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ABSTRACT Objective To observe the effect of Xinfeng Capsule ( XFC ) on the clinical efficacy,
inflammation polarization, and bone metabolism of patients with ankylosing spondylitis (AS ) .Methods Totally
40 AS patients, selected as the research objectives, were randomly assigned to observation group and control
group by random digit table, 20 in each group. Patients in the control group took Thalidomide. Those in the
observation group took Thalidomide plus XFC. The treatment course for all was 4 weeks as a course of treatment,
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and a total of 3 courses were included. The ASAS20 and ASAS50 proposed by the International Ankylosing
Spondylitis Working Group ( ASAS ) were used to assess the clinical efficacy. Changes in symptoms and signs,
including visual analogue scale ( VAS ), Bath AS disease activity index ( BASDAI ), Bath AS function index ( BASFI ),
Bath AS measurement index ( BASMI ), Bath AS global assessment index ( BAS-G ), and quantitative score
of TCM symptoms were observed before and after treatment. Immunoturbidimetric method was used to detect
inflammatory activity indicators, erythrocyte sedimentation rate (ESR ), C-reactive protein ( CRP ) . And enzyme-
linked immunosorbent method was used to detect contents of type I procollagen N-terminal propeptide ( PINP)
and C-termianl telopeptide of type 1 collagen ( 8 -CTX), osteocalcin (BGP ), anti-tartrate acid phosphatase 5b
(TRACP-5b ), and alkaline phosphatase ( ALP ) . Flow cytometry was used to detect the expressions of CD86 on
M1 macrophages and CD16 on M2 macrophages. Results (1) The effective rate of improvement of ASAS 20 in
the observation group was higher than that in the control group (P<0.05) . (2) Compared with before treatment
in the same group, BASFI, BASMI, BAS-G of the observation group were significantly reduced after treatment,
sacroiliac spine pain, morning stiffness, lack of breath, chest tightness, shortness of breath, and fatigue were
significantly lowered ( P<0.05, P<0.01), CRP, ALP, B-CTX, TRACP-5b decreased ( P<0.05, P<0.01), BGP
expression increased ( P<0.01) . M1 marker CD86 decreased, M2 marker CD16 increased ( P<0.01, P<0.05) .
Compared with the control group after treatment, BASFI and BAS-G decreased after treatment in the observation
group (P<0.05), and lack of breath, shortness of breath, and fatigue were significantly improved ( P<0.05) .(3)
Correlation analyses showed that CD86 was positively correlated with PINP and TRACP-5b (r=0.035, P<0.05;
r=0.457, P<0.01), and CD16 was positively correlated with BGP (r=0.480, P<0.01) . Conclusion XFC
regulated the conversion of inflammatory polarization to M2 by up-regulating the expression of CD16 and down-
regulating the expression of CD86, reducing AS inflammatory response, and improving bone metabolism.
KEYWORDS Xinfeng Capsule; ankylosing spondylitis; inflammatory polarization; bone metabolism; clinical efficacy
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Wrbmifi 2",

6.2 JEAR. RAESCEE O AL 45 B I AR B
#1 3F 4> (visual analogue scale, VAS ), [ [& AS
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N-terminal propeptide, PINP ). T 75 Jig Jif %5 55 i ik
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BASDAI (t=0.091, P=0.928) [#& 1k, 1H 2 5% L4
it 2% & L (P>0.05) ; BASFI (t=3.351, P=0.002).
BASMI (t=2.335, P=0.025). BAS-G (t=3.145,
P=0.003) & & F#& X (P<0.05, P<0.01), Xf &4
VAS (t=1.700, P=0.097 ). BASDAI (t=1.729,
P=0.092). BASMI (t=1.941, P=0.060) [ 1%, {H
% 5% 4 i 2F = X (P>0.05) ; BASFI (t=6.036,
P=0.000 ). BAS-G (t=5.145, P=0.000) % # [
(P<0.05, P<0.01). SxtR4lEI b, WELG
75 BASFI (t=2.303, P=0.027 ). BAS-G (t=2.043,
P=0.048 ) FEMIHEM]E (P<0.05 ),

3 WIMURITRIE P EIERBU N R (R3) 5
ARYIGIT AT e, WA AR B 15 R (1=2.847,
P=0.007 ). /=1{# (t=4.561, P=0.000). /b= i 5
(t=6.919, P=0.000). fijt] (t=4.347, P=0.000). <

% (t=3.433, P=0.001). = Jj (t=8.446, P=0.000)
TE4r B 8 IR (P<0.01). X B8 41 #E 4% A 3 &K
(t=2.551, P=0.015), J= f& (t=2.742, P=0.009 ),
S (t=2.617, P=0.013). fd 2] (t=5.490,
P=0.000) ¥4 B i f# 4% (P <0.05, P <0.01), H.
WMELH DS (t=-4.251,P=0.000 ). <, (t=-2.219,
P=0.033). = J; (t=-10.292, P=0.000) ¥ 4[5 {i%
B IR H (P<0.05, P<0.01),

4 Wi 435 )7 Wi J5 ESR., CRP J ALP It %5
(#£4) SAR4AIFATLE, W4 RI7 )5 CRP
(t=2.458, P=0.019). ALP (t=2.387, P=0.022) [%
T & %t IR4H3497 )5 CRP (t=3.497, P=0.001)
PR E I 2 (P<0.05, P<0.01),

R4 WLHIAYTHIG ESR. CRP J ALP Z8fklt# (X +s)

%) % mHE ESR (mm/h) CRP (mg/l)  ALP (U/L)
YPHR 20 VAYTET 29.61+6.54 9.93+181 82.05+12.09
JBIFIG 29.38+£7.24 6.99+3.29% 74.08+21.90
WgE 20 JAIFHT 30.78+£9.14 944+415 83.82+19.76
BIPE 27.93+4.44 6.61+3.04% 7207 +9.69"

T HSAARAIFRTHAS, "P<0.05, **P<0.01

5 W4LIRYT G ML PINP, B-CTX. BGP,
TRACP-5b (28 fk b4 (£ 5) HARMIGIT AT
B, WEL4 B-CTX (t=2.351, P=0.024). TRACP-
5b (t=2.310, P=0.026 ) F#fik (P<0.05), BGP (t=-
3.514,P=0.001) £ikTtm (P<0.01), XfHiZ PINP
(t=2.707, P=0.010) F&f% (P<0.05), 5XIMAE
SPGB, WE 41 BGP (t=2.201, P=0.034) F i
WA (P<0.05),

6 WHALIRYT IS SAEM AR FR (M1, M2) L
B (FR6) HAMIGI AR, WEH M Frik

R 2 WHHIAYTRIIG VAS. BASDAI, BASFI. BASMI & BAS-G ZEfkItik (43, X+s)

2 %L I} [i) VAS BASDAI BASFI BASMI BAS-G

Xif 20 YT 5.88+1.61 5.55+1.36 6.00 = 1.36 5.97 +1.76 6.74 +1.32
wIYE 5.07 +1.40 451+2.33 3.69+1.03" 4.82+1.99 4.26 £ 1.70™*

k=3 20 EEail) 5.52+1.85 5.73+1.59 6.26 +1.23 6.14 +1.91 6.78 + 1.26
RIT A 4.40+2.08 5.69 +1.59 4.70 +1.67°* 468 +2.03" 5.34 +1.62%*

e SAGATIRTHEE, *P<0.05, **P<0.01; SxHELARIILEL, °P<0.05

F 3 PR TRE PEARRBUME LRI (7, X+s)

AU g mEE BEREEAOR RN RS2 IR JRA DM g ed A )|

X 20 {YSHT 5.13+227 4642568 642:1.56 3.19:1.702'542:254  364+12627581+3.13 3.54x1.90
WIFfE 365+125° 3464158 6.02:245 208061 3.72:141" 178+0.83" 4.89+294  3.09+0.63

Mg 207 JAJTHT 516253 (467+1.62 624x3.15 3764138 529x1.81 373¥147 542:238 353+1.13
HIFR 34920697 3.73+£1.41  564+1.00,2.31+0.30" 2.01+1.09"7.2.15+0.67"" 3.25+1.49" 116 +0.55""""

e SARAAITAT AL, TP<0:05, **P<0.01; SR b4, ©P<0.05, “°P<0.01
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x5 PHLAITHTGIGE PINP, B-CTX, BGP K TRACP-5b Z5fkItir (x+s)
4151 % inya| PINP (ng/mL) B-CTX (ng/mL) BGP (ng/mL ) TRACP-5b (U/L)
it i 20 IBITRT 161.97 £ 29.47 70.54 +17.37 29.64 +10.19 15.88 + 3.89
BITIE 127.79+ 48.16" 65.13 + 8.97 35.36 + 12.24 16.04 + 9.11
U 20 EEagil] 160.08 + 50.03 73.52 + 18.96 28.41+8.45 16.28 + 5.90
BITIE 138.95 + 48.38 59.80 + 17.92* 48.95 + 2473 12.24 +5.11*

e SALLATTRTHAES, *P<0.05, **P<0.01; SxfHELIFIIA, *P<0.05

¥ CD86 % ik [4 ik (t=6.099, P=0.000), M2 #5 &
¥ CD16 % ik T+ & (t=-7.153, P=0.000); X} H& 41
CD86 Fik[#(k, CD16 £ikTti, ZRMHGIF#
=Y (t=7.574, t=-3.503, P<0.01). S5XJBLIETT
Ja s, WEL4l CD16 Rk 7t & B B g (=2.295,
P<0.05 ),

F 6 WARITHIG M1, M2 RS (%, X+s)

EAE 11 1 2 B 174 CD86 CD16

X JRITET 20 12.94 + 3.69 13.80 + 3.47
WIT)E 4.93 +2.94* 18.03 £ 4.14*

WME JRITHT 20 12.71+3.35 12.19+£3.92
WIT)E 6.41+3.17" 2091377

T SRR L, TP<0.01; St IR R4, “P<0.05

7 MEMESH (K2, 3) CD86 5 PINP,
TRACP-5b &£ IEAH5¢ (r=0.035, P <0.05; r=0.457 ,
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P AT R, 7E ASAS20 i3 Jy i, ‘BRI PR CTX.
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(P=0.010), #&PE. ¥ 5% T PINP, BGP; 7£
ASAS 50 Mg gy i, B RS Ax PINP AUC=0.710
(P=0.023), #Hugtt:. FetEm T B-CTX. TRACP-
5b. BGP.
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