- 94 - v E R PEEE A AR AR 2017 4R 1 A5 37 45 1 1 CJITWM, January 2017, Vol. 37, No. 1

N R N DBAA /NRAAATE RN
Wt 38 55 1 52 )
mLE EOHT e A AER R 20 BRRLT LR

HE BR WEANFREG AT A AW AR LA DBAA DR LT W AW & L F AL E
DKK1/Wnt il 3-89 %5 of , 383 AN B3R B 7 Br 06 5% A A A K et A AALh . ik ¥ 30 % 12 Adkeg it
DBAM R AL 4 A AR 8 fa ki ma AR REFTR. P . HAZTH, H46 X, 5K 6 AR AR
C57BLE I RMEAZ U, AMERE TR FTAZNETASAE TR T SREGAERE T ot sE
F5 A 11.25.22.545 g/(kg - d), 0.2 mL/X, 48 1 k;MmirbhmE g EREHKEO0 8 mg/R,
0.2 ML/R,HB1 R BAMATOMERTFETHAERLEK, S8R K EF12 8, THNEDRKRE,
A KR ERFER ., BHBAFN A KD RKET KARAE, 405 B RIS AE 247 R AR, 3 SR
A2 AT HE 2 &, A sz etk 4am) /s ROSRBE o 2 bE 5% 52 B (alkaline phosphatase, ALP) . 45 % (bone
gamma-carboxyglutamic-acid-containing proteins ,BGP) .DKK1 . Wntsa #9%& & &k, &R 5=9
xR AL LA AR AN K W K ARAE R 5 B &, mAN R R B S A FA A A Y AT 5 AR T A 4
(P <0.05) SREELA LR IHIZAI R 0, E5 40T KL 4m 0L B R 4F 2 dm B id- I8 SL AT R 4 M B s BE AN 40k FL
R B 6 BB BB T Rk R L TR B SR AT AR iz U A B 4 BOREALLR B LA K B e
BB AE RS N, BEOMRE B RAFRATNIES A B AT RE S AN AR ALY
WP KT R LA, 2 F AR T FEL(P<0.05), 5=k, A4 DKK1 & & & ik %1,
Wnt5a & & &£ 715 (P <0.05) ; 5 AR 20 pb 2% AN K72 B 05 & . P Al 240 DKK1 & & &kt &, Wntsa &
bR, ZFAATFEL(P<0.05), &it AMFREF ThELIHHZE Wnt B8R RELZ A RBRZRA
MR KA DBAN D RAK T XK BFARE GRS R

KR RAMAAE I ANERE S ;DBAM D RGALRT ST ;Wnt i@ %

Effect of Bushen Qiangdu Recipe on Histomorphology and Wnt Pathway of DBA/A Mice YANG
Wen-xue', YAN Xiao-ping*®, JIN Yue', ZHOU Tong-liang*, ZHANG Lan*, TAO Qing-wen®, and
KONG Wei-ping>® 1 Graduate School, Beijing University of Chinese Medicine, Beijing (100029) ; 2 De-
partment of Rheumatology, China Japan Friendship Hospital, Beijing (100029 ) ; 3 Beijing Key Lab for Im-
munoinflammatory Disease, Beijing (100029 ) ; 4 Institute of Clinical Medicine, China Japan Friendship
Hospital, Beijing (100029)

ABSTRACT Objective To observe the effect of Bushen Qiangdu Recipe (BQR) on the entheses
ossification histomorphology of articular ligament of DBA/1 mice with spontaneous ankylosing spondylitis
(AS), and to study its mechanism for prevention and treatment of AS. Methods  Thirty 12-week old
male DBA/ mice were randomly divided into the model group, the positive drug group, low, medium,
high dose BQR groups, 6 in each group. Another 6 C57BL/6 mice of the same age were recruited as a
blank control group. BQR containing 11.25, 22. 50, 45. 00 g/kg crude drugs was respectively adminis-
tered to mice in low, medium, high dose BQR groups by gastrogavage, 0.2 mL for each mouse, once
per day. Celecoxib Capsule (0.2 mL/0. 8 mg for each mouse, once per day) was administered to mice in
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the positive drug group by gastrogavage. Equal volume of normal saline was administered to mice in the
model group and the blank control group by gastrogavage. All mice were fed and intragastically adminis-
tered for 12 successive weeks. Body weight, diet, stools, and hair were routinely observed. Signs of ar-
thritis were evaluated once per two weeks. Mice were sacrifice, and then general observation of achilles
tendon was performed. The achilles tendon tissue was HE stained. Protein expressions of alkaline phos-
phatase (ALP), bone gamma-carboxyglutamic-acid-containing proteins (BGP), Dickkopf1 (DKK1), and
Whnt5a in the achilles tendon were detected using immunohistochemical method. Results Compared with
the blank control group, the scoring of arthritis obviously increased in the model group (P <0.05). But
the scoring of arthritis was obviously lower in the 3 BQR groups and the positive drug group than in the
model group (P <0.05). Histopathological results of achilles tendon tissue showed that no infiltration of
inflammatory cells or fibroblasts occurred in the normal group. Their histomorphological structures were
normal. Cartilage formation and bone formation at various degrees occurred in the model group. Filtration
of fibroblast-like cells occurred in inflammatory cells and attachment points. Scattered lymphocyte infiltra-
tion was often seen in the achilles tendon tissue of each medicated group. Cartilage formation and bone
formation were rarely seen. Compared with the blank control group, the scoring of arthritis increased in
the model group (P <0.05). Compared with the model group, the scoring of arthritis was decreased in
the 3 BQR groups and the positive drug group (P <0.05). Compared with the blank control group, protein
expression of DKK1 decreased and protein expression of Wnt5a increased in the model group (P <0.05).
Compared with the model group, protein expression of DKK1 increased and protein expression of Wnt5a
decreased in middle and high dose BQR groups (P <0.05). Conclusion BQR could delay the occur-

rence and development of arthritis and ossification in DBA/1 mice of spontaneous AS model possibly by

inhibiting classical Wnt pathway.
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