomedical research at Nhan Dan Gia Dinh Hospital and the Medical
Ethics Committee in biomedical research at Hue University of
Medicine and Pharmacy (Decision No. 54 /QD-NDGD 15/01/2016).

Chapter 3
RESEARCH RESULTS

85 patients, including 16 cases of AVMs and 69 cases of VMs
were diagnosed according to ISSVA 2014 criteria and treated with
absolute alcohol injection.

3.1. General features
Bing 3.1. General characteristics of the study distributed by age

(n=85)
Features Quantity (n = 85)
Median (Q1-Q3) 18 (14-32)
Mean (Standard Deviation) 23,4 (13,7)
Youngest age — oldest age 5-64
36,5
%

63,5
%

m Male mFemale

Chart 3.1. Distribution by sex of the study population
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18%
Arterialveno
malformati

Venous
malformation

82%

Chart 3.3. Proportion by type of malformation
Table 3.2. Classification of malformation by sex and age (n=85)

Vascular malformation
VMs AVMs
(n=69) (n=16) P
n (%) n (%)
3 1
<7 (4.3%) (6,2%)
Age 36 3
group | 7-18 (52,2%) (18,8%) 0,039
(ears) 0 i2
>18
(43,5%) (75,0%)
Mean /Standard 21,9 29,9
A% | Deyiation (12.8) (15.9) 0,033
(vears) \iedian (Q1-03) | 17 (13-27) | 255 (21- 41.8)
Table 3.5. Signs at site by type of malformation (n = 85)
Vascular malformation
. VMs AVMs
Signs (n=69) (n=16) P
n (%) n (%)
Lump 67 (97,1) 16 (100) 1,0
Painful 36 (52,1) 6 (37,5) 0,435
Color change 2(2,9) 5313 0,001
Bleeding 1(1,4) 5(31,3) <0,001
Pulse 0(0) 9 (56,3) <0,001
Others (Dysphagia , hand
numbness) 22 (31,9) 6 (37,5) 0,892
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Table 3.8. Features of computed tomography images of
arteriovenous malformations (n=13)

AVMs

Features (n=13)
Invasion
-Epidermis/epithelium 1(7,7%)
- Subcutaneous tissue 11 (84,6%)
- Bone 0
- Muscles 1 (7,7%)
Locality
- Local 11 (84,6%)
- Diffuse 2 (15,4%)
Grayscale density
- Soft tissue 13 (100)
Contrast agents absorption
- Strong 12 (92,3%)
- Medium 1 (7,7%)

Table 3.9. Features of isointense lessions on T1, T2 and STIR for
each type of vascular malformation (n=74)

Classification of vascular
malformations
Feature (AVM) | (VM) %’)I’;
(n=5) (n=67) (n=2) P
n (%) n (%) n (%)
Tl No 3(60,0) | 7(10,9 0 0.006
isointense Yes 2(40,0) | 60(89,6)| 2(100) |
T2 No 3(60,0) | 3(4,5) 0 <0001
isointense Yes 2 (40,0) | 64 (95,5)| 2(100) ’
STIR No 3(60,0) | 4(6,0) 0 <0001
isointense Yes 2 (40,0) | 63 (94,0)| 2(100) ’
Hyperintense| 2 (40,0) | 9 (13,4) 0
T1 Isointense | 1(20,0) | 8(11,9) 0 0,237
Hypointense | 2 (40,0) | 50 (74,6) | 2 (100)
Hyperintense| 4 (80,0) | 65 (97,0)| 2 (100)
T2 Isointense | 1(20,0) | 1(1,5) 0 0,261
Hypointense 0 1(1,5) 0
STIR Hyper_intense 5(100) | 67 (100) | 2(100) NA
Hypointense 0 0 0
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Table 3.10. Features of flow-void, Phleboliths on T2 by type of
malformation and contrast enhancement on T1 FS (n=74)

Classification of vascular malformations
AVMs VMs VM-LMs
Features (n=5) (n=67) (n=2) p
n (%) n (%) n (%)
i No 1(20,0) | 26(38,8) | 1(50,0)
Flow-void e —27(80.0) | 41 (61.2) | 1(50.0) | 2861
. No 5 (100) 25 (37,3) 2 (100)
Phleboliths Yes 0 42 (62.7) 0 0,006
Intensity of | Strong| 5 (100) 66 (98,5) | 2(100)
enhancement 0,948
on T1ES Weak 0 1(1,5) 0

Table 3.13. Imaging Features of digital subtraction angiography with
direct needle puncture before intervention in the group of venous
malformations, lymphatic malformations (n = 69)

Features ma\l?gr;?r?;tion Kﬂgﬁ;ﬁc
_ malformation p
(n=67) (n=2)
Types of fluid
Blood 67 (100) 1(50,0)
Lymph 0 0 0,029
Blood + Lymph 0 1 (50,0)
Connection to  the
cardiovascular system 61(91,0) 2 (100) 1

Table 3.15. Value of computed tomography in the diagnosis of
arteriovenous malformations (n=16)

Total | Number Sensitivity Specificity Positive
cases | of correct Predictive
diagnoses Value (PPV)
16 15 93,8 (69,8-99,9) NA 100%
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Table 3.16. Value of magnetic resonance imaging in the
diagnosis of venous malformations (n=69)

Total Numb Sensitivit Specifi Positive
cases er of y city Predictive
correct Value (PPV)
diagnoses
97,1
69 67 (89,9-99.7) NA 100%

3.2. TREATMENT RESULTS
Table 3.18. Treatment features between the two groups: AVMSs

and VMs (n=85)

AVMs VMs
Features (n = 16) (n = 69) p

Intervention 30+21 22+172 0,048
times

Approach

Direct needle 9 (56,3) 69 (100) <0,00
puncture 5(31,2) 0 1

Intravascular 2 (12,5) 0

Both

Number of 51+38 50+£35 0,971
injection sites

Total alcohol <0,00
volume (ml) 50,5 +49,7 24,8 +18,7 1

Compression of 8 (50,0) 45 (65,2) 0,398
draining veins

Supportive
treatment 10 (62,5) 64 (92,8)

No 3(28,8) 0

Coils 1(6,2) 2(2,9) 0,002

Surgery 1(6,2) 3(4,3)

Others

Combination 1(6.3) 0
(NBCA+surgery)

Total radiation 47329,1 + 77417 + <0,00
dose (UGym?2) 51414,2 7051,0 1
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Table 3.19. Results of treatment of vascular malformations

(n=85)
Classification of vascular D
malformations

Treament response AVMs VM

(n=16) (n=69)
Cosmetic Yes 8 (50,0 62 (89,9) <0.001
improvement No 8 (50,0) 7(10,1) '
Complete
response 1(6.3) 0
clinical cglneu%rle_te 10(625) | 36(522) | 0,116
response response ' ’ '
Partial
response 5(31,2) 33 (47,8)
100% 4 (25,0) 0
. >75%-
Imaging 2100% 2 (12,5) 25(36.2) | 401
FeSPONSe ™ 5006-75% 9 (56,3) 44 (63,8)
<50% 1(6,2) 0
Complete
response 2(125) 0
Near —

Overall complete 3(18,8) 19 (27,5)
treatment response 0,015
outcome Partial

response 9 (56,3) 48 (69,6)
None
response 2 (12,4) 2(2,9)
Effective Yes 14 (87,5) 66 (95,7) 0510
treatment No 2 (12,5) 3 (4,3) ’
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Table 3.20. Relationship between complications and type of
vascular malformation (n=85)

Classification of vascular D
L malformations
Complication AVMSs VMs
(n=16) (n=69)
No 15 (93,8) 66 (95,7)
Severe
Severe permanent 1(6,2) 1(1,4) 0,573
sequelae
Intensive care 0 2(2,9)
No 1(6,2) 3(4,3) 1
Neurapraxia 0 1(1,4) 1
reversible skin
Mild | lesions 8 (50,0) 20 (29,0) 0,188
Swelling 13 (81,3) 60 (87,0) 0,848
Pain 13 (81,3) 55 (79,7) 1
Dry skin 1(6,2) 0 0,422
Pain level after
intervention 43+1,7 42+14 0,855

Table 3.24. Prognostic factors for cosmetic improvement
after treatment for malformation (n = 85)

Prognostic | Comparative
variable variable OR 95%Cl P
Type of
malformation AVMs 8,57 2,17-33,93 | 0,002
Type 1l
Yakes 0,03 0-0,29 0,003
Classification AVMs Type IV
0,11 0,02-0,67 | 0,016
Dubois VMs Type Il
classification 8,25 1,98 —-34,38 | 0,004
Number of .
treatments 1 times 0,49 0,32-0,76 | 0,001
Number of
alcohol 1 site 0,77 0,65-0,91 0,002
injection sites
Alcohol
volume 1ml 0,98 0,96-0,99 | 0,011
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Chapter 4
DISCUSSION

4.1.CLINICAL CHARACTERISTICS AND IMAGINGS OF
VASCULAR ANOMALIES DISEASES
4.1.1 Clinical characteristics

There are 54 females (63.5%) and 31 males (36.1%) in 85 patients
(Fig 3.1), mean age 23,4 + 13,7, the youngest and the oldest is 5 and 64
years old, respectively. Median age is 18 (14 to 32), comparable to other
studies. The under 6-year-old group is 4.7%, the 7 to 18-year-old group
is 45.9% and the over 18-year-old group is 49.4%.

Fig 3.3 — gender and age differences in the AVM and VM group;
demonstrates the greater number of AVM in the over 18-year-old
group, which is 75%, compared to 43.8% VM in the same one, p =
0,039; whilst the frequent age of VM is 7 to 18. Mean age of AVM is
29.9, while that of VM is 21.9, p = 0.033. In terms of age in vascular
anomalies diseases, Lee et al reported the female predominance, with
a female to male ratio of 60:40 in all types and 2:1 in AVM group
exclusively. Our study shows age divergence between AVM and VM
group, that 75% of AVM is above 18 when admitted, mean age 29,9
+ 15,9, p = 0.039 and 0.033 respectively. Regarding AVM, the disease
progression is related to hormonal changes or secondary impact (trauma,
e.g.) leading to the late onset opposed to VM.

A study of 3573 under 3-year-old children diagnosed with
vascular anomalies disease publicized by Tansdi et al (1993)
demonstrates 1.2% cases of vascular anomalies (43/3573).
Additionally, VM and AVM account for 16 cases (30.7%).
According to Akita et al in a study of 123 patients, 69.9% is female,
69,1% is VM, 15.44% is AVM and mixed type is 6.69%.

Lee B.B. et al reported 32.8% VM, 12% AVM, 43.2% others and
10% unidentified type in their study. However, in the unidentified
group, VM is later defined.

In the matter of functional symptoms, including swell, pain,
deformity, hemorrhage and discoloration of the lesions, it is more
frequently seen in AVM (25% and 18,8%) than VM (4,3% and
1,4%), p = 0.022, similar to other studies.

There are many specific signs of AVM including discoloration,
hemorrhage and blood pulsing, with p = 0.005, 0.001 and <0.001,
respectively, which is in accordance with literature.
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Concerning the lesional locations, there are 9/16 (56.2%) AVM and
33/69 (47.8%) VM in the head and neck. The second most popular site
is limb, with 5/16 (31.3%) AVM and 32/67 (46.4%) VM.

According to Lee, lower limb, head and neck, upper limb and body
account for 38.6%, 22.9%, 11.5% and 6.5%, each in order, comparable
to our study.

4.1.2. Imaging characteristics

Most AVM are diagnosed with CT (68.8%), while most VM are
done with MRI (100%), p<0.001; corresponding to other study by
Arnold, Bashir, Darrow, Dubois, Fayad, Gunelyi, Wang. With the
exception of contraindications, MRI is preferential modality for
diagnosing vascular anomalies diseases.

However, in some instances, both MRI and CT are necessary for
diagnosis.

There are various characteristics of AVM on CT, including
subcutaneous invasion (84.6%), regional lesion (84.6%), tissue density
values (100%) and hyperenhancement (92.3%). The AVM which is
slightly enhanced are mostly Yakes type 1V.

Fig 3.10, on T1W, T2W, STIR images, the heterogenous lesions
are more frequently seen in AVM than in VM, p=0,006, <0,001,
<0,001, respectively.

Fig 3.11; our study confirms that hyperenhancement is specific
feature of vascular anomalies disease (100% AVM, 98% VM). One of
the diagnosis features of vascular anomalies disease is flow-void,
specific for high-flow AVM. Additionally, flow-void is observed in
39.1% VM in our study, which is higher than others (31.25%, Rak et
al.). It is because of the anstomosis to central venous system, though
the flow is not as quick as it is in AVM. Phlebolith is a specific
characteristic of VM, due to slow flow leading to calcification
(60.9%), p<0.001.

DSA features of AVM including dilatation of feeding arteries
(87,5%), early venous filling (93,8%), dilatation of venous drainage
(75%) are all key features in accordance with ISSVA 2014.

Based on Yakes AVM classification, the most frequent type is type
IV (37.5%), followed by type Il (31.3%), type | (12.55), type Illb
(12.5%) and type Illa (6.2%). This classification is certainly applicable
to treatment as it assist in the analysis of venous features of AVM,
which is the target of embolotherapy.
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Fig 3.14, the fluid suctioned is consistent with primary diagnosis,
meaning accuracy 100%, p=0.029. DSA images established the
difference in central venous connection of VM and LM, p=1; there are
91% VM cases having central venous anastomosis specifically.

Fig 3.15, the most common VM type is type Il Dubois — Puig
(53.6%, followed by type 111 (18.8%).

Tropp et al reported that 23/51 VM definitively diagnosed with
venography by DSA, which is distinct from our study as 100%
vascular anomalies diseases are determined by DSA during the
process of diagnosis or treatment.

We made the comparision between CT, MRI and DSA to
determine the sensitivity and positive prediction value in AVM
diagnosis. Concerning CT, the sensitivity is 93.8%, the positive
prediction value (PPV) is 100%, while the sensitivity and positive
prediction value of MRI is 97.1% and 100%, respectively.

4.2. THE RESULT OF TREATMENT BY ABSOLUTE ALCOHOL
SCLEROSIS

46.4% VM have under 1-year follow-up. There are 73.3% AVM
having over 1-year follow-up, which is disticnt from other groups,
p=0.042 (fig 3.18), similar to studies from other authors who reported
follow-up period ranging from 6 to 32 months. In addition, Do et al
describes the follow-up time of AVM reaching 48 months, mean 14.6
months. This distinction may be due to the complexity of AVM,
requiring multiple treatment sessions.

There are two approaches of vascular anomalies disease:
endovascular and direct puncture; p<0.001. The total volume used in
AVM and VM intervention is different, p<0.001, which are 50,5 +
49,7 mL and 24,8 + 18,7 mL, respectively. Due to the pathologic
anastomosis between artery and vein, the injected alcohol quickly
flows from the puncture site to the venous drainage, results in more
alcohol volume needed and different assisted techniques to slow the
flow including compression, coling, p=0.002. Long flouroscopy time
for each AVM treatment session is needed, leading to more radiation
dose, which is 47.329 + 51.414,2 uGym2 compared to 7741,7 + 7051
uGymz2 for each one of VM, p<0.001. Regarding VM treatment, venous
drainage compression to prevent deep venous thrombosis has been
reported in many studies.

In a study by Do et al concerning AVM, there are 32/40 patients
going through over 2 sessions of alcohol sclerosis. In terms of VM,
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Koo et al reported a majority of cases having under 2 treatment
sessions. However, Koo perform sclerosis by using a combination of
alchol and radiofrequency ablation under ultrasound guidance, which
is distinct from our way. Furthermore, Wang et Su believe that
regarding treatment of VM in the head and neck region, the more
volume of alcohol used (under 1ml/kg), the more effective the
treatment is.

In the matter of treatment assesment, 1/16 (6,3%) AVM has
complete clinical response and 4/16 (25%) have complete radiological
response, p=0.116 and <0.001, respectively. 89.9% VM have better
asthetical response than AVM (50%), p<0.001. Despite the treatment
response of VM (95.7%) is superior to AVM (87.5%), AVM can be
radically managed not only clinically but also radiologically.

With reagard to VM, there are multiple treatment complications
including pain (79.7%), swollen (87%), neurological pain due to
inflammation (1.4%). Most of them are self-limited, some may require
topical antibiotics or anti-inflammatory drugs. There are 4 cases of
severe complication, including 3 VM (4.3%), 1 AVM (6.2%). All of
them are large surface infected necrosis requiring surgery and strong
antibiotics. One case of permanent complication is distal index finger
necrosis after AVM treatment, resulting in dactylectomy. In spite of
different complication rate, there is no distinction between severe and
minor complication of VM and AVM.

There is no difference of pain level between AVM (4,3 +1,7) and VM
(4,2+1,4), p =0,855. Paracetamol is sufficient in the first 24 hour.

The extent of VM treatment response following Dubois — Puis
includes type 1 (100%), type 1l (97.3%), type 1V (80%). Regarding
AVM, treatment response in agreement with Yakes classification
shows perfect response in type Il and type Il (100%). Type I,
however, has 50% response rate.

Cho et al in a study of AVM indicated that 48% cases having minor
complications such as blister, skin necrosis. About severe
complication: 2/66 ulnar paralysis, one case of severe infection
requiring amputaion.

Surgery is only compatible with small, localized lesion. It depends
on Schobinger classification, emphasizing the importance of clinical
aspects which demonstrate the natural progress of peripheral vascular
anomalies. A study by Kang shows the results of surgery management
of VM: 6% great, 72% good and 22% insignificant change.
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Nevertheless, concerning AVM, the results are much better, with 29%
great, 57% good and 14% insignificant change. Nguyen Cong Minh
reported 67 cases of vascular anomalies surgery management;
however majority of cases (48 cases) is under 3cm, single and shallow.
Apart from that, 19 cases are above 3cm, extensive, deep, and 68%
have bad surgery outcome, 16% have recurrent lesion, mostly in group
having extensive nidus. 81% undergo bad surgery outcome comparing
to 4.1% severe complcation in our study. In terms of distinctive
vascular anomalies types, surgery achieves some limited results
according to some studies by Steiner (VM), Visser (AVM), Monterio
(lower mandibular AVM), Giuseppe (hand AVM), Lee (LM);
however the results are not better than other studies’, with low rate of
complete response, high rate of complication.

In comparision with surgery, our study attains 95.5% VM and
86.7% AVM. The rate of severe complication is 4.5% VM and 6.7%
AVM. The most frequent complications are pain and swollen. Based
on the pain scale, the average pain level is 4 and it decreases with time
or with pain relief.

Endovascular intervention can be single treatment, or in
combination with surgery or multidisciplinary approaches. It is divided
into two types based on types of vascular anomalies disease: VM and
AVM. AVM is often approached by transarterial or percutaneous
technique. There are multiple studies by Muller Willie, Akita, Lidsky,
BB Lee, which mention the management of vascular anomalies
preferring multidisciplinary approaches.

A study concerning direct alcohol punture of VM by Wang et al
demonstrates good result in 28.6% cases and 33% achieve great
outcome. If all cases having definite improvement are combined, our
study shows better results than Wang’s study. Other sclerosing
agents such as STS, Picibanil (OK32), Doxycyline, Bleomycine, acid
acetic, pingyangmycin, Polidocanol are normally employed in VM
treatment. According to Defnet, Donovan, Giurazza, though they do not
give as good outcome as alcohol does, they contribute to lower
complication rate.

In a meta-analysis by Li — Ming Sun (2020) comparing absolute
alcohol and polidocanol in VM treatment, there are 7 studies using
alcohol, including total 331 patients, treatment response ranging from
70-95%. Complete response are observerd in 6 studies, vary from 5%
to 68%. In those studies using polidocanol in VM treatment, there are
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117 patients in 4 studies, the treatment reponse is from 44% to 90%;
complete reponse is ranging from 21% to 76%. In the author’s
opinion, absolute alcohol is considered stronger and more effective
sclerosant than polidocanol, though it could lead to higher
complication rate.

Besides endovascular treatments, some drugs have been utilised in
vascular anomalies disease treatment, including corticoid, beta
blocker, some under-development drugs such as Sirolimus,
Bevacizumab

Based on the results of our study, we make assesment of the
association between variables, treatment response and complications.
If the pain level on the pain scale increases 1 point, risk of
complication increases by 2.97 fold, p=0.017

In terms of aesthetic improvement, VM is superior to AVM by
8.57 fold, p=0.002

Type Il and type IV Yakes AVM have the worst aesthetic
improvement compared to VM, p=0.003 and 0.016, respectively.

Type Il Dubois VM have the greatest aesthetic improvement in
comparision with AVM by 8.25 fold, p=0.004.

CONCLUSION

1. Clinical characteristics, diagnostic imagings for peripheral
vascular malformations following ISSVA 2014:

Gender distribution: male 36.5%, female 63.5%; over 18-year-old
group is 49.4% and the youngest and the oldest is 5 and 64 years old,
respectively; Median age is 18 (14 to 32), comparable to other studies.
Vascular malformations’s distribution: AVMs 18%; VMs 82%.

Clinical signs: specific symptoms for AVMS are haemorrhage and
discolorations, p = 0,022 va 0,020. Specific physical examinations for
AVMs is, p <0,001. Most position seen in AVMs (56,2%) and VMs
(47,8%) is head and neck.

Diagnostic Imagings:

MSCT and MRI are chosen for definite diagnostic and therapeutic
plan. MRI is advantage to diagnose all vascular malformations except
for contraindications and limitations in thoracique wall, lung, bone
where MSCT is better exploration. In some difficult situation, both
MSCT and MRI are used to increase capacity of accuracy. MSCT’s
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sensitivity is about 93.8%, positive predicted value about 100%,
meanwhile, MRI is about 97.1% and 100% respectively.

2. Therapeutic results of vascular malformations managed by
absolute alcohol:

All of VMs procedure is direct puncture, while 68.8% of
AVMs is used it, p <0,001. Therapeutic sum of alcohol, material
assisted and radioactive dose is used more in AVMs rather than
VMs statistically p<0.001. Aesthetic improvement is better in
VMs (89.9%) compared in AVMs (50%), p <0,001.

Clinical and imaging completed therapeutic results, there are 2 cases
of AVMs, 13,3%, p = 0,013. Following Dupois Puig classification,
response of type I is 100%, type 1l (97,3%), p = 0,383. Following Yakes
classification, response of type Il and Il is 100%, p = 0,432.

There are 3 seriously complications in VMs, rates 4.3%;
including 2 cases specific treated requirement. Minor complications
are swollen (87%), painful (79.9%), reversible skin lesions (29%),
glimpse nerve damage (1.4%). In AVMs, there is 1 severe
complication, rate 6.2%, minor complications are included swollen
(81.3%), painful (81.3%), reversible skin lesions (50%), dry skin
(6.2%).

Following guidance from ISSVA 2014, standard diagonstic
imagings (evaluation for 3 axials), management of peripheral vascular
malformations is proved effectively excelent success with 87.5% for
AVMs and 95.7% for VMs, complicated rates is quite low 1.4%.

Recomendations

Absolute alcohol (99.5%) is effective, cheap agent which is useful
for management of peripheral vascular malformations. But,
complications are still matter which physician shold be awared of, so
should be trained well before use it.

Management of peripheral vascular malformations should require
multiple discipline (IR, vascular surgeon, dermatologist, radiologist,
reconstructive surgeon), multiple methods for increasing successful rate.

Our research has limitations because of lacking of quantity of
cases and limit of follow up time. In future, research should focus
on every single of malformations in field of diagnostic and
management (VMs, AVMs, LM, CM). We need to launch
comparaison of every agent so that we can find out best solutions
for treating them.
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