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B XU 3 X ik B A R BB R LTE R B
B S J i R 2 4 i W ) 5

Y x) @2 oF AR AR Zwis? IR mma

WE BH R R E (XFC) xH 38 Al A4 £ (AS) & & 69 R ARAE o 7 208 R & 9D B feitk
Tt Q&G ARG H e, KT ARG, FiE K59 6 AS BHBMMKF R ES A2 4,4
JT4A (39 #)) Aot BB 28 (20 #)) , 87 A% F XFC %97, AR 3k, A 8 3 K A RBAL T4 R AL b
(SASP)w%F, k4 K ,882 K, %95 3ANA. %4it Bath % A A2 £ % B E3 I (BASDAI) &
Bath 3% #1442 £ 5 48353 (BASFI) ; % 1 ELISA 50l 7 41 o 7% %95 5 & & (19G1 . IgG2 . 19G3 . IgG4
IgA .SIgA .IgM) & F, 5k Bl Western blot # ) # 28 69 #k € %8 J %% & & Beclin1 ,LC3-1I . PI3K | Akt.
mTOR &,k A & & 844 X, & & (Polymerase Chain Reaction, PCR) 774 & ik A48 X A K
Atg1.Atg5 Atg12 \Atg13 \Atg17 &k %, K Spearman A8 X 5 ¥ 7 kK AS B AR E G T
AL e Qs H AR, R 50475 9T AR, 98 77 4198 7 /6 BASDALLIGG1 .1gG3 . IgA & F (P <
0.01),PIBK.Akt.mTOR & & &£k T% (P <0.01),ATG1 . ATG12 . ATG13 . ATG17 mRNA %k ik F %,
ATG5 mRNA %73 (P <0.01) ;s B 41 BASDAI.IgG1 . IgA K-F F &% (P <0.05, P <0.01),PI3K,
Akt . mTOR & & %k ik T (P <0.05) ,ATG1 . ATG13 mRNA % i F% (P<0.05, P<0.01), 5@
He#i, 7% 77 41 BASDALLIgGT . IgA K -F F (P <0.05) ,PI3K . Akt . mTOR % & £ ik K F F ¥ (P <0.01),
ATG12 . ATG17 mRNA %35 T % ,ATG5 mRNA £ A% (P <0.01), MX o HLERE*®, AS &4
IgG1.1gG2.1gG3 . IgA . SIgA . IgM 5 ATG17 2 fi48%,1gG4 5 ATG17 2E48% (P <0.05, P <0.01),
51 XFC 33 AS B4l Ry, L% AS B4 mfie AL AL 7T 4t A 1E A T PIBK/Akt/mTOR 1z 5,
B B AR F AR G e Rk, A SR B KO I 638 5 Fe AL, Bk AR TR
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ABSTRACT Objective To observe the effect of Xinfeng Capsule (XFC) on ankylosing spondylitis
(AS) patients’symptoms and signs, serum immunoglobulin levels, peripheral blood lymphocyte autophagy
protein, autophagy gene, and to explore its mechanism. Methods Totally 59 AS patients were assigned to
the treatment group (39 cases) and the control group (20 cases) according to random digit table. Patients
in the treatment group received XFC, 0.5 g each pill, three pills each time, 3 times per day, while those in
the control group received sulfasalazine (SASP), 0.25 g per tablet, 4 tablets each time, twice per day.
Three months consisted of one therapeutic course. Bath Ankylosing Spondylitis Disease Activity Index
(BASDAI) and Bath Ankylosing Spondylitis Functional Index (BASFI) were statistically calculated. Serum
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immunoglobulins (IgG1, IgG2, IgG3, Ig&4, IgA, SIgA, and IgM) were detected using ELISA. Changes of Be-
clin1, LC3-II, phosphatidylinositol 3-kinase (PI3K), Akt, the mammalian target of rapamycin (mTOR) were
detected using Western blot. Serum autophagy related genes such as Atg1, Atg5, Atg12, Atg13, and Atg17
were detected using the polymerase chain reaction (PCR). The correlation between immunoglobulin sub-
types and autophagy gene in AS patients using Spearman correlation. Results = Compared with before
treatment, BASDAI, IgG1, IgG3, and IgA decreased (P <0.01); PI3K, Akt, and mTOR protein expressions
decreased (P <0.01); ATG1, ATG12, ATG13, and ATG17 mRNA expressions decreased, ATG5 mRNA ex-
pression increased (P <0.01) in the treatment group. But BASDAI, IgG1, and IgA levels decreased (P <
0.05, P <0.01); PIBK, Akt, and mTOR protein expressions decreased (P <0.05); ATG1 and ATG13 mRNA
expressions decreased (P <0.05, P <0.01) in the control group. Compared with the control group, BAS-
DAI, IgG1, and IgA levels decreased (P <0.05); PI3K, Akt, mTOR protein expressions decreased (P <
0.01); ATG12 and ATG17 mRNA expression decreased, ATG5 mRNA expression increased (P <0.01) in
the XFC group. Correlation analysis showed AS patients’ IgG1, 1gG2, IgG3, IgA, SIgA, IgM had negative
correlation with ATG17; IgG4 and ATG17 were positively correlated (P <0.05, P <0.01). Conclusion XFC
could elevate clinical efficacy of AS patients and enhance their autophagy, which might be achieved by act-
ing on PI3K/Akt/mTOR signal, affecting autophagy gene and autophagy protein expression, taking part in

the regulation of proliferation and differentiation of lymphocyte B, and strengthen humoral immunity.
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5% 1 E % A % (ankylosing spondylitis , AS) J2
DABIGRE 2G5 R A DG 1 18 vk EA T PE R MR AR Sk 1Y
H B S RE PRGN , IS OG5 52 BN A s R O LR A
AS Z R THMAET M, KR i s, BNRiEL A
0.3% ", WFE £ W] AS H & £ I i 4 45 #F =
W VRIS A B g 52 w1k E e
PEER I KR, AVEDIRE S8 5 R M R A A
Sl P A R o 9 R A AR L 3 Ak R R
g REPURS T AL LR T 40 H B 40 o)
fiE, EERESAE R LA XS B B 414U st 24 . LA
B WA S TRTT S A DG © 2 B H BT 52 1
oo BEAERFSE A, B AU 3 (XFC ) HA I 15 4 g
G S, P8 D740 JRy s A 1 B L, ol =2 e FlU 7T 3
PEIE R R AL, e E A% AN R SR (W DO BE, 38 5 20
L G2 B AR YR B35 DI R 5 Al 4 L IR G e T A 5 ol
AS HBF G AIER FEAR S I A R B 0 KT, G i 2R
FNE AR AR R AS MR — R UL B &
oS, H 5 A0 B R A H AT D A SCE
TR 39 BI3A TT 41 AN 20 5 X B ZH £ 3 1 AL 3 O e
2! s IRV N | R W O E R S NI E I B S N
Wi %, % i Bath B ELPE B AR R 50 T Bl 45 £
(BASDAI) \Bath 5 F P ¥+ 4 D) fig 45 £ (BASFI)
AT R LT 43 ( Visual Analogue Scale/Score,
VAS) P51, X & IR FREAT 73 A, LAE Ay i R 2 4
fEF R,

ankylosing spondylitis ; immunoglobulin; autophagy protein; autophagy gene; autoph-

ABEHE

1 LWikEdE  RF 1984 4F 2 E KB h 2B
TTHY R EPEEHER 5 2009 4F il B A R 2
WrpmiE T

2 PANRE (D) FFELLE AS VT2 KR
5 (2) 472 18 ~60 %5 (3) HEZSMA RIS , 455
PEAE RIS ; (4) B AR AP 2, Jitf 2 2
JEJG 5T AL 5 v ol A0 0 i ik e ( Sulfa-salazine,
SASP) SRHAKE, 525 1 A H G Il A4,

3 HEBRARME (1) GRURIA R LR (2)
PRI MR AR B, G R R (3) Bt Ak
R 255 B b R B R IR 7 5 (4) B IR AT
ORI T VB E RSN E . (5) PR ENIA
HZH5ZIW RN Z iR .

4 ] IL-4.IL-6.I1L-8.1L-10.1gG1.1gG2 .
IgG3 .1gG4 .IgA . SIgA | IgM a5 & & H it &0 1 A
R LR A 20 | A P I S AR E-10142 (E-
10140, E-10139 . E-10155, E-13085 . E-13086 . E-
13087 .E-13087 \E-11511 .E-11457 .E-11513 ; Bec-
lin1 .LC3-1 .PIBK .AKT.mTOR &7y { 3% [E Bio-
world A w], 4 7 5 KK ab62472 . Sc-271625
bs-3006 . bs-1810. bs-3611; Atgl. Atg5 . Atg12.
Atg13 Atg17 KA aiE 1M B 3EE Invitrogen 23 H] .

5 AL Al KL (K F SCOTSMAN) ,



- 312 . rhE Hh I 45 4 24k 2016 4E 3 45 36 #4653 i CJITWM, March 2016, Vol. 36, No. 3

EPS 300 %Ik {X .\ VE-180 7! Hy Jk i .\ VE-186 %l %%
JEAL (T R BE R A BRA F] ) , LX 300 #Y fifl ot #2500
BILCHET T T AR DURA 28 3 A BR A | | LR 2R AR
BOHL (BTN B A ER A PR A A, 5 MINI-P25 ),
R A AR B O AL QI 1] T AR DL R ASCER il 3 A PR A
Al ,LX 300 &) , @l & 208 R O WL (e SR
BB IRA T, JW-3021HR) , TS-1000 7K P42 JE (
I AR DUIR AR il A BR A /D), 33 AR L vk (
WERAERHE A BRATD) KL SEE SIM A F]) , HLHA
RS T 48 ( 1l = BRI A R AR, 5
Z—HF RV LilEE A RA ), B R
(7%= Eppendorf) , 5 /M EEIC MR & 48 (AL B
BEY R A R ), B (3 N ST B
J7) ERR (R DU 2 A ), 3558 PCR Y
(BTIH A% Bh 2 A28 A BR A #], #5-: K960 ) |, 2 i
# PCR 1% (Thermo,PIKOREAL 96) .

6 —Jl¥ERl 59 fil 2013 4E10 H—2014 43
F TR B 25 K25 — B E B B KGR e e BHE B i
AS B3 FEBENLE TR IR T 2H.(39 i) Fxf R4
(20 #) . JRI7 4l AS B3 39 fl, o 55 31 4]
(79.5%) ,ZVE 8 1(20.5%) , % 4}y 3.9: 1, 4F#p
15 ~65 &, F-44(33.15 +11.24) % HifE 1 4~ ~40
4, F-1(6.51 +6.86) 4E, X HA4] AS f 20 fi], Ho
FE12 411(60% ) , 21 8 #il(40% ) , 55 Lk 4.2:1, 4F
418 ~65 %, F-45(31.24 £10.56) % e 1 M ~
35 4, F44(6. 23 6. 10) 4F, HALTEAFES 5] e &
JoatE S T U, 22 S e 4 8 L (P >0.05)

7 OWIT Y WABEARITRIES 1 EA
HAD R E PR 2y , Al 5 AT 2 25 FUHA X HIE TR
IFIZIAERE S o JRITULEA T XFC 697, XFC %
B B2 25 K2 55— Bt s = e 1] 500 o A e, i S
201405291, Bk :0. 5 g/, 4105 T EE B L ity |
FONE, BRI S AR5 R MY 0.5 g0 A1
MR, Bk 3 kL, B H 3 R, EMR 3 A (Bl 1 h XFC
HPTLC f58&li%) . XTHRA145 T SASP,SASP i i
AR PR R AR, #1645 : 201404 C20 , #iLA% < 0. 25
ol IR IR, AR K 4 R, A H 2 Wk IR B
SRR SR UM . 2 TR IR PR

8 IASREE WAL EIRIT TG Y T R E
#rlicR M 10 mL, =i N HHE 2 h J5,3 000 r/min &0
15 min, gL, J5 & F -20 CKFEEMA.

9 WEARAR BTk

9.1 AS BF A AR

9.1.1 BASDAI I 5 AS MK 5 4MiE

W A o M A

i/ & M

ORGSR S B R (RS HEST7

112 HE S X 24 2.3.4.5.6.7.8.9.10.11
AR R A S XFC HPTLC #8540 #3% ;B iy XFC HPTLC
RO = 4 7

B 1 XFC HPTLC 4 g K =4:F

ARCIE = IR O M L Ry 3 Ml R AR S B
[6]) (9 6 A~ AL, SR VAS 343125 0 52 5 X
AR5y, e B HE B L 0 ~ 10 47,0
IPRINEAF 10 SRR . WESr <4 S RIS
fif ARUESY >4 3 BTG Sl o

9.1.2 BASFI il 2R EER H HT6E 78
TERR T BN S AR IS ) B AL )
FRF B F b T A G 5 9 M AR b R R | 3 Sz 10
min & [ 12 ~15 R G/ 5 F S8 s T 1% 3 f—
RN 55 T LAESFE 10 WU A xE S FR B2 7E VAS #5
REARH,0 43 FR i dF 10 4332 o

9.2 1gG1.1gG2.1gG3.IgG4 .IgA .SIgA .IgM 7k
SEINRE  FRFRKG ISR ELISA R S kAT R,
M IR ULEH AT HAE . IR UEDI VR 5 OD {1t
TR MR bR R 2 1 B [l Ty R X B AR S ) OD B AR
AT R, THAE R R T T LA A AL, B M A
i PR SE PRV

9.3 PI3K.AKT.mTOR, Beclin1 .LC3- &EH
KERM SR FH Western blot 3. 187G Widl B &
PFRERIER 10 mL 4L, BT 2 M, InA S 5
IR T A A3 BV T B O, T B A RE SR8 I A IR
A TCE TR AL LG (2 000 r/min) Ab3S
LG R 4 )25, A =252 A A2 RG22
BT, AR PBS ik 2 (1 500 r/min) It
ET EF N, E T - 80 CHYVKAE H R 7E, LA T
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Western blot Mi%¢, ARG 2 h,
Western blot J5% : bk B 41 ffd % 5 & & 100 mg
A A RIPA 4 24 f# % 1 mL (N 1 mmol/lL
PMSF) #47%4#% . 12 000 r/min Z.0> 10 min, Y4
W SR AL S E A, [ SDS-PAGE #E ik
BedlAGR & ERCENE TSP IIASERR 2 x
SDS-PAGE HH EFEZE vl . Wikt in# 10 min,
(D et el = P TR | Bl T = g =
H¥#% L #E 3] SDS-PAGE e mAEfL N B AT, A FLm
15wl 46 e BT A 80V, I E] A 30 min; 435
W LR 120 VBB 1 ho BERUEERIT5 4%
) RE K /0N ) 9 4% 7 PVDF I8 ( 79 5 76 P s vp 35 3
3 min) ,BARBZE i+ 5 min R ENT 2
AR B AR AR (3 2 UE4R PVDF BRI 3 24K
FFVRBOAR PO TS, B AR L e . PVDF RSO iff % 5%,
R 15 N S (U S TR W ERT T 2 O s
Jei , 37 B AR 1 R B 3 WS 1 £ AP ) Western YT
W EEVE S min, DAPE A B B SR . A West-
ern E MK (5% BNET ¥ ) , TEFE IR F 2218458, &l
#1412 h, Beclin1 AKT.PI3K .LC3 -2, Hiu{kJ@t: N
HPt 1: 800H BE,10% Y4325 43 B ;mTOR . TOR #it
IR PE Rt 1: 600 B, 10% M3 B 43 5. 4 C
FGRNPEE LR . IMAVERI (TBST) , Bk V%K
10 min, JLPE% 3 k. #4218 1:10 000 FL @l FH — bk
B B BRAR i AL P B (HRP) pric i) —ht. =i
B2 h i IMAEER (TBST) , B:-KBER 10 min,
PRk 3 Ko SHARCULI A, (1 ECL &7 &
A E T (5 :NL178395,2:7%] % . Thermo) ,
9.4 ATG1,ATG5,ATG12. ATG13, ATG17
MRNA il SR 20 & w5250 7 kil . bk 20
MR BT ¥R A 1o PRAFTE RNAlater H1 i 21 i 25
0,3 B, A 1 mL TRIzol, 38 7r 24 f#; i A
0.2 mL&f, MR 15 s, ZIRHCE 3 min, 4 C
10 000 g #.0>15 min, B L3 (29500 pL) fin A% 7
—EP &, A 0.5 mL SEPEE, IRFANEST, SR
10 min, 854 C 12 000 xg &.0>» 10 min, 3£
L. A1 mL 75% £ (DEPC /Kl ) . 4 °C
12 000 xg &.0>5 min, 3 FiE. FIRCE 30 min T
i RNA JLiE. A 25 pL DEPC /K, 55 CiE#%
10 min, -80 CIR{fE& . 7£0.2 mL EP 4, A
& RNA(Jii# 4 3 pg) .10 pmol/L Oligo(dT)1 pL.
DEPC 7K#MEE 12 pL, BRRIEA] S0, PCR
1 E 65 Chn#t 5 min, 57 Bkt 3 min, 1£ ik EP
#rh i A 5 x Reaction Buffer 4.0 pL.10 mmol/L

dNTP Mix 2 uL .RibolockTM Rnase inhibitor 1 plL .
RevertAidTM M-MuLV Reverse Transcniptase
1 k.42 °C 60 min,70 °C 5 min, BtH Fid S0, Bl
7 cDNA, -80 C fRAF#Ho WU 1RV 1 wLfE
R B MR, KW AR R A1 F : 2 x SYBR Green
Mixture 5 pL,Forward primer,10 pmol/L 1 pL,Re-
verse primer, 10 wmol/L 1 pL, Template cDNA
1 puL,Rnase Free water 2 pL, 2 ST R 10 pl,
J W 44T :95 C 5 min(Z5%E—) ,95 C 10 s (2
), 60 C 30 s(HHE=) ,LIR M= 40 MEH. %
KAAEFRG [P W2 1, THEAF AR Rk A

&1 51975
519 S
J¥3!
s 1417751 (bp)
ATG1 Lii# 5-CACACGCCACATAACAGACAAA-3’ 145
Tl 5-CCACAAGGTGAGAATAAAGCCA-3’
ATG5 Ll 5-GGCCATCAATCGGAAACTCAT-3’ 125
T 5-CAGCCACAGGACGAAACAGC-3’
ATG12 Lii75-TAATTGCGTCCCCCTACTCCG-3’ 181
i 5-GGACCTTCTATCGGGAGTTTCAG-3’
ATG13 LI 5'-TTCTCATGCACAGCCAGCTTCT-3’ 121

i 5'-TGCAGATCGAAGAGTGTGTACCTAC-3’

ATG17 L5 -TGCAGATCGAAGAGTGTGTACCTAC-3' 198
T 5'-TGTGTCCTTGAAGCAACAGTATG-3’

B-actin L7 5'-CAGGAAGGAAGGCTGGAAGAGTG-3’
T 5'-GGGAAATCGTGCGTGACATTAAGG-3’ 185

9.5 MXMEXR X AS HFGLEERRE LA
(IgG1.1gG2 .1gG3 .IgG4 .IgA .SlIgA & IgM) 5 4 fifd [
WL (ATGT . ATG5 . ATG12 ATG13 J ATG17) i#
ATAHIRAE 3T o

10 SiiteFdiik: R SPSS 17. 0 B xt %L
PHATEEI 2200 F R BERER A x s 3R 41
BRI STREAS t K56, 21 9 P PR LR LG RE AR ¢t
S, MO S M Rk F Spearman K1 OGorHr, P <
0.05 hESFAGIFE L,

& R
1 Wi4l BASDAI, BASFI 45 I (#%£2) 5
%2 Pi4l BASDAI.BASFI 4 ILE: (43, x =5 )
MR B Aisf ] BASDAI BASFI
bEyid 39 Eyigin] 4.400 +2.026 3.100 =1.250
EigE) 2.235+1.152*" 2.515+0.764
Xif 20 TRITHT 4.259 +2.328 3.738.£2.670
GITIE 2.637 £1.549*  2.950 =1.644

T GARYNAITRTEES, * P <0. 01 S5XHHRALIRIT IR e, “P <0.01
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ALY HT LS I6IT 4L B B 413A 97 )5 BASDAL B
BIFAL, 2R A SR FE X (P <0.01); 55X E4
B IRYT 41 BASDAI BB i Ik, 22 5 A 41t = & &
(P <0.01), M4l BASFI i&¥7 /i G tLE 2 7 04 it
FEX (P>0.05),

2 PR E KA R (% 3)  HA
HIRIT T LA IRIT IR IRIT 41 1gG1 (1gG3 | IgA 7K
B (P <0.01) , X B84 19G1 (IgA 7K F- TR (P <
0.05) ; SXJREA LA JRTT 4L IgG1 (IgA /KF- T %, 2
A EX(P<0.05),

3 WAMMAMMEARIKEE(ERL) 5
ALIRITHI LR VAT 4L T R4 PIBK \AKT .mTOR
EAFEB TP <0.05, P <0.01) ; 5% B4 M4k,

x 3 PIAHGBEERE PR AR A

BIT4IRYT )G PIBK \AKT . mTOR %5 (H % ik KFEF
K (P <0.01),

4 PRAIYHA AR R R IR I (£ 5) 5
AYLIRIT T LB, 697 41 ATG1  ATG12 . ATG13,
ATG17 mRNA ik T %, ATG5 mRNA Kb
(P <0.01), % #8441 ATG1 .ATG13 mRNA Fik T
(P<0.05, P<0.01); 5Xf 4 L&z VR T HiBI7 e
ATG12 ,ATG17 mRNA ik T [%,ATG5 mRNA #£
K THE (P <0.01),

5 AS BEGCREERE W S Y [ W R bR
AR AT (2 6) MR R B, AS B
IgG1.1gG2 .1gG3 .IgA .SIgA .IgM 5 ATG17 A%,
IgG4 5 ATG17 R IEM(P <0.05, P <0.01),

(pg/mL, x £s )

A B R IgG1 IgG2 IgG3 lgG4 IgA SlgA IgM

1BJT 39 JAYTHT 64.082 +13.951 20.778 +12.951 12.496 +11.687 34.659 +13.259 14.090 +11.320  33.135 +15.868 16.336 +12.981
1B7)5 31.183 £15.395* £ 19.890 £9.168  5.095 +4.210 * *22.786 £12.787  8.303 +4.600 * * % 29.633 +17.271 13.843 +6.406

XHE 20 JAYTHED 57.082 +8.951 15.458 £10.989 10.473 £7.741  37.659 +8.009 13.135+10.868  34.651 +10.756 16.783 +10.911

1AIFIG 36.763 £6.357 13.890 +9.110  7.769 +5.639

24.548 £10.721 12.633+9.271~  27.291 £14.562 14.563 +4.210

T SARMIRITATHES, P <0. 05, * *P <0.01; 5 X B IARYF IS 4L, 2P <0. 05

F 4 WIZHANAE AR P REKP I (xxs )
Hul % i [l Beclin1 LC3-1 PI3K AKT mTOR
bEvis 39 JRITHI 0.212 +0.058 0.166 +0.055 0.678 +0.112 0.936 +0.129 1.051 +0.195
BITIE 0.439 £0.045 0.613 £0.154 0.137 +0.040" *%  0.184 £0.041"* 0.320 £0.143" "
it et 20 TRITHT 0.346 £0.063 0.190 +0.054 0.534 +0.153 1.206 £0.257 0.884 +0.167
BITIE 0.362 £0.085 0.638 £0.110 0.370 £0.074 " 0.674 £0.091 * 0.667 £0.162 *
0 SARHIBYFATILES, P <0. 05, " *P <0. 01; 5% B4 IAY7 5 bk, P <0. 01
=5 PIAHM A WEAR IR FRIEKE L (X xs )
Ayl % H ] ATG1 ATG5 ATG12 ATG13 ATG17
BIT 39 JRITHI 1.770 +£0.322 0.473 £0.089 1.928 +0.285 2.138 £0.383 1.754 £0.349
BITIE 1.004 +0.965 " * 1.004 £0.106 **“ 1.004 +0.106 " ** 1.008 £0.126 * * 1.007 +0.105 " *
it et 20 TRITHT 1.920 +0.240 0.523 £0.976 1.735 +0.361 2.009 +0.450 1.866 £0.271
BIT IR 1.251+0.835"" 0.638 +0.115 1.478 £0.373 1.472 +0.254 " 1.437 £0.309
0 SARAIBYFRTILES, P <0. 05, " *P <0. 01; 5% B4 1AY7 5 e, P <0. 01
F 6 AS EEQIEERE TS AN B WL D 8 A DG 43 B
B w3k
ity
ATG1 ATG5 ATG12 ATG13 ATG17
I9G1( pg/ mL) -0.126 0.186 -0.123 0.259 -0.708*
19G2( pg/ mL) -0.200 0.137 -0.140 0.284 -0.788""
I9G3( pg/ mL) -0.210 0.112 -0.189 0.385 -0.783""
lgG4 ( pg/ mL) -0.154 0.168 -0.140 0.322 0.783""
I9A ( pg/ mL) -0.231 0.095 -0.210 0.329 -0.776" "
SIgA( rg/ mL) -0.133 0.098 -0.119 0.315 -0.629"
IgM( pg/ mL) -0.056 0.210 -0.063 0.224 -0.720" "

#:"P<0.05," "P<0.01
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Wit

AS JE—Fp 4 Bk A B B, EER LA E
B OCTT, I DA I8 M R RE AR . AS A AE
FE LR PTUR TN M S5 kA , G 8 Bk AR 11 o BRI R
o AS 2 WA R T I EMRIE S L A A
MLiy BRI R, FEAN B R B b A TE A R B
FoE iR SCHE ] . AR IS DI B B S it 52 W] By
1k B BB 1 &L, A VD RE Y 5 5 SR s
(A, AS B R N AF 4N B . PIBK/AKt/
MTOR 15538 [ 76 Ik B 40 Jif 384 5 F A7 1% v e 28] o 22
YERI) . [, PIBK/AKt/MTOR {5538 i 7E 41 A 1 15
Hh R VSRR VRO

GEER AR 2 B Ik T 41 A A2 e St R 38 L 43
AR 2R i T ™ A2 1, BT 43 ok 1gG L IgM L IgA | IgE
IgD i3, # A N AR ML 2 S0 S5 3 A W 1 T
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