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PAT VAN DE

1. Tinh c4p thiét cia dé tai

Viém da co va viém da co duoc xép vao nhoém bénh ty mién véi ton thuong co ban 1a tinh trang
viém man tinh cta cac bo co (viém da co) va co thé c6 ton thuong da kém theo (viém da co). Tién trién
cua bénh viém da co va viém da co phu thudc vao mue do tén thwong ctia cac co quan trong co thé va
su Xuét hién cua cac tu khang thé c6 trong huyét thanh. Trong viém da co va viém da co, hon 80%
bénh nhén c6 nhimng khang thé khang lai cac thanh phan caa bao twong hodc nhan té bao. Viém da co
va viém da co gdm mdt nhom bénh ¢6 biéu hién nhiing triéu chimng 1am sang khong ddng nhit nén viéc
xéac dinh cac khang thé dac hiéu voi bénh rat quan trong, giup bac sy 1am sang nhan biét duoc nhiing
biéu hién 1am sang dic trung véi timg khang thé, tién lwong bénh nhan va chon dwoc mot phac do diéu
tri thich hop ciing nhu dé 1am 16 hon co ché bénh sinh cia bénh.

Trong bénh viém da co va viém da co, mot s6 gen thudc phic hop hoa hop mé cha yéu cua ngudi
(HLA- human leukocyte antigen) c6 lién quan chat ché va rd rang nhat voi sy tién trién ciia bénh. D6 1a
nhiing gen thuéc HLA I6p I va HLA 16p 11, nhitng gen nay tham gia ma hoa cac phan tir nhan biét va
trinh dién khang nguyén nén c6 mot vai trd quan trong trong qua trinh diéu hoa mién dich cia co thé.
Nhimng gen nay ciing c6 mbi lién quan chit ché véi cac khang thé dic higu cia bénh va bénh nhén s& c¢6
nhitng biéu hién dic diém 1am sang dic trung riéng twong tng véi timg gen. Khi phan tich ban do gen
tir cac nghién ctiru duoc tién hanh & nhidu chung toc ngudi khac nhau cho thay, bénh viém da co va
viém da co ¢6 lién quan chat ché nhat véi hai locus HLA-DRBI1 va HLA-DQAL.

Trén thé gidi, dd c6 nhiéu nghién ciru tim hiéu vé cac dic diém 1am sang, can lam sang va
nhitng thay d6i mién dich ciing nhu vai trd ctia gen trong co ché bénh sinh cua bénh viém da co va
viém da co. Tai Viét Nam, da c6 mot s6 nghién ctu vé dic diém 1am sang, can 1am sang cua bénh
viém da co va viém da co nhung chua cé nhiéu nghién ctru tim hiéu vé cac thay d6i mién dich va
nhitng gen nguy co cua bénh & nguoi Viét Nam.

2. Nhirng déong gop méi caa luan an

- Luan an da nghién ctu vé dic diém l1am sang va can 1am sang cta bénh viém da co va viém da
Co.

- Luan 4n da tim hiéu vé cac thay d6i mién dich va nhitng gen nguy co ctia bénh viém da co va viém
da co ¢ nguoi Viét Nam, so sanh véi cac chiing toc ngudi nude ngoai. Viée xac dinh cac bién thé gen
1a yéu t6 nguy co cua bénh ¢ nguoi Viét Nam ciing s& giup hoan thién ban db gen thé gisi va 1a co so
cho qué trinh phat minh cac thudc diéu tri dac hiéu hon cua bénh.

3. Muc tiéu nghién ctiru
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- MGé td dic diém lam sing- cén lam sing ciia bénh viém da co va bénh viém da co.
- Khdo sdt méi lién quan giita mét sé tw khdng thé cia bénh viéem da co va bénh viém da co
Vdi mét sé dic diém ciia bénh.
- Khdo sdt ddic diém mét sé allele thugc locus HLA-DRB1 ciia bénh viém da co va bénh viém
da co ¢ ngwoi Vigt Nam.
4. Céu tric ludn 4n
Luan 4n c6 123 trang, voi 4 chuong chinh: it van dé (2 trang), chuong 1: Tong quan (33
trang), chuong 2: Pdi twong va phuong phap nghién ctru (14 trang), chuong 3: Két qua nghién cau
(31 trang), chwong 4: Ban luan (40 trang), Két luan (2 trang), Kién nghi (1 trang). Trong luan an co
35 bang, 7 biéu d6, 1 so dd, 7 hinh
Luan an c6 162 tai liéu tham khao, trong d6 c6 5 tai liéu tiéng Viét, 157 tai liéu tiéng Anh.
CHUONG 1
TONG QUAN VE BENH VIEM PA CO VA VIEM DA CO

1.1. Céc thay déi vé mién dich trong bénh viém da co va viém da co

Bénh viém da co va viém da co dac trung boi sy tham nhiém cua céc té bao viém don nhan vao
trong t6 chic co, dan dén tinh trang yéu co va moi co. Trong huyét thanh cua nhiing bénh nhan nay,
c6 nhiéu khang thé luu hanh duoc phét hién.
1.2. Vai tro ciia gen trong co ché bénh sinh ciia bénh viém da co va viém da co

Trong viém da co va viém da co, mot s6 gen thuoc HLA 16p I va 16p 11 ¢6 lién quan chit ché véi
su tién trién cua bénh, di tac dong 1én nhirng loai té bao lympho T khéac nhau, dan dén su kich thich
(yéu t6 nguy co) hoic ¢ ché qué trinh tién trién cua bénh (yéu té bao vé). Cac allele nguy co va
allele bao vé chéng lai sy tién trién cua bénh viém da co va viém da co ciing khac nhau vé tinh bén
virng bén trong cua allele, dan dén nhimg tac dong khac nhau (kich thich hodc tc ché) 1én su trinh
dién cua cac ty khang nguyén. Cac allele cia HLA c6 lién quan chit ch& véi su xuat hién cua nhiing
tu Khang thé dac hiéu véi bénh va co thé 13 nguyén nhan din dén su xuét hién doc 1ap cua cac khang
thé nay & trong huyét thanh.
1.3. Pic diém 1am sang- cin 1am sang cia bénh viém da co va viém da co

- Co: Yéu co ving gdc chi d6i xtmg hai bén. Cac men co trong huyét thanh ting.

- Da: Ban mau do tim ¢ ving mi mat, ban Gottron

- Ho hap: Viém phdi k&, giam qua trinh thong khi do rdi loan chiic nang cua co hoanh.

- Khép: Pau khép hoidc viém khép gidng nhu viém khép dang thap.

1.4.Cac tw khang thé trong bénh viém da co va viém da co
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Céac tu khang thé trong viém da co va viém da co dugc chia thanh 2 nhom chinh: khang thé dic hiéu
vai bénh va khang thé két hop véi bénh.

- Khoang 50% bénh nhan c6 cac tu khang thé dic hiéu voi bénh, gdm: nhém khang thé khang
synthetase, khang SRP, khang Mi-2, khang CADM-140, khang SAE, khang p155/140, khang p140
va khang 200/100.

- Céc khang thé két hop vai bénh viém da co va viém da co: c¢6 thé gip trong cac bénh ty mién

khac nhu khang thé khang PM/Scl, Mas, Ro60/SSA, La/SSB va Ro52.
CHUONG 2: POI TUQNG VA PHUONG PHAP NGHIEN CUU

2.1. Pia diém va thoi gian tién hanh nghién ctu
- bia diém: Khoa Co xwong khép, Bénh vién Bach Mai.
- Thoi gian: tir 4/2011 dén 1/2014.

2.2. Pdi twong nghién ciu
Nghién citu gom 2 nhém:

e Nhom 1 (nhém bénh): 151 bénh nhan viém co tu mién (88 bénh nhan viém da co va 63 bénh
nhan viém da co).

e Nhom 2 (nhém chirng): 116 ngudi khoe manh, vai muc ti€u phéan tich cac allele thudc locus
HLA-DRB1, ban than va gia dinh khong c6 bénh Iy khép, duoc lay tir cong dong va chap
nhan tham gia nghién cuu.

2.2.1. Tiéu chudn lwa chgn: Cac BN duoc chan doan xac dinh viém da co hodc viém da co theo tiéu
chuan chin doan cua Bohan va Peter nam 1975, diéu tri noi trGi va ngoai tra tai Khoa Khép, Bénh
vién Bach Mai, dap tng tiéu chuan lya chon.
2.2.2. Tiéu chudn logi trie BN viém da co va viém da co khéi nghién ciru

- BN khong dong y tham gia nghién ciu.

- Bénh viém da co va viém da co két hop véi cac bénh tu mién khac.

- Bénh ly co khac.
2.3. Phwong phap nghién ciru
2.3.1. Logi hinh nghién ciru: tién ciru, mé ta, cit ngang.

- C& méu: theo ¢& mau 1am sang thuan tién, tong sé6 BN viém da co va viém da co tham gia nghién
ctu la 151 BN.
2.3.2. Tién hanh nghién ciru

- Céc BN viém da co va viém da co tham gia nghién ctru dugc phan loai thanh 2 nhom, gom :

+ Nhom 1: cac BN dugc chan doan xac dinh viém da co nguyén phat.
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+ Nhom 2: cac BN dugc chan doan xac dinh viém da co nguyén phat.

- T4t ca cac BN viém da co va viém da co tham gia nghién ctru déu duoc héi bénh va thim kham
]am sang theo 1 mau bénh an thdng nhat. Sau d6 cac BN duoc ldy mau 1am xét nghiém va lam céc
phuong phap tham do can thiét dé phat hién ton thuong & cac co quan trong co thé. Cac BN tham gia
nghién ctru déu dugc sang loc dé phat hién ung thu. Néu BN c6 céc triéu ching nghi ngo s& duoc noi
soi da day, chup C.T.Scanner 6 bung va ving tiéu khung.

- Nhom chiing gém 116 nguoi khoe manh ciing dugc ldy mau dé 1am xét nghiém phan tich cac
allele thuoc locus HLA-DRBI1.

2.4. N§i dung nghién ciru
2.4.1. Pdc diém lam sang ciia nhém BN viém da co va viém da co tham gia nghién ciru

- Tudi, gidi, can ning, chiéu cao, thoi gian mac bénh.

- Cac triéu chitng khai phat. Tién st hut thude 14 va cac bénh 4c tinh kém theo.

- Biéu hién toan than va ton thuong cia cic co quan trong co thé.

- Céc ton thuong & phdi trong bénh viém da co va viém da co gdm: viém phdi do sic, viém phoi
k&, giam kha nang thong khi do yéu cac co ho héap lién quan dén bénh.

- Chédn dodn viém phoi ké khi:

1. Trén phim Xquang phoi thudng quy c6 xo phdi va c6 hoic khong cé réi loan thong khi han ché

khi do chtrc nidng ho hap, gom:

+ FEV1 (thé tich tho ra tdi da trong gidy dau tién) giam < 80%

+ FVC (dung tich sdng gang stc) giam < 80%

+ TLC (dung tich toan phdi) giam < 80%

+ FEV1/ FVC > 80%
Hozc 2. Trén phim C.T.Scanner phdi ¢6 it nhat 1 trong cac ddu hiéu sau va c6 hodc khong c6 rdi loan
théng khi han ché khi do chirc nang ho hap

+ Hinh t6 ong

+ Hinh kinh m¢

+ Xo phodi va c6 hinh anh luéi

+ Gian phé quan do co kéo
- Thei diém xudt hign cdc tén thwong ¢ phéi: trude khi dugc chan doan viém da co hodc viém da
co, cung lic véi cac tridu ching khac ciia bénh hodc xut hién sau khi dugc chan doan bénh.
- Cdc thuéc diéu tri: corticoid, methotrexat, chloroquin, azathioprin, cyclophosphamide,
immunoglobulin, thoi gian- liéu luong.

2.4.2. Pic diém cin lim sang ciia nhém BN viém da co va viém da co tham gia nghién ciru
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2.4.2.1. Cac xét nghiém sinh hoa mau: protein C phan ung (CRP), SGOT,SGPT, creatinin kinase
(CK), lactatdehydrogenase (LDH), protid va albumin dugc thuc hién tai Khoa Sinh héa, Bénh vién
Bach Mai, gia tri tham chiéu do khoa cung cap.

2.4.2.2. Xét nghiém cong thirc mau.:dac diém céc t& bao mau ngoai vi va tdc do mau léng duoc thuc
hién tai Khoa Huyét hoc, Bénh vién Bach Mai, gi4 tri tham chiéu do khoa cung cap.

2.4.2.3.Xét nghiém tim cdc tw khang thé cua bénh viém da co va viém da co & trong huyét thanh ciia bénh
nhan: dugc thuc hién tai Trung tdm mién dich, Vién Karolinska, Thuy Bién, bing phuong phép
immunoblot assay.

2.4.2.4. Xet nghiém phan tich cdac allele thuoc locus HLA-DRBL cua nhom 151 bénh nhdn va nhom
chuing (116 nguoi khée manh):duoc thuc hién tai Trung tdm sinh hoc phan tir cua Vién Karolinska,
Thuy Dién.

2.4.2.5. Tong phdn tich meoc tiéu:tai Khoa Sinh hoa, Bénh vién Bach Mai.

2.4.2.6. Cdc phwong phdp tham do dé phdt hién ton thirong & phéi

- Chyp Xquang phoi thudng quy: duoc tién hanh tai Khoa Chan doan hinh anh, Bénh vién Bach
Mai.

- Chup C.T.Scanner phdi 16p mong c6 d6 phéan dai cao & thi hit vao hét stc, khong tiém thude can
quang. Do day cua 1 16p cat 1a 1mm, khoang cach giita 2 16p 13 12 mm, 1dy hét toan bo trudng phoi,
duoc tién hanh tai Khoa Chan doan hinh anh, Bénh vién Bach Mai.

- Péanh gia cic ton thwong phoi trén phim Xquang phoi thuong quy va phim C.T.Scanner phdi
theo 1 thang diém théng nhat, trong d6 cho diém dua vao sy xuét hién cia cac ton thuong trén phim,
mdi tén thuong duge danh gia co hoic khong, khong phu thudc vao mire do lan téa cua tén thuong.

- Tham do cac dung tich phdi: bang may do chirc ning hoé hap Koko cia My, thyc hién tai Khoa
H6 hap, Bénh vién Bach Mai. Chan doan rdi loan thong khi han ché khi:

+ FEV1 (thé tich tho ra tdi da trong gidy dau tién) giam < 80%
+ FVC (dung tich sdng gang stic) giam < 80%

+ TLC (dung tich toan phdi) giam < 80%

+ FEV1/ FVC > 80%
- Soi phé quan: bang dng soi mém, duoc thuc hién tai Khoa H6 hap, Bénh vién Bach Mai nham
loai trir cac ton thuong & phoi do lao, nhidm khuan, nam.
- Trong qua trinh theo ddi cic BN tham gia nghién ciu nhung khong c6 ton thwong phdi,
C.T.Scanner phéi s& duoc tién hanh chup lai khi BN xuit hién cac triéu chtng nhu ho, kho thd, nghe

phdi c6 ral nham phat hién cac tén thuong & phoi méi xuat hién.



6

2.4.2.7. Cdc phwong phdp tham do dé phat hién ton thwong & co

- Dién co ti chi: dugc thyc hién tai Phong ghi dién co, Vién Lao khoa trung uwong.

- Sinh thiét co: bang sung sinh thiét co tu dong dudi huéng dan cua siéu am, dwoc thuc hién tai
Khoa Khép, Bénh vién Bach Mai. M6 bénh hoc cua co s& duge doc két qua tai khoa Giai phau bénh,
Bénh vién Bach Mai.
2.4.2.8. Cdc phwong phdp tham do dé phat hién ton thiong ¢ tim mach

- Pién tam do va siéu 4m tim mau; thuc hién tai Vién Tim mach, Bénh vién Bach Mai.

2.4.3. Pdnh gid mikc dp tién trién va ton thwong man tinh cia bénh viém da co va viém da co
2.4.3.1. Cdc chi s6 ddanh gid si tién trién cua bénh

- Mtic d6 hoat dong cua bénh duoc danh gia bang MDAAT 2005.

- Test danh gia co lyc va truong lyc co — MMT8 (Manual Muscle Testing)
2.4.3.2. Cdc chi s6 déanh gid mikc d6 ton thieong man tinh ciia bénh

+ Chi s6 t6n thuong co- MDI (Myositis Damage Index).

+ Test danh gia co luc va truong lyc co - MMTS.
2.4.4. Khdo sdt moi lién quan giira nhitng khdng thé ciia bénh viém da co va viém da co véi mét
sé dgc diém cia bénh

- Khao sat mbi lién quan gitra nhiig khang thé cua bénh viém da co va viém da co véi cac dic
diém 1am sang chinh cua bénh.

- Khao sat mdi lién quan giira nhitng khang thé cua bénh viém da co va viém da co voi mic do
tién trién ciia bénh thong qua MDAAT 2005 va MMTS & thoi diém bét dau tham gia nghién cuu.

- Khao sat mbi lién quan giira nhitng khang thé cua bénh viém da co va viém da co véi mirc do
t6n thuong man tinh cua bénh thong qua chi s ton thuong co- MDI ¢ thoi diém bat dau tham gia
nghién cuu.

- Khao sat mbi lién quan giira nhimg khang thé ciia bénh viém da co va viém da co véi cac chi s6
danh gia murc d6 viém va cac men co & thoi diém bit dau tham gia nghién ctu.

2.4.5. Ddnh gid cdc yéu té tién lrong cia tén thiwong phoi 6 BN viém da co va viém da co

- Cac bénh nhan duoc chia thanh 2 nhoém:

+ Nhém 1: Cac bénh nhan c¢6 viém phdi k&
+ Nhém 2: Cac bénh nhan khong c6 viém phoi ké

- So sanh cac triéu chimg 1am sang va can lam sang giita 2 nhom bénh nhan & thoi diém bat dau
tham gia nghién cuu.

2.4.6. Khdo sdt ddic diém cdc allele thugc locus HLA-DRB1 cia bénh viém da co va viém da co 6

nguwoi Vigt Nam



7

- Khao sat dic diém céc allele thudc locus HLA-DRB1 cia nhém BN va nhoém nguoi khoe manh.

- Khao sat dic diém cac allele thudc locus HLA-DRB1 cua nhém BN ¢6 khang thé dac hiéu voi
bénh va nhom BN khong c6 khang thé cia bénh viém da co va viém da co.

- Khao st dic diém cac allele thudc locus HLA-DRBL cia nhém BN c6 khang thé dic hiéu véi bénh
va c6 viém phdi k.

- Khéo sat dic diém céc allele thudc locus HLA-DRB1 cua ting nhom BN c¢6 khang thé dac hiéu
vGi bénh.
2.5. Xir 1y 6 liéu. Phan tich s6 liéu: ding phan mém thdng ké SPSS 16.0.

CHUONG 3: KET QUA NGHIEN CUU

3.1. Pic diém chung ciia nhém bénh nhén nghién ciu

- Nghién ctru gom 88 BN viém da co va 63 BN viém da co. Ca 2 nhom BN viém da co va viém da co
déu gap chu yéu & nit gidi, trong d6, nir giéi chiém ty 1¢ 73,9% ¢ nhom viém da co va 81% ¢ nhom viém
da co.

- BN trong d6 tudi tir 41- 60 tudi chiém ty 1é cao nhat (43,7%).Tudi trung binh cia nhom BN

nghién ctru = 42,3 + 15,5 tudi, trong d6, BN ¢6 tudi cao nhat 1a 80 tudi va tudi thap nhat 1a 13 tudi.

3.2. Pac diém lam sang- can lam sang cta viém da co va viém da co

Béng 3.1: Péc diém Vé tén thwong da ciia nhém BN viém da co

. Viém da co (n = 63)
Ton thwong da
n %

Loét da 13 20,6
Ban d6 ¢ da 54 85,7
Dat do ¢ da 27 42,9
Viém m6 md& dudi da 3 4,8
Ban d6 tim ¢ quanh héc mit 48 76,2
Ban Gottron 40 63,5
Viém mao mach quanh mong tay 27 42,9
Ban tay nguoi tho co khi 6 9,5
VAS da 5,81 £2,78

MITAX da 4,57 £3,26
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Nhén xét: O nhom BN viém da co, nhitng ton thuong da hay giap nhat gdm: ban d6 ¢ da (85,7%),
ban mau dé tim & quanh hdc mét (76,2%) va ban Gottron (63,5%).

Bdng 3.2: Diic diém vé ton thwong co ciia nhém BN nghién ciru

i Viemcoty | Viemdaco | Viém da co
Tonthwong g (n=151)  (n=88) (n=63) i
co )
n % n % n %
Viém co nhe 57 37,7 33 | 375 24 38,1 >0,05
Viém co trung 49 32,5 32 | 364 17 27,0 > 0,05
binh
Viém co nang 45 29,8 23 | 26,1 22 34,9 > 0,05
DPau co 127 84,1 73 | 83,0 54 85,7 > 0,05
Tang CK 93 61,6 58 | 65,9 35 55,6 > 0,05
CK trung binh 2479,5 + 3106,3 + 1603,9 + <0,05
5004,4 6070,5 2746,4
MMT8 57,1+17,6 57,6 +174 56,4+179 > 0,05
VAS co 532+273 534+2,6 5,29 +2,93 > 0,05
MITAX co 399+34 3,8+£3,25 427+3,61 > 0,05

* 8o sanh 2 nhom bénh nhan Viém da co va Viém da co

Nhdn xét: 62,3% cac BN nghién ciru bi viém co mirc d6 trung binh va nang, trong do, triéu chirng
dau co gap ¢ 84,1% BN. Muc do tién trién cua viém co gitra 2 nhom BN viém da co va viém da co
khong thay co su khac biét c6 ¥ nghia théng ké (p >0,05). Tang men CK trong huyét thanh chi gap &
61,6% BN nghién ctu, trong d6, nhom BN viém da co co néng dd men CK trung binh cao hon nhiéu
S0 V61 nhom viém da co.

Bang 3.3: Piic diém ton thwong cdc nhém co ciia nhém BN nghién ciru

Viém co tw mién Vleclz 9 Viem da co -

Ton thwong co (n=151) (n = 88) (n=63) R
n % n % n %

Co delta 123 815 | 73 | 83 50 79,4 >0,05
Co nhj dau 98 649 | 55 | 625 | 43 68,3 > 0,05
Co dudi ¢ tay 85 56,3 | 48 | 545 37 58,7 > 0,05
Co ttr dau dui 124 82,1 | 76 | 86,4 | 48 76,2 > 0,05
Co gap co chan 95 62,9 | 56 | 636 | 39 61,9 > 0,05




Co gap ¢b 125 828 168773 57 | 905 <0,05
Coméng gita | 133 881 | 75 852 | 58 | 921 > 0,05
Co mong 16 130 81 | 73 8 | 57 | 905 > 0,05
Ton thuongeo o 828 | 74 | 841 51 81 > 0,05
khi lam dién co

*So sanh 2 nhom bénh nhan Viem da co va Viém da co

Nhédn xét: Nhom BN nghién ctru co6 ty I€ yéu cac nhom co ¢ chi dudi cao hon so vai yéu cac

nhom co & chi trén va nhimg co & goc chi yéu nhiéu hon so véi cac co ¢ ngon chi. G nhém BN viém

da co, yéu co tir dau dui chiém mot ty 1& cao nhit (86,4%), con ¢ nhom viém da co, yéu co mong

gitta chiém mot ty 1é cao nhat (92,1%). Ton thuong co dugc phat hién khi 1am dién co gip ¢ 82,8%

BN nghién cuu.

Bdng 3.4: Dic diém ton thuwong viem phéi ké ciia nhém BN nghién ciru

Viém co tyr mién | Viém da co cé Viém da co c6 p*
Hé hép 6 viém phoi ké (n viém phéi ké viém phoi ké (/Mann-
=52) (n=28) (n = 24) Whitney)
n % n % n %

Ho khan 33 63,5 18 64,3 15 62,5 >0,05
Khé tho 37 71,2 20 71,4 17 70,8 > 0,05
Rloan thong khi han ché 36 69,2 21 75 15 62,5 > 0,05
T vong 6 115 3 10,7 3 12,5 > 0,05
VAS phéi 521+2,75 529+2.64 5,13 +2,94 > 0,05
MITAX phéi 3,77 +3,35 3,79+ 3,22 3,75+ 3,57 > 0,05

* So sdanh 2 nhom BN Viém da co co6 viém phoi ké va Viém da co c6 viém phoi ké

Nhdn xét: O cac BN nghién ciru ¢6 viém phdi k& nhung chi 71,2% BN ¢é biéu hién tri¢u ching

1am sang vé ho hap nhu kho thé va 63,5% BN c¢6 ho khan. Trong d6, mirc do tién trién cia viém phoi

k& khong thdy co sy khac biét co y nghia thng ké gitta 2 nhom BN viém da co va viém da co c6

viém phoi k& (p>0,05).

Bdng 3.5: Dic diém LS- CLS ciia 2 nhém BN cé va khong cé viém phoi ké

Viém phoi ké | Khong viém phoi
LAm sang- can LS (n=52) ké (n=99) D
n % n % A
St 38 73,1 53 53,5 <0,05
Dat d6 & da 13 54,2 14 35,9 < 0,05
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Ban Gottron 16 66,7 24 61,5 > 0,05
Ban do6 tim quanh hc mét 18 75,0 30 76,9 > 0,05
Hoi chung Raynaud 18 34,6 30 30,3 > 0,05
Dau khép 22 42,3 46 46,5 > 0,05
Viém khép 16 30,8 37 37,4 > 0,05
Kho nubt 27 51,9 50 50,5 > 0,05
Viém co nhe 13 25,0 44 44,4 <0,01
Viém co trung binh 16 30,8 33 33,3 > 0,05
Viém co nang 23 44,2 22 22,2 <0,01
Yéu co delta 49 94,2 74 74,7 <0,01
Yéu co nhi dau 40 76,9 58 58,6 <0,05
Yéu co mong 16n 49 94,2 81 81,8 <0,05
CRP ting 32 61,5 39 39,4 <0,05
Giam Hb 36 69,2 32 32,3 <0,001
Giam hong cau 22 42,3 17 17,2 <0,01
Khang thé dac hiéu 24 46,2 42 42,4 > 0,05
Tir vong 6 115 2 2,0 -

Tuodi trung binh 48,9 + 14,5 38,8 + 14,98 <0,01
Thoi gian méc bénh 18,9 +21,3 23,6 +30,9 > 0,05
CK trung binh 2997,1 £4841,5 | 2207,6 + 5090,9 > 0,05

Nhdn xét: Nhom BN ¢6 ton thuong viém phoi k& c6 ty 1é yéu co ving gdc chi va viém co mirc do
ning cao hon rd rét so véi nhom BN khong ¢ viém phoi ké. Nhiing triéu ching sot, thiéu mau va ting
cac chi s6 viém ciing gap nhiéu hon so véi nhom BN khéng c6 viém phdi k&.

3.3. Méi lién quan giira mot s6 tw khang thé cia bénh viém da co va bénh viém da co véi dic
diém l1am sang — can 1am sang cta bénh

Bdng 3.6: Diic diém vé s6 lwong khdng thé ciia nhém BN nghién ciru

, . Bénh nhan nghién ctru (n = 151)
So lwgng khang thé
n %
Khong co6 khang thé 69 45,7
1 khang thé 75 49,7
2 khang thé 6 4
3 khang thé 1 0,7

Nhdn xét: 54,3% cac BN nghién ctru c6 ty khang thé trong huyét thanh, trong d6, 49,7% bénh nhan
chi ¢6 duy nhat mot ty khang thé.
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Bdng 3.7: Ty 1¢ cdc tw khéng thé ciia nhém BN nghién ciru

Viém co tw Viém da co Viém da co
Khang thé | mién (n = (n = 88) (n = 63) p*
151) )
n % n % n %
KT dachiéu | 66 | 43,7 32 36,4 34 54,0 <0,05
KT két hop 16 10,6 12 13,6 4 6,4 -
Jo.1 13 8,6 7 8,0 6 9,5 >0,05
PL.7 4 2,6 1 1,1 3 4,8 -
PL.12 0 0 0 0 0 0 -
EJ 6 4,0 1 11 5 7,9 -
0oJ 0 0 0 0 0 0 -
Synthetase 23 | 152 9 10,2 14 22,2 > 0,05
SRP 17 11,3 9 10,2 8 12,7 > 0,05
PM.Scl.75 7 4,6 6 6,8 1 1,6 -
PM.Scl.100 4 2,6 3 3,4 1 1,6 -
Ku 10 6,6 8 91 2 3,2 > 0,05
SAE 1 0,7 1 11 0 0 -
p140 2 1,3 1 1,1 1 1,6 -
CADM.140 11 7,3 5 5,7 6 9,5 > 0,05
p155.140 5 3,3 2 2,3 3 4,8 > 0,05
Mi2b 4 2,6 3 3,4 1 1,6 -
Mi2a 7 4,6 4 4,5 3 4,8 >0,05

* So sanh 2 nhom bénh nhdan Viém da co va Viéem da co

Nhdn xét: 43,7% BN nghién ctru c6 khang thé dac hiéu véi bénh viém da co va viém da co trong
huyét thanh va gap & nhom viém da co nhiéu hon so v6i nhom viém da co. Nhém khang thé khang
synthetase co ty 1& cao nhat (15,2%), sau d6, dén khang thé khang SRP (11,3%) va khang thé khang
CADM-140 (7,3%).

Bdng 3.8: Méi lién quan giiva khdng thé khding synthetase véi dic diém LS - CLS ciia nhém BN
nghién curu

KT khang synthetase | Khong c6 KT p*
LAm sang- cin lam sang (n = 23) (n=69) (/Mann-Whitney)
n % n %
Sot 17 73,9 36 52,2 <0,05
Loét da 3/14 21,4 4/25 | 16,0 > 0,05
Ban do6 tim quanh héc mat | 10/14 71,4 17/25 | 68,0 > 0,05
Ban Gottron 9/14 64,3 15/25 60,0 > 0,05
Ban tay nguoi tho co khi 2/14 14,3 2125 8,0 > 0,05
Viém khép 12 52,2 21 30,4 <0,05
Hoi chung Raynaud 8 34,8 22 31,9 > 0,05
Viém phoi ké 12 52,2 22 31,9 <0,05
Tang ap dong mach phoi 13 56,5 28 40,6 > 0,05
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Viém mang ngoai tim 7 30,4 7 10,1 <0,05
CK ting 16 69,5 37 53,6 > 0,05
Hemoglobin giam 12 52,2 27 39,1 > 0,05
CRP ting 17 73,9 29 42,0 <0,01
Tbc dd mau lang ting 19 82,6 40 58,0 <0,05
VAS da 4,04 + 3,51 2,25+2.91 <0,01
VAS co 5,48 + 2,64 5,1+2,63 >0,05
VAS khop 1,91 2,91 1,84 +3,07 > 0,05
VAS phoi 3,65 + 3,45 2,38 +2,7 <0,05
CK trung binh 3019 + 5716,2 1565 + 2890, 1 > 0,05

Trong 23 BN ¢6 khang thé khang synthetase, c¢6 14 BN viém da co. Trong 69 BN khéng cé khing

thé cia viém co tw mién, c6 25 BN viém da co.

Nhgn xét: O nhom BN c6 khang thé khang synthetase, ty 1& sot, viém khép va viém phoi ké cao

hon 15 rét 5o vi nhém BN khong c6 khang thé. Mirc d6 tién trién cua ton thuong da va viém phdi k&

cling ning hon nhiéu so v&i nhom BN khong c6 khang thé. Nong d6 CK trung binh cao hon va muc

do tién trién cia viém co ning hon so véi nhém BN khong cé khang thé nhung su khac biét khong

¢6 ¥ nghia thng ké véi p>0,05.

KT khang | KT khang A p
SRP synthetase th:‘% EZ)K T (/Mann-Whitney)
Lam sang (n=17) (n=23) (KT khdng SRP so sanh voi)

N©) | n(%) n (%) S’)‘/ TAhing  Knong co KT
Sot 9(52,9) 17 (73,9) 36 (52,2) > 0,05 > 0,05
Ban do tim quanh hoc méat | 7/8 (87,5) |10/14 (71,4)| 17/25 (68) > 0,05 > 0,05
Ban Gottron 4/8 (50) | 9/14 (64,3) | 15/25 (60) > 0,05 > 0,05
Ban do ¢ da 4/8 (50) 113/14(92,9)| 23/25(92) <0,05 <0,01
Khé nudt 11 (64,7) | 13(56,5) 34 (49,3) > 0,05 > 0,05
DPau khép 6 (35,3) 12 (52,2) 29 (42) > 0,05 > 0,05
Viém kh6p 2(11,8) 12 (52,2) 21 (30,4) <0,01 > 0,05
Hoi chirng Raynaud 3(17,6) 8 (34,8) 22 (31,9) > 0,05 > 0,05
Viém phoi ké 4 (23,5) 12 (52,2) 22 (31,9) > 0,05 > 0,05
Viém mang ngoai tim 3(17,6) 7(30,4) 7(10,1) > 0,05 > 0,05
CK tang 13(76,5) | 16 (69,5) 37 (53,6) > 0,05 > 0,05
VAS da 2,94+3,17 | 404+351 | 2254291 > 0,05 > 0,05
VAS co 547 +253 | 548+264 | 51+263 > 0,05 > 0,05
VAS khop 1+£224 | 191+291 1,84 £3,07 > 0,05 > 0,05
VAS phéi 2+1,84 | 3,65+3,45 2,38+27 > 0,05 > 0,05
CK trung binh 5205,8 = 3019+ 1565 +2890,1 > 0,05 <0,01

9812,1 5716,2

Bdng 3.9: Méi lién quan giiva KT khdng SRP véi diic diém LS - CLS ciia nhém BN nghién ciru

Trong 17 BN ¢6 khdng thé khdang SRP, ¢6 8 BN viém da co.
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Nhgn xét: O nhom BN c6 khang thé khang SRP, triéu chimg viém khép va ban do o da it gip hon

S0 v6i nhom BN co6 khang thé khang synthetase va nhém BN khong c6 khang thé. Tuy nhién, ndng

d6 men CK trung binh cao hon nhiéu so véi nhém BN c6 khang thé khang synthetase va nhém BN

khong c6 khang thé.
Bang 3.10: Méi lién quan giita KT khdang Mi-2 Véi dic diém LS - CLS ciia nhém BN nghién ciru
KT khang KT khang Khong c6 p
Mi-2 synthetase KT ((/Mann-Whitney)
Lam sang (n=18) (n=23) (n =69) (KT khang Mi-2 so sanh voi)
ORI OB IO N R S
Ban do tim quanh héc mat 3/3(100) | 10/14 (71,4) | 17/25 (68) - -
Ban Gottron 3/3 (100) 9/14 (64,3) 15/25 (60) - -
Ban do ¢ da 3/3 (100) 13/14 (92,9) | 23/25(92) - -
Kho nudt 3(37,5) 13 (56,5) 34 (49,3) > 0,05 > 0,05
DPau khép 4 (50) 12 (52,2) 29 (42) > 0,05 > 0,05
Viém khop 3(37,5) 12 (52,2) 21 (30,4) > 0,05 > 0,05
Hoi chirng Raynaud 4 (50) 8 (34,8) 22 (31,9) > 0,05 > 0,05
Viém co nhe 2 (25) 7 (30,4) 27 (39,1) > 0,05 > 0,05
Viém co trung binh 2 (25) 9 (39,1) 24 (34,8) > 0,05 > 0,05
Viém co nidng 4 (50) 7 (30,4) 18 (26,1) > 0,05 > 0,05
Viém phoi ké 1(12,5) 12 (52,2) 22 (31,9) <0,05 > 0,05
Viém mang ngoai tim 2 (25) 7 (30,4) 7 (10,1) > 0,05 > 0,05
CRP tang 3(37,5) 17 (73,9) 29 (42) > 0,05 > 0,05
VAS da 4+3,96 4,04 + 3,51 2,25 +£2.91 > 0,05 > 0,05
VAS co 6,88 +£2,95 5,48 + 2,64 5,1 £2,63 > 0,05 > 0,05
CK trung binh 5889,4 + 3019 + 1565 + > 0,05 <0,01
7527,9 5716,2 2890,1

Trong 8 BN c6 khdng thé khang Mi-2, ¢6 3 BN viém da co.

Nhgn xét: O nhom BN c6 khang thé khang Mi-2, cac triéu ching khé nudt, dau khép- viém khép,

viém phoi k& va viém mang ngoai tim it gip hon so v6i nhém BN c6 khang thé khang synthetase.

Nong d6 CK trong huyét thanh trung binh cao hon rd rét va muc dé tién trién cua viém co ciing nang

hon nhiéu so véi nhom BN c6 khang thé khang synthetase va nhoém BN khong c6 khang thé.
Bdng 3.11: Méi lién quan giira KT khdng CADM-140 Vvéi déc diém LS - CLS ciia nhém BN

nghién ciru

. . p
CE?ED%? 4go f:tlglelf aI; % Khéng ¢6 KT (Mann-Whitney)
o . ynih (n = 69) (KT khing CADM-140 50
Lam sang (n=11) (n=23) snh véi)
KT khan Khong co KT
n (%) n (%) n (%) synthetasé; ¢

Ban do tim quanh hdc

mét 5/6 (83,3) | 10/14 (71,4) 17/25 (68) > 0,05 50,05
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Ban Gottron 5/6 (833) | 9/14 (643) | 15/25 (60) >0,05 > 0,05
Ban d6 & da 5/6 (83,3) | 13/14(92,9) | 23/25(92) > 0,05 >0,05
Loét da 36(50) | 3/14(2L4) | 4/25(16) >0,05 >0,05
Pau khop 9(8L8) | 12(522) 29 (42) > 0,05 <0,05
Viém khop 9(8L8) | 12(522) 21 (30,4) > 0,05 <001
Hoi chang Raynaud | 6 (545) | 8(348) 22 (31,9) >0,05 >0,05
Viém phéi k& 2(182) | 12(522) 22 (31,9) > 0,05 >0,05
CK ting 5(455) | 7(304) 7(10,1) >0,05 <001
VAS da 583+32 | 404£351 | 2254201 >0,05 <0,001
VAS khép 4364391 | 191£291 | 1844307 <0,05 <0,05
CK trung binh 9127252; g%; 1565+£2890,1 | >0,05 >0,05

Trong 11 BN cé khang thé khing CADM-140, c6 6 BN viém da co

Nhén xét: O nhom BN c6 khang thé khang CADM-140, céac triéu chimg dau khop- viém khép va
CK ting gip nhiéu hon, muc d¢ tién trién cua ton thuong da va khép ciing nang hon so v6i nhém BN
c6 khang thé khang synthetase va nhém BN khong c6 khang thé.

Bdng 3.12: Méi lién quan giva KT khdng p155/140 véi dic diém
LS - CLS cita nhom BN nghién ciu

Lam sing Khing thé khang plSS/l;lO (n=5)
n %)
Ban do6 tim quanh hc mat 2/3 66,7
Ban Gottron 3/3 100
Ban d6 ¢ da 2/3 66,7
Khé nuodt 2 40
Dau khop 3 60
Viém khop 2 40
Hoi chung Raynaud 2 40
Viém phoi ké 3 60
CK tang 2 40
CK trung binh 1900,6 + 3593,9

Trong 5 BN c6 khdng thé khdang p155/140, ¢6 3 BN viém da co.

Nhdn xét: Nhimg BN viém da co c6 khang thé khang p155/140 déu c6 cac tén thuong da dién
hinh cua bénh viém da co. Cac triéu chimg viém khép- dau khép va viém phdi ké ciing thuong gap ¢
nhitng BN c6 khang thé khang p155/140.

3.4. DPic diém cac allele thudc locus HLA-DRB1 ciia bénh nhan viém da co va viém da co

Bdng 3.13: Ty I¢ cdc allele thugc locus HLA-DRB1 ciia nhom BN nghién civu va nhém chirng

Viémco | Viemda | Viémda Nhom
tr mién co co chieng
HLA-DRB1| (n=148) (n=87) (n=61) (n=116) | (Nhom chirng so sanh voi)

p
()
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Viem Viem da | Viém

n (%) n (%) n (%) n (%) da co co co tw

mién

*01 1(0,7) 0 (0) 1(1,6) 3(2,6) - >0,05 >0,05
*03 18 (12,1) | 13(14,9) 5 (8,20) 20 (17,2) | >0,05 >0,05 >0,05
*04 26 (17,5) 9 (10,3) 17 (27,9) | 18(15,5) | >0,05 <0,05 >0,05
*07 8 (5,4) 6 (6,9) 2 (3,3) 10 (8,6) > 0,05 >0,05 | >0,05
*08 18 (12,1) | 11 (12,6) 7 (11,5) 12 (10,3) | >0,05 >0,05 | >0,05
*09 29 (19,5) | 17(19,5) | 12(19,7) | 26 (22,4) | >0,05 >0,056 | >0,05
*10 18 (12,1) | 11 (12,6) 7 (11,5) 19 (16,4) | >0,05 >0,056 | >0,05
*11 11 (7,4) 7 (8,0) 4 (6,6) 11 (9,5) > 0,05 >0,056 | >0,05
*12 67 (45,7) | 39(44,8) | 28(45,9) | 38(32,8) | >0,05 >0,05 | <0,05
*13 16 (10,8) | 11 (12,6) 5(8,2) 6 (5,2) > 0,05 >0,05 | >0,05
*14 14 (10,1) 7 (8,0) 7 (11,5) 13(11,2) | >0,05 >0,056 | >0,05
*15 39 (26,2) 27 (31) 12 (19,7) 29 (25) > 0,05 >0,056 | >0,05
*16 6 (4,0) 3(3,4) 3(4,9) 12 (10,3) | >0,05 >0,05 | <0,05

Nhdn xét: Ty I¢ mang allele HLA-DRB1*12 ctia nhom BN nghién cttu cao hon so v4i nhém
ching. Ty 1é mang allele HLA-DRB1*16 caa nhém BN nghién ciru thip hon so v6i nhom chung.

Ty I¢ mang allele HLA-DRB1*04 ctia nhém BN viém da co cao hon so vdi nhom ching.

Bdng 3.14: Ty ¢ cdc allele thugc locus HLA-DRB1 cria
nhom BN khéng c6 khang thé va nhom BN cé khang thé dac hiéu

Khong co KT dac Nhom p
HLA- KT hiéu chieng @)
DRB1 (n =68) (n =65) (n =116) (Nhom chirng so sanh voi)
n (%) n (%) n (%) Khong c6 KT | KT dac hiéu
*01 1(1,5) 0 (0) 3(2,6) >0,05 -
*03 6 (8,8) 9 (13,8) 20 (17,2) >0,05 >0,05
*04 11 (16,2) 12 (18,5) 18 (15,5) >0,05 >0,05
*07 4 (5,8) 3 (4,6) 10 (8,6) >0,05 >0,05
*08 8 (11,8) 10 (15,4) 12 (10,3) >0,05 >0,05
*09 14 (20,6) 9 (13,8) 26 (22,4) >0,05 >0,05
*10 11 (16,2) 6 (9,2) 19 (16,4) >0,05 >0,05
*11 4 (5,9) 3 (4,6) 11 (9,5) >0,05 >0,05
*12 31 (45,6) 30 (46,2) 38 (32,8) >0,05 >0,05
*13 7 (10,3) 8 (12,3) 6 (5,2) >0,05 >0,05
*14 1(1,5) 12 (18,5) 13 (11,2) <0,05 >0,05
*15 21 (30,9) 15 (23,1) 29 (25) >0,05 >0,05
*16 5(7,4) 1(1,5) 12 (10,3) >0,05 <0,05

Nhdn xét: Ty 1é mang allele HLA-DRB1*14 ctiia nhom BN khong c6 khang thé thap hon so véi
nhom ching. Ty Ié mang allele HLA-DRB1*16 ctia nhém BN c6 khang thé dac hiéu voi bénh thap

hon so v461 nhom chang.
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CHUONG 4:BAN LUAN

4.1. Piic diém lAm sang va cin l1Am sang cia bénh viém da co va bénh viém da co
4.1.1.Ddc diém vé ton thwong da ciia nhém bénh nhén nghién ciru

Trong 63 bénh nhan viém da co nghién ctru, ban mau d6 tim quanh héc mét c6 & 76,2% va ban
Gottron gap & 63,5% cac bénh nhan. Ban dé & da chiém mat ty 18 cao (85,7%), trong d6, c6 13 bénh
nhan bi loét da (chiém ty 1& 20,6%).
4.1.2.Ddc diém vé ton thwong co ciia nhém bénh nhén nghién ciru

Chung t6i thdy ca 2 nhom bénh nhan viém da co va viém da co déu co ty & yéu cac nhom co & chi
dudi cao hon so voi yéu cac nhom co & chi trén va nhitng co ¢ goc chi yéu nhiéu hon so véi cac co &
ngon chi. Trong d6, nhém bénh nhan viém da co c6 yéu co tir dau dui chiém mot ty I¢ cao nhat
(86,4%), con nhom bénh nhan viém da co c6 yéu co mong gitra chiém mat ty 1 cao nhat (92,1%).
Chung t6i thdy mirc d6 viém co ctia 2 nhém bénh nhan viém da co va viém da co khong c6 su khac
biét voi p>0,05. Tuy nhién, nhém bénh nhan viém da co c6 néng do men CK trung binh cao hon
nhiéu so v6i nhom bénh nhan viém da co. Trong nghién ctru, men CK ting chi ¢6 & 61,6% bénh nhan
va 26/151 bénh nhan khong c6 dau hiéu bat thuong trén ban ghi dién co (chiém ty 1¢ 17,2%).
4.1.3.Diic diém vé ton thwong phoi Ciia nhém bénh nhén nghién ciru

Trong nghién ctru, ching t6i thiy 52/151 bénh nhan c6 viém phdi k&, chiém ty 18 34,4%. Trong 52
bénh nhan nghién ctru bi viém phoi k&, cac tri¢u chimg 1am sang vé ho hap nhu ho khan, khé tho chi
gap ¢ 71,2% bénh nhéan va ting 4p dong mach phdi c6 & 46,2% bénh nhan. Nhém bénh nhan nghién
ctru bi viém phoi ké co tudi trung binh cao hon va thoi gian mac bénh trung binh ngin hon so voi
nhém bénh nhan khong c6 viém phoi k&. Trong nhom bénh nhéan c6 viém phdi k&, chung t6i thay ty
I& bénh nhan c6 sét, dat d6 & da, yéu co ving gbe chi, viém co mirc d6 nang, CRP ting, thiéu mau,
khang thé dic hiéu, khang thé khang synthetase va khang thé khang Jo-1 cao hon nhiéu khi so sanh
v6i nhom bénh nhan khong c6 viém phoi k&. Trong 52 bénh nhan nghién ctru c6 viém phoi k&, hinh
anh dong dic phoi dang kinh mo chiém mot ty 18 cao nhit (71,2%), hinh t6 ong, xo phoi dang ludi va
gidn phé quan it gap.
4.2. Mbi lién quan giira mdt so6 tw khang thé cia bénh viém da co va bénh viém da co véi dic
diém 1am sang- cin lAm sang ciia bénh
4.2.1 Pic diém Vé cdc tw khdng thé ciia bénh viém da co va viem da co 6 nhém bénh nhén nghién

”

Cuu

Trong nhoém bénh nhan nghién ctiu, 43,7% bénh nhan c6 cac khang thé dic hiéu cua bénh viém da
co va viém da co, trong d6, gip nhiéu hon ¢ nhém viém da co, 10,6% bénh nhan c6 cac khang thé

két hop voi bénh va gap nhiéu hon & nhém viém da co. Trong d6, 49,7% bénh nhan chi c6 duy nhét
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1 khang thé trong huyét thanh, 6 bénh nhan co6 2 khang thé (4%) va duy nhét 1 bénh nhan c6 3 khang
thé (0,7%), khong gip bénh nhan nao co khang thé khang PL-12 va khang OJ. Nhom khang thé
khang synthetase co ty 1¢ cao nhat (15,2%), sau d6, dén khang thé khang SRP (11,3%) va khang thé
khang CADM-140 (7,3%), nhimg khang thé khac c6 ty & thap, giao dong trong khoang tir 0,7- 7%.
4.2.2.Méi lién quan giiva khdng thé khdng synthetase véi dic diém lam sang- cin lim sing cia
bénh viém da co va viém da co

Khi so sanh giira 14 bénh nhan viém da co c6 khang thé khang synthetase, chung toi thiy cac tén
thuong da dién hinh cua bénh viém da co gip nhiéu hon va muc d6 tién trién cua tén thuong da ciing
nang hon rat nhidu so véi nhom bénh nhan viém da co khong c6 khang thé. O nhém bénh nhan
nghién ciru c6 khang thé khang synthetase, mirc do viém co tién trién nang hon, ting men CK trong
huyét thanh gap nhiéu hon va néng do CK trung binh ciing cao hon khi so sanh vi nhom bénh nhéan
khong c6 khang thé.

Trong nghién ctu, ty 1& viém khép, dau khép, viem phdi k&, ting ap dong mach phdi va hoi ching
Raynaud ¢ nhom bénh nhéan c6 khang thé khang synthetase cao hon nhiéu so véi nhom bénh nhéan
khong c6 khang thé. Nhu vay, cac bénh nhan nghién ctru co khang thé khang synthetase c6 bénh tién
trién nang hon rat rd rét va bi ton thuong nhiéu co quan trong co thé, dac biét 1a viém phdi k& va
viém co muc do nang khi so sanh véi nhitng bénh nhan khong cé khang thé.

4.2.3. Méi lién quan giiva khdng thé khdng SRP véi dac diém lim sang- cdn lim sang ciia bénh
viém da co va viem da co

Trong nhom bénh nhan nghién ctru c6 khang thé khang SRP, bénh nhan c6 viém co muc dd nang
va trung binh chiém mét ty Ié cao (64,7%). Nong do CK trung binh ctia nhém bénh nhan ¢6 khang
thé khang SRP ciing ting cao hon rat nhiéu so v4i nhém bénh nhan c6 khang thé khang synthetaseva
nhom bénh nhan khong c6 khang thé.

Tuy nhién, cac triéu chiig viém khop, dau khép va hoi chung Raynaud it gap hon so véi nhitng
bénh nhan khong c6 khang thé. G nhom bénh nhan nghién ctru c6 khang thé khang SRP, ty I¢ viém
phoi k& thip hon nhiéu va muc do tién trién ctua viém phoi k& ciing nhe hon khi so sanh v6i nhom
bénh nhan c6 khang thé khang synthetase. Nhin chung, nhom bénh nhan nghién ctru c6 khang thé
khang SRP c6 tinh trang viém co tién trién nang hon nhiéu so véi nhitng bénh nhan c¢6 khang thé
khang synthetase va bénh nhan khong cé khang thé. Tuy nhién, ton thwong cac co quan khac trong
co thé it gap hon, dac biét 1a viém phdi k& khi so sanh véi nhitng bénh nhan khong c6 khang thé.
4.2.4. Méi lien quan giiva khdng thé khdng Mi-2 Véi dic diém lam sang- cdn ldm sang ciia bénh

viém da co va viém da co
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100% bénh nhan viém da co c6 khang thé khang Mi-2 déu c6 ban d6 ¢ da, ban Gottron va ban
mau d6 tim & quanh héc mat. M do tién trién cua ton thuong da ciing ning hon nhiéu so véi nhém
bénh nhan viém da co khong c6 khang thé khi danh gia bang chi s6 MDAAT.Céac bénh nhin c¢6 muc
do6 viém co tién trién ning hon rat nhiéu khi so sanh v&i nhom bénh nhan c6 khang thé khang
synthetase va nhom bénh nhan khong c6 khang thé, trong d6, 75% bénh nhan bi viém co muc do
nang va trung binh.

Trong nghién ciru, chung t6i chi gdp duy nhat mot bénh nhan co khang thé khang Mi-2 bj viém
phoi k& (chiém ty 1& 12,5%), thip hon rat nhiéu so v6i nhom bénh nhan c6 khang thé khang
synthetase (52,2%) va nhom bénh nhan khong c6 khang thé (31,9%). Nhin chung, nhitng bénh nhan
nghién ctru c6 khang thé khang Mi-2 tuy c¢6 mirc d6 viém co tién trién nang hon nhiéu nhung cé ty 18
viém phoi ké thap hon rd rét so voi nhom bénh nhéan cé khang thé khang synthetase.

4.2.5. Méi lién quan giita khdng thé khdng CADM-140 véi dic diém lam sang- Cén lim sang cia
bénh viém da co va viém da co

Trong nhom bénh nhan viém da co nghién ctru c6 khang thé khang CADM-140, chung t6i thay
5/6 bénh nhan cé nhitng tén thuong da dién hinh ctia bénhva muac do tién trién cua tén thuong da
ciing nang hon réat nhiéu so véi nhom bénh nhéan viém da co khong c6 khang thé, trong do6, 50% bénh
nhan bi loét da do viém da tién trién nang. Nhom bénh nhan nghién ciru ¢6 khang thé khang CADM-
140, ¢6 mirc do viém co tién trién nhe hon va nong do CK trung binh ctia nhém ciing thap hon rd rét
S0 Véi cac bénh nhén c6 khang thé khang synthetase va bénh nhan khong c6 khang thé.

Trong 11 bénh nhan c6 khang thé khang CADM-140, ching t6i chi gap 2 bénh nhéan bi viém phoi
k& (chiém ty 1¢ 18,2%) va thap hon nhiéu so v&i nhém bénh nhan c6 khang thé khang synthetase
(52,2%). Nhu vy, nhom bénh nhéan viém da co nghién ctru ¢6 khang thé khang CADM-140 thuong co
cac ton thuong da dién hinh va tién trién nang, dic biét 1a tinh trang loét da do tham nhiém cac té bao
viém ¢ xung quanh mach mau cua da.

4.2.6. Méi lién quan giiva khdng thé khing p155/140 véi dic diém lam sang- cin lim sang cia
bénh viém da co va viém da co

Theo nhiéu nghién ctru, khang thé khang p155/140 13 mot yéu té nguy co quan trong cua viém da
co va viém da co két hop voi ung thu, dac biét trong viém da co. Tuy nhién, trong nhém bénh nhéan co
khang thé khang p155/140, chung t6i khéng gap bénh nhan nao c6 ung thu két hop, nguyén nhan c6
thé do s6 lugng bénh nhan c6 khang thé khang p155/140 trong nghién ciru cta chung toi (5 bénh
nhan) it hon so v&i nhitng nghién ctru khac.

O nhom bénh nhan nghién ctru ¢6 khang thé khang p155/140, viém phoi k& chiém mét ty ¢ cao

(60%). Cac bénh nhan c6 khang thé khang p155/140 ciing can duoc 1am nhiing xét nghiém sang loc



19

dé phat hién sém ung thu vi khang thé nay 13 mét yéu td nguy co cao cta viém da co va viém da co
két hop véi ung thu, dac biét trong viém da co.
4.3. Pic diém vé mot s allele thugc locus HLA-DRB1 ciia bénh nhén viém da co va viém da co

Khi phan tich céc allele thuéc locus HLA-DRBL1 cua 151 bénh nhan viém da co va viém da co va
nhém chirng gém 116 nguoi khoe manh, ching toi thay ty 1& mang allele HLA-DRB1*12 ctia nhom
bénh nhan viém da co va viém da co cao hon so vdi nhém ching. Ty I¢ mang allele HLA-DRB1*16
cia nhom bénh nhan viém da co va viém da co va nhém bénh nhan c6 khang thé dac hiéu véi bénh
thip hon so véi nhom chimg. Nhu vay, két qua nghién ctru ctia ching t6i khac biét khi so sanh véi
két qua caa nhimg nghién ctru khac ¢ ngudi Chau Au, My gbc Phi va Chau A. Nguyén nhan dan dén
su khac biét nay co6 thé do: cac nghién ctru duoc tién hanh ¢ nhimg ving dia 1y khac nhau, su tiép
xuc véi cac yéu td moi trudng khac nhau, tinh da dang vé gen giita nhitng quan thé nghién ctru khac
nhau, s6 lugng cac allele HLA dugc phan tich khac nhau, phuong phap nghién ctru khac nhau, nhiing
sai s6 hé thong, thanh phan giGi va tudi cia cc nghién ctru khac nhau.

Trong nghién ctru, ching toi thdy nhom bénh nhan viém da co c6 ty 1&¢ mang allele HLA-
DRB1*04 cao hon so v&i nhom chung. Ty I¢ mang allele HLA-DRB1*14 ¢ cac nhom bénh nhan co
khang thé dic hiéu véi bénh, dic biét véi nhom c6 khang thé khang SRP, cao hon rd rét so véi nhom
bénh nhan khong c6 khang thé trong huyét thanh. Céc allele cia HLA 1a marker dan dén su khac biét
vé nhiing biéu hién 1am sang va khang thé cua cac thé bénh thudc bénh viém da co va viém da co. Két
qua nghién cru ctia ching t6i cho thay, ¢ su nhay cam vé gen cua bénh viém da co va viém da co &

nguoi Viét Nam.
KET LUAN

1. Pac diem lam sang - can 1am sang cia bénh viém da co va bénh viém da co

- Ty 1& mac bénh caa nit/nam = 3,3/1, bénh nhan trong lira tudi tir 41- 60 tudi chiém ty 1é cao nhat
(43,71%).

- Yéu cac nhom co ¢ chi dudi hay gap hon so véi yéu cac nhém co & chi trén va nhimg co & gbc
chi yéu nhiéu hon so vé6i cac co & ngon chi. 61,6% bénh nhéan c6 ting men CK trong huyét thanh va
ton thuong co dugc phat hién khi lam dién co gap ¢ 82,8% bénh nhan.

- Nhom bénh nhan viém da co ¢6 mirc do ton thuong khop nhiéu hon va tién trién nang hon ro rét
$0 Véi nhém bénh nhan viém da co (c¢6 ¥ nghia véi p<0,05 dén p<0,001).

- 45% bénh nhan nghién ctru c¢6 thiéu mau va 10,6% bénh nhan c6 bach cau lympho trong mau

giam, trong do6, gap 6 nhom bénh nhan viém da co nhiéu hon so véi nhém bénh nhan viém da co.
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- Nhom bénh nhan viém da co c6 muc do bénh tién trién nang hon nhiéu va muc d6 tén
thuong man tinh cling rd rét hon so v6i nhom viém da co.
2. Méi lién quan giita mdt s6 tw khang thé cia bénh viém da co va bénh viém da co véi dic
diém 1am sang - cin 1am sang cia bénh
- 43,7% bénh nhan c6 cac khang thé dac hiéu cua bénh viém da co va viém da co, trong do, gap
nhiéu hon & nhém bénh nhan viém da co so véi nhém bénh nhéan viém da co (54% so véi 36,4%).
- Nhom khéang thé khang synthetase chiém ty 1¢ cao nhat (15,2%), sau d6, dén khang thé khang SRP
(11,3%) va khang thé khang CADM-140 (7,3%).
- O nhém bénh nhan c6 khang thé khang synthetase, ty & sot, viém khop va viém phdi k& cao hon rd
rét so voi nhom bénh nhan khong c6 khang thé.
- O nhitng bénh nhén c6 khang thé khang Mi-2 va khang thé khang SRP, céc tridu chimg dau khop-
viém khép va viém phoi k& it gap hon nhung mirc do tién trién cia viém co nang hon nhiéu so véi
nhom bénh nhan c¢6 khang thé khang synthetase va nhom bénh nhan khong c6 khang thé.
- Mtic d6 tién trién cua ton thuong da va khép niang hon & nhém BN c6 khang thé khang CADM-140
s0 v&i nhom bénh nhén c6 khang thé khang synthetase.
- Biéu hién 1am sang - c4n 1am sang cua bénh viém da co va viém da co s& khac nhau tiy theo sy

khac nhau & cdc nhoém khang thé.

3. Pic diém vé mot so allele thudc locus HLA-DRB1 ciia nhém bénh nhan viém da co va viém

da co

- Ty 1€ mang allele HLA-DRB1*12 ctia nhém bénh nhan viém da co va viém da co cao hon so voi
nhom chung. Ty Ié¢ mang allele HLA-DRB1*16 ctia nhém bénh nhan viém da co va viém da co ciing
nhu nhém bénh nhan c6 khang thé dac hiéu vai bénh thap hon so voi nhom chung.

- C6 sy nhay cam vé gen ciia bénh viém da co va viém da co & ngudi Viét Nam.

KIEN NGHI

Tur cac két qua nghién ctru dat dugce, ching t6i xin co kién nghi sau: xét nghiém dé tim céc khéng
thé dic hiéu cua bénh viém da co va viém da co cling nhu phan tich cac allele thudc locus HLA-
DRB1 ¢ nhiing bénh nhan nay 14 quan trong va can thiét boi vi yéu té gen da anh huong dén sy xuat

hién cua cac tu khang thé trong huyét thanh ciia bénh nhan. Nhiing khang thé dic hiéu cua bénh s&
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gitip cac bac sy xac dinh nhiing biéu hién 1am sang dic trung vai timg khang thé, tién lugng bénh

nhan, chon dugc mot phac dd diéu trj thich hop, ciing nhu dé hiéu rd hon co ché bénh sinh cua bénh.

THESIS INTRODUCTION
e Importance of the thesis
Polymyositis and dermatomyositis are classified as autoimmune diseases with underlying lesion is a
chronic inflammation of the muscles (polymyositis) and there may be accompanied by skin lesions
(dermatomyositis). Progression of polymyositis and dermatomyositis depends on the degree of
damage of the body's organs and the presence of autoantibodies in serum. In polymyositis and
dermatomyositis, more than 80% of patients had antibodies to components of the cytoplasm or
nucleus. Polymyositis and dermatomyositis include a group of diseases that manifest the clinical
heterogeneity should be the identification of myositis- specific antibodies is very important to help
clinicians identify clinical manifestations features each antibody, patient prognosis and selecting an
appropriate treatment regimen as well as to clarify the pathogenesis of the disease.
In polymyositis and dermatomyositis, some genes of HLA (human leukocyte antigen) related most
closely and obviously with the progression of the disease. It is the genes of HLA class | and HLA
class Il encode the participating molecular recognition and antigen presentation should have an
important role in the regulation of body immunity. These genes also closely associated with
myositis- specific antibodies and the patient would have manifested clinical features characteristic
corresponding to each gene. When analyzing the genetic map from studies conducted in many
different races shows that polymyositis and dermatomyositis are most closely associated with the
HLA-DRBL1 locus and HLA-DQAL1 locus.
Worldwide, there have been many studies to identify the clinical features, laboratory findings and
immune changes as well as the role of genes in the pathogenesis of polymyositis and
dermatomyositis. In Vietnam, there have been some studies on the clinical and biochemical
characteristics of polymyositis and dermatomyositis but not much research to study autoantibody
profiles and the genes are risk factors of disease in the Vietnam.
2. The new contributions of the thesis
- The thesis researched on the clinical and biochemical characteristics of polymyositis and

dermatomyositis
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- The thesis also showed the immunological changes and the genes which were risk factors of
polymyositis and dermatomyositis in Vietnamese patients, compared with other races. The
identification of genetic variants are risk factors for the disease in Vietnam which will help complete
genomic map the world and will be the basis for the invention of more specific treatment of the
disease.
3. Objectives of the study
- To assess both clinical and biochemical features of polymyositis/dermatomyositis
- To identify the relationship between clinical outcome data and autoantibody profiles of
polymyositis and dermatomyositis.
- To define some alleles of the HLA-DRB1 locus of the polymyositis and dermatomyositis in
Vietnam
4. Content of the thesis
The thesis includes 123 pages, with 4 main chapters: Introduction (2 pages), Chapter 1: Overview
(33 pages), Chapter 2: Objects and methods of the study (14 pages), Chapter 3: Results of the study
(31 pages), chapter 4: discussion (40 pages), the conclusion (2 pages), recommendations (1 page).
The thesis has 35 tables, 7 charts, 1 diagrams, 7 pictures
Thesis with 162 references, including 5 Vietnamese documents, 157 English documents.

Chapter 1: OVERVIEW
1.1. Changes in immune of polymyositis and dermatomyositis
Polymyositis and dermatomyositis characterized by the infiltration of mononuclear inflammatory
cells into the muscles, resulting in muscle weakness and muscle fatigue. Many autoantibodies were
detected in the serum of the myositis patients.
1.2. The role of gene in the pathogenesis of polymyositis and dermatomyositis
In polymyositis and dermatomyositis, some genes of HLA class | and class Il closely relating to the
progression of the disease have an impact on the different T cells, leading to stimulation (risk factors)
or inhibition (protective factors) of the progression of polymyositis and dermatomyositis. The alleles
that are risk factors and protective factors varies on sustainability within the allele, leading to
different effects (stimulation or inhibition) on the presentation of autoantigens. The HLA alleles were
closely linked with the occurrence of myositis- specific autoantibodies in sera of patients and may be
the cause of the independent appearance of these antibodies.
1.3. Clinical and biochemical characteristics of polymyositis and dermatomyositis
- Muscle: The symmetric proximal muscle weakness. Muscle enzymes were elevated.

- Skin: The helitrope, Gottron's papules.
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- Respiratory: The interstitial pneumonia, aspirating pneumonia, decreased ventilatory capacity due
to dysfunction of the diaphragm.
- Joints: Arthragia or arthritis likes rheumatoid arthritis.
1.4. Autoantibodies in polymyositis and dermatomyositis
Autoantibodies in polymyositis and dermatomyositis are divided into two main groups: myositis-
specific antibodies and myositis- associated antibodies.
- Approximately 50% of patients have myositis-specific autoantibodies, including antisynthetase
antibodies, anti SRP antibody, anti Mi-2 antibody, anti CADM-140 antibody, anti SAE antibody,
anti p155/140 antibody, anti p140 antibody and anti 200/100 antibodly.
- The myositis- associated autoantibodies could present in other autoimmune diseases such as
antibodies to PM / Scl, Mas, Ro60 / SSA, La/ SSB and Ro52.

Chapter 2: METHODOLOGY
2.1. Location and time to conduct research
- Location: Rheumatology Department, Bach Mai Hospital.
- Time: from 4/2011 to 1/2014.
2.2. Subjects of study
The study included 2 groups:
- Group 1 (group of patients): 151 patients with myositis (88 patients with polymyositis and 63
patients with dermatomyositis).
- Group 2 (control group): 116 healthy people, with the aim of analyzing the HLA-DRBL1 locus.
Healthy people and their families who do not have musculoskeletal diseases, were taken from the
community and accepted to participate in the study.
2.2.1. Inclusion criteria: patients were diagnosed polymyositis or dermatomyositis according to the
criteria by Bohan and Peter in 1975, inpatient and outpatient in Rheumatology Department, Bach
Mai Hospital.
2.2.2. Exclusion criteria: patients with polymyositis and dermatomyositis were excluded from the
study
- The patient did not agree to participate in research.
- Autoimmune myositis associated with other autoimmune diseases.
- Other muscular diseases.
2.3. Methodology

2.3.1. Study design: Prospective observational cohort study of cross-sectional.
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- Sample size: according to clinical convenience sample sizes, the total number of patients with
polymyositis and dermatomyositis in the study was 151 patients.
2.3.2. Procedure of study
- The patients with polymyositis and dermatomyositis in the study were classified into 2 groups,
including:
+ Group 1: patients were diagnosed with polymyositis.
+ Group 2: patients were diagnosed with dermatomyaositis.
- All patients will have detailed clinical examination to determine whether they have gastrointestinal,
cardiac or pulmonary complications. Age, sex, disease duration, initial symptoms, clinical
manifestations and treatment will be recorded. Then the patient was taken blood tests and did the
necessary methods to detect damages of organs. All patients had the cancer screening. If the patients
had suspecting symptoms they would had gastroscopy, C.T of the abdomen and pelvis.
- The control group included 116 healthy individuals also had been taken blood for analysis of HLA-
DRBL1 locus.
2.4. Contents of Research
2.4.1. The clinical features of patients with polymyositis and dermatomyositis
- Age, gender, weight, height, duration of disease.
- The onset of symptoms. A history of cigarette smoking and the accompanying malignancy.
- The damage of organs including the skin, muscle, joints, calcification of software, lungs, heart,
gastrointestinal tract, peripheral vasculum, kidney.
- The lung lesions of myositis including aspiration pneumonia (in patients with dysphagia due to
muscle weakness of the pharynx), interstitial pneumonia, reduced ventilatory ability by weakness of
respiratory muscles related to autoimmune myositis.
- Diagnosis of interstitial lung disease will require the presence of either
e Chest radiography abnormalities indicative of fibrosis, with or without restrictive physiologic

findings on pulmonary function tests:

+ FEV1 < 80% (predicted forced expiratory volume in 1 second)

+ FVC < 80% (predicted forced vital capacity)

+ TLC < 80% (predicted total lung capacity)

+ And/or > 80% predicted FEV1/FVC

OR
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e Abnormal findings on high resolution computed tomography (HRCT) scan, showing at least

1 of the following features (with or without restrictive physiologic finding on pulmonary

function tests)

+ Reticulation and fibrosis

+ Traction bronchiectasis

+ Honeycombing

+ Ground- glass opacification.
- The time of appearance of pulmonary involvement before being diagnosed polymyositis and
dermatomyositis, along with other symptoms of disease or appear after being diagnosed polymyositis
and dermatomyositis.
- The treatment: corticosteroids, methotrexate, chloroquine, azathioprin, cyclophosphamide,
immunoglobulin, duration - dose.
2.4.2. Laboratory findings of patients with polymyositis and dermatomyositis
2.4.2.1. Blood chemistry tests: C-reactive protein (CRP), SGOT, SGPT, creatinine kinase (CK),
lactatdehydrogenase (LDH), albumin and protid were checked at Biochemical department, Bach Mai
Hospital, the reference values were provided by the department.
2.4.2.2. CBC tests: characteristics of peripheral blood cells and erythrocyte sedimentation rate were
performed at the Department of Hematology, Bach Mai Hospital, the reference values were provided
by the department.
2.4.2.3. Testing for autoantibodies of polymyositis and dermatomyositis in the patient's serum:
were performed at the Immune center, Karolinska Institute, Sweden, by immunoblot assay.
2.4.2.4. Laboratory analysis of alleles of HLA-DRB1 locus of 151 patients with polymyositis and
dermatomyositis and control group (116 healthy individuals): were performed at the Center for
Molecular Biology of the Karolinska Institute, Sweden.
2.4.2.5. Urinary analysis: at the Department of Biochemistry, Bach Mai Hospital.
2.4.2.6. Explorating methods to detect lesions in the lungs
- Chest radiography: at the Radiology department, Bach Mai Hospital.
- High resolution computed tomography of the lungs (HRCT). Conventional HRCT scans of the
chest will be performed without intravenous contrast during end inspiration. The thickness of one
slice is 1 mm, the distance between 2 layers is 12 mm, at the Radiology department, Bach Mai
Hospital.
The evaluation of chest radiographys and HRCT will be performed according to the presence of

abnormalities on the radiographic examination and not the extent of the abnormalities.
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- Pulmonary function tests: measuring by Koko machine of the US, performed at the Department of
Respiratory, Bach Mai Hospital. Restrictive physiologic diagnosis:

+ FEV1 < 80% (predicted forced expiratory volume in 1 second)

+ FVC < 80% (predicted forced vital capacity)

+ TLC < 80% (predicted total lung capacity)

+ And/or > 80% predicted FEV1/FVC
- Microscopy of bronchi: with flexible tube, is done at the Department of Respiratory, Bach Mai
Hospital to exclude pulmonary tuberculosis, infections, fungus.
- In the process of following patients with polymyositis and dermatomyositis participated in the
study, but no pulmonary damage, CTScanner of lung will be performed when patients appear
symptoms such as cough, dyspnea, rales to detect pulmonary involvement.
2.4.2.7. Explorating methods to detect muscular involvement
- Electromyography: at electromyography room, Institute of Gerontology.
- Biopsy of muscle: by the automatical gun under the guidance of ultrasound, was performed at the
Rheumatology Department, Bach Mai Hospital. Histopathology of muscle will be performed at the
Pathology department, Bach Mai Hospital.
2.4.2.8. The explorating methods for the detection of cardiovascular involvement
- ECG and echocardiography: at the Institute of Cardiology, Bach Mai Hospital.
2.4.3. Clinical indices of disease activity and chronic damages
2.4.3.1. The indicators of disease activity
- Disease activity will be measured by MDAAT 2005
- MMT8 (Manual Muscle Testing)
2.4.3.2. The indicators of chronic damages
+ The MDI (Myositis Damage Index).
+ MMT8 (Manual Muscle Testing)
2.4.4. Assessing the relationship between autoantibodies of polymyositis and dermatomyositis with
some clinical characteristics of disease
- Surveying the relationship between the autoantibodies of polymyositis and dermatomyositis with
clinical features of disease.
- Surveying the relationship between the autoantibodies of polymyositis and dermatomyositis with
disease activity by MDAAT 2005 and MMTS8 at the begining of the study.
- Surveying the relationship between the autoantibodies of polymyositis and dermatomyositis with

chronic damages by MDI at the start of the study.
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- Surveying the relationship between the autoantibodies of polymyositis and dermatomyositis with
inflammatory level and muscle enzymes at the begining of the study.

2.4.5. Evaluating the prognostic factors of pulmonary involvement in patients with polymyositis
and dermatomyositis

- The patients were divided into 2 groups:

+ Group 1: patients with interstitial pneumonia

+ Group 2: patients without interstitial pneumonia

- Comparison of clinical manifestations and laboratory findings between the 2 groups of patients at
the begining of the study.

2.4.6. Surveying the characteristics of alleles of HLA-DRB1 locus of Vietnamese patients with
polymyositis and dermatomyositis

- To survey characteristics of the alleles of HLA-DRBL locus of patients and healthy group.

- To survey characteristics of the alleles of HLA-DRBL1 locus of patients having myositis-specific
antibodies and patients without antibodies.

- To survey characteristics of the alleles of HLA-DRB1 locus of patients having myositis-specific
antibodies and interstitial pneumonia.

- To survey characteristics of the alleles of HLA-DRB1 locus of each group of patients having
myositis-specific antibodies.

2.5. Data analysis: SPSS 16.0 statistical software.

CHAPTER 3: RESULTS
3.1. The general characteristics of patients with polymyositis and dermatomyositis
- The study included 88 patients with polymyositis and 63 patients with dermatomyositis. Both the 2
groups of patients with polymyositis and dermatomyositis were occurred mainly in women, in which
women accounted for 73.9% in polymyositis and 81% in dermatomyositis.
- The percentage of patients from 41 to 60 years old was highest (43.7%). The average age of the
patients was 42.3 = 15.5 years old, in which the highest age was 80 years old and the lowest age was
13 years old.

3.2. The clinical characteristics and laboratory findings of polymyositis and dermatomyositis

Table 3.1: Cutaneous manifestations of patients with DM

Cutaneous disease activity DM (n =63)

n %
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Cutaneuous ulceration 13 20.6
Erythroderma 54 85.7
Erythematous rashes 27 42.9
Panniculitis 3 4.8
Heliotrope rash 48 76.2
Gottron " papules 40 63.5
Periungual capillary changed 27 42.9
Mechanics hands 6 9.5
VAS 5.81+£2.78

MITAX 4.57 +£3.26

Comments: In patients with dermatomyositis, the most common cutaneuous involvements including
erythroderma (85.7%), heliotrope rash (76.2%) and Gottron” papules (63.5%).
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Table 3.2: Muscular manifestations of patients with polymyositis and dermatomyositis

Myositis Polymyositis | Dermatom-yositis

Muscle disease activity (n=151) (n=88) (n=63) p*

n % n % n % A
Mild muscle inflammation 57 37.7 33 375 24 38.1 >0.05
Moderate muscle inflammation | 49 325 32 36.4 17 27.0 >0.05
Severe muscle inflammation 45 29.8 23 26.1 22 349 >0.05
Myalgia 127 84.1 73 83.0 54 85.7 >0.05
High CK 93 61.6 58 65.9 35 55.6 >0.05
Average of CK level 2479,5+5004,4 | 31063 +6070.5 | 1603.9 +£2746.4 <0.05
MMT8 57.1+17.6 57.6+17.4 564+179 >0.05
VAS 5.32+2.73 534+26 5.29+293 >0.05
MITAX 399+34 3.8+3.25 427 +3.61 >0.05

*Comparision between the polymyositis patients with the dermatomyositis patients

Comments: 62.3% of the patients had moderate and severe muscle inflammation, in which myalgia
occurred in 84.1% of patients. The degree of muscle disease activity between the 2 groups of patients
with polymyositis and dermatomyositis was not different (p> 0.05). High CK was only 61.6% of patients,
in which polymyositis patients had an average of CK level which were much higher than
dermatomyositis group.

Table 3.3: Weakness of muscle groups of patients with polymyositis and dermatomyositis

Myositis PM DM

Weakness of (n=151) (n =88) (n=63) p*

muscle groups n % n % n % A
Deltoid middle 123 81.5 73 83 50 79.4 >0.05
Biceps brachii 98 64.9 55 62.5 43 68.3 >0.05
Wrist extensors 85 56.3 48 54.5 37 58.7 >0.05
Quadriceps 124 82.1 76 86.4 48 76.2 >0.05
femoris
Ankle 95 62.9 56 63.6 39 61.9 >0.05
dorsiflexors
Neck flexors 125 82.8 68 77.3 57 90.5 <0.05
Gluteus medius 133 88.1 75 85.2 58 92.1 >0.05
Gluteus maximus 130 86.1 73 83 57 90.5 >0.05
Changes on 125 82.8 74 84.1 51 81 >0.05
electricity of
muscle

*Comparision between the polymyositis patients with the dermatomyositis patients
Comments: The patients with polymyositis and dermatomyositis had proportion of muscle weakness

in the lower extremities higher than in the upper limbs and the proximal muscles were much weaker



than the distal muscles. In patients with polymyositis, weakness of quadriceps femoris had the
highest percentage (86.4%), while in patients with dermatomyositis, weakness of gluteus medius

were highest (92.1%). Muscle damage was discovered by electricity of muscle seen in 82.8% of

patients.
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Table 3.4: Clinical features of patients with PM/DM having interstitial lung disease

Myositis with PM with DM with *
Pulmonary interstitial lung | interstitial lung | interstitial lung (/Mann-
features disease (n = 52) disease disease Whitney)
(n=28) (n=24)
n % n % n %
Dry cough 33 63.5 18 64.3 15 62.5 >0.05
Dyspnea 37 71.2 20 714 17 70.8 >0.05
Restrictive 36 69.2 21 75 15 62.5 >0.05
ventilatory
Dead 6 115 3 10.7 3 125 >0.05
VAS 521+2.75 5.29 £2.64 5.13+2.94 >0.05
MITAX 3.77+£3.35 3.79+£3.22 3.75+£3.57 >0.05

*Comparision between

dermatomyositis patients having interstitial lung disease.

Comments: In patients with interstitial pneumonia, but only 71.2% of patients had respiratory clinical
symptoms such as dyspnea and 63.5% of patients had dry cough. In particular, the degree of
progression of interstitial pneumonia found no significant differences between the 2 groups of

the polymyositis patients having interstitial lung disease with the

patients with polymyositis or dermatomyositis with interstitial pneumonia (p> 0.05).

Table 3.5: Clinical features and laboratory findings of patients with or without interstitial lung

disease

Patients with

Patients without

Clinical features - laboratory interstitial lung interstitial lung p
findings disease disease Q)
(n=52) (n=99)
n % n %
Fever 38 73.1 53 535 <0.05
Erythematous rashes 13 54.2 14 35.9 <0.05
Gottron” papules 16 66.7 24 61.5 >0.05
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Heliotrope rash 18 75.0 30 76.9 >0.05
Raynaud phenomenon 18 34.6 30 30.3 > 0.05
arthralgia 22 42.3 46 46.5 >0.05
arthritis 16 30.8 37 374 >0.05
Dysphagia 27 51.9 50 50.5 >0.05
Mild muscle inflammation 13 25.0 44 44.4 <0.01
Moderate muscle inflammation 16 30.8 33 33.3 >0.05
Severe muscle inflammation 23 44.2 22 22.2 <0.01
Deltoid middle 49 94.2 74 74.7 <0.01
Biceps brachii 40 76.9 58 58.6 <0.05
Gluteus maximus 49 94.2 81 81.8 <0.05
High CRP 32 61.5 39 39.4 <0.05
Low Hemoglobin 36 69.2 32 32.3 <0.001
Low red blood cell 22 42.3 17 17.2 <0.01
Specific autoantibodies 24 46.2 42 42.4 > 0.05
Dead 6 11.5 2 2.0 -

Average of age 489+ 14.5 38.8+14.98 <0.01
Average of disease duration 18.9+21.3 23.6 +30.9 >0.05
Average of CK level 2997.1 £4841.5 2207.6 £ 5090.9 >0.05

Comments: The patients with interstitial pneumonia had the proportion of muscle weakness and
severe muscle inflammation was significantly higher compared with patients without interstitial
pneumonia. The symptoms such as fever, anemia and high CRP also were more common than those
patients without interstitial pneumonia.

3.3. The relationship between autoantibodies of polymyositis and dermatomyositis and clinical
manifestations as well as biochemical findings of disease

Table 3.6: Autoantibodies of patients with myositis

Patients with myositis (n = 151)
n %
No autoantibody 69 45.7

Autoantibodies
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1 autoantibody 75 49.7
2 autoantibodies 6 4
3 autoantibodies 1 0.7

Comments: 54.3% of the patients had autoantibodies, in which 49.7% of patients had only one
autoantibody.
Table 3.7: Prevalence of autoantibodies of the patients with polymyositis and dermatomyositis

Myositis | Polymyositis | Dermatomyositi

Autoantibodies | (n=151) (n=88) S pP*
(n=63) ®)

n % n % n %
Specific 66 | 43.7 | 32 | 36.4 34 54 <0.05
antibodies
Associated 16 | 10.6 | 12 | 13.6 4 6.4 -
antibodies
Jo.1 13| 8.6 7 8 6 9.5 >0.05
PL.7 4 | 26 1 1.1 3 4.8 -
PL.12 0 0 0 0 0 0 -
EJ 6 | 40 1 1.1 5 7.9 -
0J 0 0 0 0 0 0 -
Synthetase 23] 152 | 9 10.2 14 22.2 >0.05
SRP 17 | 113 | 9 10.2 8 12.7 >0.05
PM.Scl.75 7 46 6 6.8 1 1.6 -
PM.Scl.100 4 | 26 3 3.4 1 1.6 -
Ku 10| 6.6 8 9.1 2 3.2 >0.05
SAE 1| 07 1 1.1 0 0 -
pl140 2 1.3 1 1.1 1 1.6 -
CADM.140 11| 7.3 5 5.7 6 9.5 >0.05
p155.140 5 33 2 2.3 3 4.8 >0.05
Mi2b 4 | 26 3 3.4 1 1.6 -
Mi2a 7| 46 4 4.5 3 4.8 >0.05

*Comparision between the polymyositis patients with the dermatomyositis patients
Comments: 43.7% of patients had myositis- specific antibodies which were more common in patients
with dermatomyositis than polymyositis. The antisynthetase antibodies had the highest percentage
(15.2%), then, to the anti- SRP antibody (11.3%) and anti-CADM-140 antibody (7.3%).

Table 3.8: The relationship between anti- synthetase antibodies and clinical manifestations as

well as biochemical findings of disease

Anti- No p*
Clinical manifestations synthetase antibody | (¥Mann
and laboratory findings antibodies (n=69) -
(n=23) Whitney
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n % n % )
Fever 17 73.9 36 | 52.| <0.05
2
Cutaneous ulceration 314 | 214 4/25 | 16. | >0.05
0
Heliotrope rash 10/1 714 | 17/25 | 68. | >0.05
4 0
Gottron” papules 9/14 | 643 |15/25|60. | >0.05
0
Mechanics hands 2/14 14.3 2/25 | 80| >0.05
Arthritis 12 52.2 21 | 30. | <0.05
4
Raynaud phenomenon 8 34.8 22 | 31 >0.05
9
Interstitial lung disease 12 52.2 22 | 31.| <0.05
9
Pulmonary hypertension 13 56.5 28 | 40.| >0.05
6
Pericarditis 7 304 7 10. | <0.05
1
High CK 16 69.5 37 | 53.| >0.05
6
Low Hemoglobin 12 52.2 27 139.| >0.05
1
High CRP 17 73.9 29 | 42. | <001
0
High erythrocyte 19 82.6 40 | 58. | <0.05
sedimentation rate 0
VAS of cutaneous disease 4.04 £3.51 2,25+£291 <0.01
activity
VAS of muscle disease 548 +2.64 51+£2.63 >0.05
activity
VAS of skeletal disease 1.91+£291 1.84+3.07 | >0.05
activity
VAS of pulmonary disease 3.65+£3.45 238+£2.7 | <0.05
activity
CK level (average) 3019+ 5716.2 1565 + > 0.05
2890.1

In 23 patients having anti-synthetase antibodies, 14 patients with dermatomyositis. In 69 patients
with no antibodies of myositis, 25 patients with dermatomyositis.
Comments: In patients having anti- synthetase antibodies, the prevalence of fever, arthritis and

interstitial pneumonia were significantly higher compared with patients without antibodies. The
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activity of cutaneous damages and interstitial pneumonia were more severe than the patients without
antibodies. The higher average of CK level and more severe activity of muscular inflammation than
patients with no antibodies, but the difference was not statistically significant with p> 0.05.

Table 3.9: The relationship between anti SRP autoantibody and clinical manifestations as well as

biochemical findings of disease

SRP | Anti-synthetase No p
(n=17) (n =23) antibody (/Mann-Whitney)
Clinical manifestations (n=69) (SRP vs)
n (%) n (%) n (%) Anti- No antibody
synthetase

Fever 9(52.9) 17 (73.9) 36 (52,2) >0.05 >0.05
Heliotrope rash 7/8(87.5)| 10/14 (71.4) 17/25 (68) >0.05 >0.05
Gottron” papules 4/8 (50) 9/14 (64.3) 15/25 (60) >0.05 >0.05
Erythroderma 4/8 (50) | 13/14(92.9) | 23/25(92) | <0.05 <0.01
Dysphagia 11 (64.7) 13 (56.5) 34 (49.3) >0.05 >0.05
Arthralgia 6 (35.3) 12 (52.2) 29 (42) >0.05 >0.05
Arthritis 2 (11.8) 12 (52.2) 21(304) = <001 >0.05
Raynaud phenomenon 3(17.6) 8(34.8) 22 (31.9) >0.05 >0.05
Interstitial lung disease 4 (23.5) 12 (52.2) 22 (31.9) >0.05 >0.05
Pericarditis 3 (17.6) 7 (30.4) 7(10.1) >0.05 >0.05
High CK 13 (76.5) 16 (69.5) 37(536) | >0.05 >0.05
VAS of cutaneous disease | 2.94 + 4.04+3.51 2.25+£2091 >0.05 >0.05
activity 3.17
VAS of muscle disease 547+ 5,48 £2.64 5.1+2.63 >0.05 >0.05
activity 2.53
VAS of skeletal disease 1+2.24 1.91+291 1.84 +£3.07 >0.05 >0.05
activity
VAS of pulmonary 2+1,84 3.65+3.45 2.38+2.7 >0.05 >0.05
disease activity
Average of CK level 5205.8+ | 3019+5716.2 1565 + >0.05 <0.01

9812.1 2890.1
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In 17 patients having anti SRP autoantibody, 8 patients with dermatomyositis.
Comments: In patients having anti- SRP autoantibody, arthritis and erythroderma was less common
than in patients having antisynthetase antibodies and the patients without antibodies. However, the

average of CK levels was much higher compared with patients having antisynthetase antibodies and

patients without antibodies.
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Table 3.10: The relationship between anti Mi-2 autoantibody

and clinical manifestations as well as biochemical findings of disease

Anti Anti No p
Mi-2 | syntheta antibod| (¥Mann-
Clinical manifestations | (n=28) se y Whitney)
(n=23) | (n=69) (Anti Mi-2 vs)
n@)  n(%) | n(%) | Anti No
syntheta | antibo
se dy
Heliotrope rash 3/3 10/14 | 17/25
(100) | (71.4) (68) - -
Gottron” papules 3/3 9/14 15/25
(100) | (64.3) (60) - -
Erythroderma 3/3 13/14 | 23/25
(100) | (92.9) (92) - -
Dysphagia 3(37.5)|13(56.5) 34
(49.3) | >0.05 | >0.05
Arthralgia 4(50) 12(52.2)| 29(42) | >0.05 | >0.05
Arthritis 3(375)12(52.2) 21
(30.4) | >0.05 | >0.05
Raynaud phenomenon 4 (50) | 8(34.8) 22
(319) | >0.05 | >0.05
Mild muscle inflammation | 2 (25) | 7 (30.4) 27
(39.1) | >0.05 | >0.05
Moderate muscle| 2(25) | 9(39,1) 24
inflammation (34,8) | >0.05 |>0.05
Severe muscle| 4 (50) | 7(30.4) 18
inflammation (26.1) | >0.05 |>0.05
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Interstitial lung disease 1(125) |12 (52.2)| 22

(319) | <0.05 >0.05
Pericarditis 2(25) | 7(30.4) 7(10.1)| >0.05 |>0.05
High CRP 3(37.5) 117 (73.9)| 29 (42) | >0.05 | >0.05
VAS of cutaneous disease|4+3.96 4.04+ @ 2,25
activity 351 +291 | >0.05 | >0.05
VAS of muscle diseasel 6.88+ | 548+ | 5.1+
activity 2.95 2.64 2.63 >0.05 | >0.05
Average of CK level 5889.4 | 3019+ | 1565+ | >0.05 |<0.01

+ 5716.2 | 2890.1
75279

In 8 patients having anti Mi-2 autoantibody, 3 patients with dermatomyositis.

Comments: In patients having anti Mi-2 autoantibody, the symptoms such as dysphagia, arthralgia -
arthritis, interstitial pneumonia and pericarditis were less common compared with patients having
antisynthetase antibodies. The average of CK levels was significantly higher and the activity of

muscular damage was more severe than patients having antisynthetase antibodies and patients

without antibodies.
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Table 3.11: The relationship between anti CADM-140 autoantibody
and clinical manifestations as well as biochemical findings of disease

Anti Anti No p
CADM- | synthetas | antibody |  (?/Mann-
Clinical manifestations 140 e (n=69) Whitney)
(n=11) | (n=23) (Anti CADM-
140 vs)
n (%o) n (%o) n (%) Anti No
synthetas | antibo
e dy
_ 10/14 17/25
Heliotrope rash 5/6 (83.3) >0.05 |>0.05
(71.4) (68)
9/14 15/25
Gottron papules 5/6 (83.3) >0.05 |>0.05
(64.3) (60)
13/14 23/25
Erythroderma 5/6 (83.3) >0.05 |>0.05
(92.9) (92)
_ 3/14
Cutaneous ulceration 3/6 (50) 4/25 (16) | >0.05 |>0.05
(21.4)
Arthralgia 9(81.8) | 12(52.2) | 29(42) | >0.05 |<0.05
Arthritis 9(81.8) | 12(52.2) | 21(30.4) | >0.05 |<0.01
Raynaud phenomenon 6(54.5) | 8(34.8) |22(31.9)| >0.05 |>0.05
Interstitial lung disease 2(18.2) |12(52.2) 22(31.9) | >0.05 |>0.05
High CK 5(45.5) | 7(304) | 7(10.1) | >0.05 |<0.01
VAS of cutaneous disease| 5.83+ | 4.04+ 2.25 0.05 <
>0.
activity 3.2 351 +2.91 0.001
VAS of skeletal disease| 4.36+ 1.91+ 1.84
o <0.05 |<0.05
activity 3.91 291 +3.07
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Average of CK level 926.8+ | 3019+ | 1565+
17916 | 5716.2 | 2890.1 | >0.05 >0.05
In 11 patients having anti CADM-140 antibody, 6 patients with dermatomyositis

Comments: In patients having anti CADM-140 antibody, the symptoms such as arthralgia - arthritis

and high CK were more common, the activity of the cutaneous and skeletal damages was worse than

the patients with antisynthetase antibodies and patients without antibodies.
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Table 3.12: The relationship between anti p155/140 autoantibody
and clinical manifestations as well as biochemical findings of disease

Clinical manifestations Anti p155/140 (n = 5)
n %
Heliotrope rash 2/3 66.7
Gottron” papules 33 100
Erythroderma 2/3 66.7
Dysphagia 2 40
Arthralgia 3 60
Arthritis 2 40
Raynaud phenomenon 2 40
Interstitial lung disease 3 60
High CK 2 40
Average of CK level 1900.6 + 3593.9

In 5 patients having anti p155 / 140 antibody, 3 patients with dermatomyositis.
Comments: The dermatomyositis patients having anti p155/140 antibody had typical cutaneous
lesions of dermatomyositis. The symptoms such as arthralgia/ arthritis and interstitial pneumonia
were also common in patients having anti p155/140 antibody.
3.4. The characteristics of alleles of HLA-DRB1 locus of patients with polymyositis and
dermatomyositis

Table 3.13: The percentage of alleles of HLA-DRB1 locus of patients and control group

Myosit Polymy-/ Derma- | Control p
HLA-| s ositis | tomyositis | (n = 116) A
DRB | (n= |(n=87) (n=61) (Control vs)
1 148)

n (%) | n (%) n (%o) n(%) | Poly | Derma- | Myosi
my- | tomyosit | tis

ositis is

01 |1(0.7)] 0(0) | 1(16) | 3(26) | - | >005 >0.05

*03 | 18 13 5(82) |20(17.2)|>0.05 >005 @ >0.05
(12.1) | (14.9)

04 | 26 |9(103)| 17(27.9) 18(155)| >0.05| <0.05 |>0.05
(17.5)
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*07 |8(4)] 6(69) | 2(33) | 10(86) | >0.05] >0.05 |>0.05

08 | 18 11 | 7(115) 12(10.3)|>0.05 | >005 |>0.05
(12.1) | (12.6)

09 | 29 17 | 12(19.7) |26 (22.4) | >0.05 | >005 |>0.05
(195) | (19.5)

*10 | 18 11 | 7(115) 19(164) >0.05 >005 |>0.05
(12.1) | (12.6)

*11 | 11 | 7(8) | 4(66) | 11(95) |>005 | >0.05 | >0.05
(7.4)

*12 | 67 39 | 28(45.9) | 38(328)|>0.05  >0.05 |<0.05
45.7) | (44.8)

*13 | 16 11 | 5@2) | 6(52) >005| >005  >005
(10.8) | (12.6)

*14 | 14 | 7(8) | 7(115) 13(112)|>0.05| >0.05 |>0.05
(10.1)

*15 | 39 | 27(31) | 12(19.7) | 29(25) | >0.05 >0.05 | >0.05
(26.2)

*16 | 6(4) | 3(34) | 3(49) 12(10.3)|>0.05 | >0.05 |<0.05

Comments: The percentage of HLA-DRB1*12 allele of patients with polymyositis and
dermatomyositis was higher than the control group. The percentage of HLA-DRB1*16 allele of
patients with polymyositis and dermatomyositis was lower than the control group. The percentage of
HLA-DRB1*04 allele of patients with dermatomyositis was higher than the control group.
Table 3.14: The percentage of alleles of the HLA-DRB1 locus of
patients without antibodies and patients having myositis- specific antibodies

] Myositis-
Noantibod . Control p
HLA- ) specific X
les - (n= ©)
DRB1 antibodies
(n=168) 116) (Control vs)
(n=65)

Myositis-
Noantibodi| specific
n (%) n (%) n (%0) es antibodie

S
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01 | 1(15) 00) | 3(26)| >005 -

*03 | 6(88) | 9(138) 20 >005 | >005
(17.2)

*04 | 11(162) @ 12(185) | 18 >005 | >005
(15.5)

07 | 4(58) 3(46) |10(86) >005 | >005

*08 | 8(118) | 10(154) | 12 >005 | >005
(10.3)

*09 | 14(206) @ 9(13.8) 26 >005 | >005
(22.4)

*10 | 11(162) @ 6(9.2) 19 >005 | >005
(16.4)

*11 | 4(5.9) 3(46) |11(95) >005 & >005

*12 | 31(456) | 30(46.2) | 38 >005 | >005
(32.8)

*13 | 7(103) @ 8(123) | 6(2) | >005 | >005

*14 | 1(15) | 12(185) | 13 <005 | >005
(11.2)

*15 | 21(309) 15(231) |29(25)| >005 | >0.05

*16 | 5(7.4) 1(L5) 12 >005 | <005
(10.3)

Comments: The percentage of HLA-DRB1*14 allele of the patients without antibodies was lower
than the control group. The percentage of HLA-DRB1*16 allele of the patients having myositis-
specific antibodies was lower than the control group.
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CHAPTER 4: DISCUSSION
4.1. The clinical and biochemical characteristics of polymyositis and dermatomyositis
4.1.1. Characteristics of the skin involvements of patients with myositis
Patients with dermatomyositis have erythroderma which may occur before the proximal muscles
weakness a year or longer. In 63 patients with dermatomyositis, heliotrope rash was in 76.2% of patients
and Gottron' papules was in 63.5% of patients. Erythroderma accounted for a high percentage (85.7%), of
which, 13 patients had skin ulcers (20.6%).
4.1.2. Characteristics of muscular damage of the patients with polymyositis and dermatomyositis
We found that both the 2 groups of patients with polymyositis and dermatomyositis had the
percentage of muscular weakness in the lower limbs was higher than in the upper limbs and proximal
muscles were much weaker than the distal muscles. In particular, patients with polymyositis had
weak quadriceps femoris accounted for the highest percentage (86.4%), while the patients with
dermatomyositis had weak gluteus medius accounted for the highest (92.1 %).
We saw the activity of muscle involvements of patients with polymyositis and dermatomyositis had
no difference with p> 0.05. However, patients with polymyositis had average of CK level was much
higher than patients with dermatomyositis. In the study, high CK was found only in 61.6% of
patients and 26/151 patients without changes on the electricity of muscle (17.2%).
4.1.3. Pulmonary involvements of patients with polymyositis and dermatomyositis
In the present study, we found that 52/151 patients had interstitial pneumonia, accounting for 34.4%.
In the 52 patients having interstitial pneumonia, the clinical symptoms of respiratory such as dry
cough, dyspnea only seen in 71.2% of patients and pulmonary hypertension in 46.2% of patients. The
patients having interstitial pneumonia had higher average age and shorter disease duration than that
of patients without interstitial pneumonia. In the group of patients having interstitial pneumonia, we
found the proportion of patients had fever, erythematous rashes, proximal muscle weakness, severe
muscle inflammation, high CRP, anemia, myositis- specific antibodies, antisynthetase antibodies and
anti Jo-1 antibody was much higher when compared with patients without interstitial pneumonia. In
the 52 patients with interstitial pneumonia, glass opacity had the highest proportion (71.2%),
honeycomb, lung fibrosis and bronchoectasia were uncommon.
4.2. The relationship between autoantibodies of polymyositis and dermatomyositis and clinical
manifestations as well as biochemical findings of disease
4.2.1. Characteristics of autoantibodies of patients with polymyositis and dermatomyositis
In patients with polymyositis and dermatomyositis studied, 43.7% of patients had myositis-specific

antibodies which were more common in dermatomyositis, 10.6% of patients had myositis-associated
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antibodies which were more common in polymyositis. Of these, 49.7% of patients had only 1 antibody, 6
patients had 2 antibodies (4%) and only 1 patient had 3 antibodies (0.7%), no patients had anti PL-12 and
0J antibodies. The antisynthetase antibodies had the highest percentage (15.2%), then, to the anti- SRP
antibody (11.3%) and anti-CADM-140 antibody (7.3%), other antibodies had low percentage, fluctuating
between 0.7- 7%.

4.2.2. The relationship between anti- synthetase antibodies and clinical manifestations as well as
biochemical findings of disease

When comparing 14 patients with dermatomyositis having antisynthetase antibodies, we found that
the typical skin damages of dermatomyositis were more common and the progression of skin
damages was much more severe than the dermatomyositis patients without antibodies. In the group
of patients having antisynthetase antibodies, the more severe muscle inflammation, the more
common CK elevation and the higher average of CK level when compared with patients without
antibodies .

In the study, the ratio of arthritis, arthralgia, interstitial lung disease, pulmonary hypertension and
Raynaud's phenomenon in patients having anti-synthetase antibodies was much higher than patients
without antibodies. Thus, the patients having antisynthetase antibodies had much more severe
activity and many organ damages, particularly interstitial pneumonia and severe muscle
inflammation when compared with the patients without antibodies.

4.2.3. The relationship between anti SRP autoantibody and clinical manifestations as well as
biochemical findings of disease

In the patients having anti SRP antibody, patients having severe and moderate muscle inflammation
occupied a high percentage (64.7%). The average of CK level of patients having anti SRP antibody
also was much more higher than the patients had antisynthetase antibodies and the patients without
antibodies.

However, the symptoms such as arthritis, arthralgia and Raynaud's phenomenon were less common than
in patients without antibodies. Our results are similar to findings of Hengstman GJ' study included 23
patients with myositis having anti SRP antibody, the symptoms included dysphagia and severe muscle
inflammation were more common but less common arthritis compared with patients without antibodies.
In the patients having anti SRP antibody, the percentage of interstitial pneumonia was much lower
and the activity of interstitial pneumonia was also less severe when compared with patients had
antisynthetase antibodies. Overall, the patients having anti SRP antibody had much more severe

muscle inflammatory activity compared with patients had antisynthetase antibodies and patients
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without antibodies. However, damage of other organs was less common, in particular interstitial
pneumonia when compared with patients without antibodies.

4.2.4. The relationship between anti Mi-2 autoantibody and clinical manifestations as well as
biochemical findings of disease

100% of patients with dermatomyositis having anti Mi-2 antibody had erythroderma, Gottron'
papules and heliotrope rash. The activity of cutaneous damage was much more severe than
dermatomyositis patients without antibodies as measured by MDAAT. These patients had much
more severe muscle inflammation when compared with patients had antisynthetase antibodies and
patients without antibodies, of which, 75% of patients had moderate and severe muscle
inflammation.

In the present study, we only met one patient having anti Mi-2 antibody had interstitial pneumonia
(percentage of 12.5%), was much lower than the patients had antisynthetase antibodies (52.2%) and
patients without antibodies (31.9%). Overall, in the patients having anti Mi-2 antibody, although the
more severe activity of muscle inflammation the percentage of interstitial pneumonia was
significantly lower than the patients had antisynthetase antibodies.

4.2.5. The relationship between anti CADM-140 autoantibody and clinical manifestations as well
as biochemical findings of disease

In the patients with dermatomyositis having anti CADM-140 antibody, we found that 5/6 patients
had typical skin lesions of the disease and the activity of cutaneous damages was much more severe
than dermatomyositis patients without antibodies, of which, 50% of patients had cutaneous ulcers
due to progressing disease. The patients having anti CADM-140 antibody had less severe muscle
inflammation and the significantly lower average of CK level compared with patients had
antisynthetase antibodies and patients without antibodies.

In 11 patients had anti CADM-140 antibody, we only encountered 2 patients having interstitial
pneumonia (18.2%) which were much lower than the patients had antisynthetase antibodies (52.2 %).
Thus, the patients with dermatomyositis having anti CADM-140 antibody often had typical and
severe cutaneous damages, especially the cutaneous ulceration caused by infiltration of inflammatory
cells around blood vessels of the skin.

4.2.6. The relationship between anti p155/140 antibody and clinical manifestations as well as
biochemical findings of disease

According to many studies, anti p155/140 antibody is an important risk factor of myositis associated

with cancer, especially in dermatomyositis. However, in patients having anti p155/140 antibody, we
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did not encounter any patient associating with cancer, the cause dued to the number of patients
having anti p155/140 antibody in our study (5 patients) was less than in other studies.
In the patients having anti p155/140 antibody, interstitial pneumonitis accounted for a high
proportion (60%). Patients having anti p155/140 antibody should also had the screening tests for the
early detection of cancer because this antibody is a high risk factor for myositis associated with
cancer, especially in dermatomyositis.
4.3. Genetic characteristics of the patients with polymyositis and dermatomyositis
When analyzing the alleles of HLA-DRB1 locus of the 151 patients with polymyositis and
dermatomyositis and the control group consisting of 113 healthy subjects, we found that the
proportion of HLA-DRB1*12 allele of patients was higher than the control group. The percentage of
HLA-DRB1*16 allele of the patients with polymyositis/ dermatomyositis and patients having
myositis-specific antibodies was lower than the control group. Thus, the results of our study were
different from the results of other studies in European, Asian and African Americans. The causes of
this difference may be due to the studies were conducted in different geographical areas, the
exposure to different environmental factors, genetic diversity among different studied populations,
the number of HLA alleles was differently analysed, different research methods, the systematic bias,
different gender and age compositions of the studies.
In the present study, we found that patients with dermatomyositis had the ratio of HLA-DRB1*04
allele was higher compared with the control group. The percentage of HLA-DRB1*14 allele of the
patients having myositis- specific antibodies, especially with the patients having anti SRP antibody
was significantly higher than the patients without antibodies. The HLA alleles are markers leading to
the differences in the clinical manifestations and autoantibodies of myositis. The results of our study
showed that autoimmune myositis had genetic sensitivity in Vietnam.

CONCLUSIONS
1. The clinical and biochemical characteristics of polymyositis and dermatomyositis
- The incidence of female/male = 3.3/1, the patients aged from 41 to 60 years old had the highest
percentage (43.7%).
- Muscle weakness in the lower extremities was more common than in the upper limbs and the
proximal muscles were much weaker than the distal muscles. 61.6% of patients had high CK level.
Changes on the electricity of muscle were found in 82.8% of patients.
- The patients with dermatomyositis had much more severe activity of joints than the patients with

polymyositis (from p<0.05 to p<0.001).
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- 45% of patients with polymyositis and dermatomyositis had anemia and 10.6% of patients had
lymphopenia which were more common in patients with dermatomyositis compared with
polymyositis.

- The patients with dermatomyositis had much more severe activity than the patients with
polymyositis and the degree of chronic damages of dematomyositis was more common than the
polymyositis.

2. The relationship between autoantibodies of polymyositis and dermatomyositis and clinical
manifestations as well as biochemical findings of disease

- 43.7% of patients had the myositis-specific antibodies and these antibodies were more common in
dermatomyositis patients compared with polymyositis patients (54% vs 36.4%).

- The antisynthetase antibodies had the highest percentage (15.2%), then, to the anti- SRP antibody (11.3%)
and anti-CADM-140 antibody (7.3%).

- In patients having antisynthetase antibodies, fever, arthritis and interstitial lung disease were more

common than patients without autoantibodies.

- In patients having anti-Mi-2 antibody and anti- SRP antibody, arthragia/arthritis and interstitial lung
disease were less common but much more severe activity of muscular manifestations compared with

patients having antisynthetase antibodies and patients without autoantibodies.

- The patients with anti-CADM-140 antibody had the activity of skin and joint involvements was

more severe than patients with antisynthetase antibodies.

- The clinical manifestations as well as biochemical findings of disease will be different depending

on autoantibodies of polymyositis and dermatomyositis.
3. Characteristics of HLA-DRBL locus of patients with polymyositis and dermatomyositis

- The percentage of HLA-DRB1*12 allele of patients with polymyositis and dermatomyositis was
higher compared with the control group. The percentage of HLA-DRB1*16 allele of the patients
with polymyositis and dermatomyositis and the patients having myositis-specific antibodies was

lower than the control group.

- There was a genetic sensitivity of polymyositis and dermatomyaositis in Vietnam.

RECOMMENDATIONS
From the results of our study, we would have the following recommendations: check to look for
myositis- specific antibodies and the analysis of alleles of HLA-DRB1 locus of patients with

polymyositis and dermatomyositis are important and necessary because genetic factors have
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influenced the presence of autoantibodies in sera of patients. The myositis-specific antibodies will
help the doctor determine the characteristic clinical manifestations for each antibody, the prognosis
of patients, selecting an appropriate treatment, as well as to understand more clearly the pathogenesis

of disease.



