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BRIKFEETEERERBORERRX AR

[HE] BF WEM/MUEEET (PAF) . L T AT E T 1 (NFATel) AKF5E0% (CHD ) B
AR B I, HHS RSN AS ™ EARE . CHD RBMSER M AT, BE BT PAF. NFATcl KF5
CHD . SR s kg8 ™ S B CHD JRAIMSC R, Ak BEE 2015 4F 12 —2017 4 12 AN ERFR2EME =
Bt BEIF TR SIS R (CAG ) fad B 195 6, R4 CAG f 45 7 h9E CHD 4 51 41 CHD 40 144 5], 4R
LR Bhiops A8 AR EEHS CHD B 3 W2 36 4] rhBE2H 68 9. EEE4H 40 4 R4 CHD Z5ADK CHD B354
R ERLD L (SAP) 40 69 Fl N2k A e (ACS) 41 75 . He# CHD £H59F CHD 4 — ekl Mg
FE bR BAMTE UL A (CK) . WLERILEEIR T/ (CK-MB) . PAF, NFATcl /K, Jf2r5I bl CHD 41, B4 .
FRREL . HFFA AR CHD £, SAP 4. ACS 4L L7 CK. CK-MB, PAF. NFATcl /K5 2] ROC #hk LIPEMY 1L
15 PAF, NFATcl, PAF+NFATcl /KXt CHD (2 Wi B K 1L iE PAF, NFATcl, PAF+NFATcl, CK, CK-MB 7KF-X%f
ACS iZWi . 58 (1) CHD 41 59F CHD B F IR = 65 B BT di Lufil . O3 Wi R . SFkIRILEL, 25
TGt L (P>0.05) 5 CHD 41 B G, AWK . DR BB S e I s s AR I 0 o
I T A7 0 B8 2 T o LU A Bt i S IR EE (TC) o =WEHH (TG) . VIR & MM EE (LDL-C) . CK. CK-
MB. PAF. NFATcl KV THE CHD 41, ifiF &% AR AR I I TR (HDL-C) KPR T4E CHD 41 (P<0.05) o (2)
RIEA . pEd . BmIEABFME CK. CK-MB. PAF, NFATcl ZKF & THE CHD 21, gl . FIEHBF T CK,
CK-MB. PAF. NFATcl /K- TRREA], TEABLHFMIE CK. CK-MB., PAF, NFATcl /KFEFriEd (P<0.05) .
(3) SAP#41. ACS 4l & 1175 CK. CK-MB. PAF. NFATcl /K% FHE CHD 241, ACS 4 H & 1f % CK. CK-MB,
PAF, NFATcl KV T SAP 2 (P<0.05) . (4) 24 ROC & &3, ILi PAF. NFATcl, PAF+ NFATcl /K2t
CHD £ FHAR (AUC) 230 %0°4 0.821, 0.755, 0.871, IiL# PAF+NFATc1 K Fi2 W CHD i AUC KT IfiLiE PAF,
NFATcl /K- ( P<0.05) ; I3 PAF. NFATcl, PAF+NFATcl. CK. CK-MB /KF-2W7 ACS i AUC 4351124 0.936., 0.834,
0.979. 0.753. 0.760, Iili PAF, NFATcl K Fi2H0 ACS 1) AUC KF Iy CK, CK-MB /K, IfiLih PAF+NFATcl K
LW ACS B AUC KFIME PAF, NFATcl /K (P<0.05) o 518 Iy PAF. NFATcl /K35 CHD . 5wtk sl bk 28 ™
R I CHD JEME ¢ [ PAF, NFATcl KFXF CHD K ACS S EHA —E2Wiifd, H _FHBA X CHD & ACS
W E R = o
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[ Abstract ]

patients with coronary heart disease ( CHD ) , but their relations to severity of coronary artery lesion and types of CHD are

Background Serum levels of PAF and NFATcl are significantly correlated with unstable plaques in

not yet clear. Objective To investigate the relations of serum levels of PAF and NFATc1 to CHD, severity of coronary artery
lesion and types of CHD. Methods A total of 195 inpatients undergoing coronary artery angiography ( CAG ) were selected
in the Affiliated Hospital of Inner Mongolia Medical University from December 2015 to December 2017, and they were divided
into non—CHD group (n=51) and CHD (n=144) . Patients in CHD group were divided into mild group (n=36) , moderate
group (n=68) and severe group (n=40) according to the severity of coronary artery lesion, into SAP group (n=69 ) and ACS
group (n=75) according to the types of CHD. General information, blood lipid parameter, serum levels of CK, CK-MB,
PAF and NFATc1 were compared between CHD group and non-CHD group, moreover serum levels of CK, CK-MB, PAF
and NFATcl were compared in non—-CHD group, mild group, moderate group and severe group, in non—CHD group, SAP
group and ACS group; ROC was drawn to evaluate the diagnostic value of serum levels of PAF, NFATcl and PAF+NFATcl
on CHD, and diagnostic value of serum level of PAF, NFATc1, PAF+NFATcl, CK and CK-MB on ACS. Results (1)
No statistically significant difference of proportion of patients = 65 years old, heart rate, SBP or DBP was found between CHD
group and non—CHD group ( P>0.05) ; male ratio, proportion of patients with history of smoking, drinking, diabetes,
hypertension, hyperlipidemia and cerebrovascular disease, serum levels of TC, TG, LDL-C, CK, CK-MB, PAF and
NFATc1 in CHD group were statistically significantly higher than those in non—-CHD group, while serum HDL-C level in CHD
group was statistically significantly lower than that in non—-CHD group ( P<0.05) . (2) Serum levels of CK, CK-MB, PAF
and NFATc1 in mild group, moderate group and severe group were statistically significantly higher than those in non-CHD
group, serum levels of CK, CK-MB, PAF and NFATcI in moderate group and severe group were statistically significantly
higher than those in mild group, meanwhile serum levels of CK, CK-MB, PAF and NFATcl in severe group were statistically
significantly higher than those in moderate group ( P<0.05) . (3) Serum levels of CK, CK-MB, PAF and NFATcl in SAP
group and ACS group were statistically significantly higher than those in non-CHD group, meanwhile serum levels of CK, CK-
MB, PAF and NFATcl in ACS group were statistically significantly higher than those in SAP group ( P<0.05) . (4) ROC
curve showed that, AUC of serum levels of PAF, NFATcl and PAF+NFATc1 was 0.821, 0.755 and 0.871, respectively, and
AUC of serum PAF+NFATc1 level in diagnosing CHD was statistically significantly larger than that of serum levels of PAF and
NFATcl, respectively ( P<0.05) ; AUC of serum levels of PAF, NFATcl, PAF+NFATcl, CK and CK-MB in diagnosing
ACS was 0.936, 0.834, 0.979, 0.753 and 0.760, respectively, and AUC of serum levels of PAF and NFATc1 in diagnosing
ACS was statistically significantly higher than that of serum levels of CK and CK-MB, respectively, meanwhile AUC of serum
PAF+NFATec1 level in diagnosing ACS was statistically significantly higher than that of serum levels of PAF and NFATe1,
respectively ( P<0.05) . Conclusion Serum levels of PAF and NFATcl are significantly related to CHD, severity of coronary
artery lesion and types of CHD; serum levels of PAF, NFATc1 have diagnostic value on CHD and ACS to some extent,
moreover the combination of the above two has relatively high diagnostic value on CHD and ACS.

[ Key words ]  Coronary heart disease; Coronary arteries; Acute coronary syndrome; Platelet activating factor;

Nuclear factor of activated T cells ¢1; Diagnosis

55009 ( coronary heart disease, CHD ) & /™ g
NRAERR O A, FEREIERE S K. T3
kskieaifl, HATERN . BN EA S, IR
SFF 1 CHD & 7 2tk O 4SS5 i B 28 7 k. i
/R EEAG R T ( platelet activating factor, PAF ) & H Al
Y FH i ) i T a8t R I AR TG AR PR -, AT AR ol
INRRE, BRI . ABISE, PAF 57
OIRA G, W HIES S Sk RERE A A A R e, REIRST
P 2 TR SIS E ) o R AN PG Ak T 40 A%
HF ¢l (nuclear factor of activated T cells ¢1, NFATel )
S BT Z2 R R R AR SRR, 5 ko
FEREAL I R AL B IMIE o B F T AT I3 PAF

NFATcl KX CHD W BRI, ABESE B 7T
L7 PAF, NFATcl /K5 CHD ., SeiR Sk 28 2 R K
CHD AR, BHGEMWT .

1 X&5F%

1.1 WFFERS: BEHL 2015 4F 12 A—2017 4F 12 H N5
i RN 2B B B AR B A TR S ik 5 (coronary
angiography, CAG) £ i (35 195 i, M4 CAG K
gy Al CHD 41 51 41 ( JGHH bk sh kopk 7 ok et
ARBIKMAE # <50% ) FiI CHD 20 144 5] ( 2=/ 1 3k
BRI FR = 50% ) - AE CHD 2H 5 35 A 5L SRR,
AL, WURR B[R] T8 (CK-MB) . WLASEMA T
KVPAES L ; CHD 4L E IR A 2013 ARERI O E
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Fesr (ESC) #5Rh CHD (g Wikie ' . HERR bRk
(1) BIFIRBI KA ERG . Rtk s . AP I
BAEE; (2) A EE RS (E /R %
<60 ml * min"'*1.73 (m?*) ') #; (3) AIFEAS TR
H B REERRE; (4) LRERARIRAR G E
AR AR B ko AR ™ E AR B CHD f#
Ty MR 36 1), hEELH 68 9] EEEELH 40 4], MR
P& CHD 28R T 45 CHD H& 4 WA E L2 (SAP)
40 69 BFI A EIKZEAAE (ACS) 4 75 B, ARWFFEE
P52 BB R B I I g PR A A0 B 2% L & s At T
HEEERE,
1.2 WESEhr
12,1 — B g8 ok Ko i 45 An . WLAR B B8 (CK) |
CK-MB WA BE W —RroRt (RS4RI . PR
W (2 20 AR AT AR, WA >20 AL/ AE)
it (a3 20 SR A, Ol E=50g A ) | B
7 h ke N WA s =10 411 B i N 1 = @ 2y
s ) | ImiETE AR (A SARERE (TC) |
SWEH W (TG) | M EIRE A MEE (HDL-C) |
25 B RS IR (LDL-C) ) . CK. CK-MB.,
1.2.2  [fiL7F PAF, NFATcl /KF  REFHBEE RS
JE KL 3~5 ml, B T2 30 min, £ [ SREEF 5 HL
IR T B0, 4 °CF 3000 r/min 0 10 min (B0
AR 15 em ), R EFEC SR W B ES (ELISA ) Al
I3 PAF, NFATcl K, PAF iR & 1 s 36 3
T e MR I AT BR A F], NFATel 387 & [ ke
FA THAA B R, A% 4 Bt S Ui B A e T4
123 TRRBIIOR S EALE I8 Judkins ¥k U7 2588
Bk B IR IEAT CAG Kt , 10 s el IR Bl BRI AS AL |
RRGEIR Sk B Bk AR, IR SYNTAX

T3 LA SYNTAX FHA3 0~22 43 M52 5 bR 5 ko 22
SYNTAX 43 23~32 43 Jy v B el IR Bl ik 22, SYNTAX
B3 >32 43 J i AR B kas 1507

1.3 Geitsaik SR SPSS 25.0 Bk sk A58 by
2 K—S KeBfr & 25 MR IE 00 A (i R L (x
+5) Fon, ZAMRCECRAAHE R0, dlEm
P BRI LSD—1 Ko, WAL LA SR 9 3 57 REAS ¢
R THECRRITR A xR 23 ROC ik
PEMY LIS PAF . NFATcl. PAF+NFATcl /KX CHD [
L W U {8 S Il 75 PAF. NFATcl. PAF+NFATel. CK.
CK-MB 7K F-X} ACS iz Wi th f. DL P<0.05 2 74
Giil2EE L

2 HR

2.1 CHD 4154E CHD 415 —Meoert . MuisTsFr A i
7 CK. CK-MB. PAF, NFATcl /K°F [b#% CHD 45
3 CHD 4L F WY = 65 2 H P di Ll 0% Wi 1k
KRR, ZRIEGEIEE X (P>0.05) ; CHD 4
BE RG], AL PO BRI S i
FEIE . AR URERG S L BB s T o L &
Ml ¥ TC. TG. LDL-C. CK. CK-MB. PAF. NFATcl
K= THE CHD 41, 1l HDL-C KK T3 CHD 4,
ERAGIT#E Y (P<0.05, WFE1) .

22 JECHD 4. #pEdl, h A, BB M
CK. CK-MB. PAF. NFATcl /K b #  4F CHD 4.
B, PR, EIFEH B E M CK. CK-MB,
PAF. NFATcl K LE#E, 2544015 X (P<0.05);
B, PR, EIFEH B E MG CK. CK-MB,
PAF . NFATcl /K T CHD 4, Th)Edl . S
HIME CK. CK-MB. PAF, NFATcl /K- TR,
M CK. CK-MB. PAF. NFATcl /KF &

&1 CHD 415 CHD 4L H — GOkt UIRHEPR X INTT CK. CK-MB. PAF il NFATcl K- Ho4
Table 1 Comparison of general information, blood lipid parameter, serum levels of CK, CK-MB, PAF and NFATc1 between CHD group and non—CHD group

213 %2 fl[:ﬁr'?Z 65 % B USIEd Yops BRI MR R AR ﬁ@]ﬂl%%frﬁ fl}% (xzs,
n(%) ) (n(%)]) (n (%)) (n(%)) (n(%)]) [(n(%) ] Hln(%)]) HL(n(%)] K /min)
JECHD 4L 51 23(451) 20(39.2) 13(255) 7(13.7) 10 (19.6) 19 (37.5) 9(17.6) 2(39) 75.0 £ 8.8
CHD 41 144 75 (52.1) 80 (556) 62 (43.1) 46 (31.9) 53(36.8) 77 (53.5) 51(354) 23 (16.0) 74.1 £8.2
x> (r) 18 0.735 4.025 4910 6.316 5.093 3.963 5.583 4.893 0.638"
P 0.391 0.045 0.027 0.012 0.024 0.047 0.018 0.027 0.524
Wi ETIKIE TC TG HDL-C LDL-C CK CK-MB PAF NFATcl
21 5] (xxs, (xxs, (x=s, (xxs, (x=xs, (x=s, (x=s, (xxs, (xxs, (x=xs,
mmHg) mmHg) mmol/L) mmol/L ) mmol/L ) mmol/L ) U/L) U/L) pg/l) ng/L. )
JECHD 4 133+17 73+£10 231+0.68 1.02+0.35 125+0.62 2.06+0.59 102.54+1637 1521+3.06 6.30+247 23.58+4.11
CHD 41 132+ 16 72+10  3.75+1.25 149+0.62 096+0.35 3.26+1.06 26535+3521 51.26+9.56 10.29 +3.24 31.10+7.15
x° (1) 18 0.260° 0.571° 7.819" 5.127° 4.079° 7.666" 31.787" 26.415° 9.100° 9.093"
P1H 0.795 0.569 <0.01 <0.01 0.001 <0.01 <0.01 <0.01 <0.01 <0.01

: 1 mm Hg=0.133 kPa; TC= SRR, TG= =HiH M, HDL-C= M2 AR (N EE, LDL-C= N EIRE FIANEEE, CK= WU,
CK-MB= JUURRIRER] T/, PAF= M/IMRIGLIA T, NFATcl= %k T 4T c1, CHD=0G; * 0
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Frgdl, Z2RA%01FE X (P<0.05, WF#E2) .

23 AECHD 41, SAP 41, ACS 4 & Il ¥ CK, CK-
MB. PAF, NFATcl 7K ¥ Hb 4 dE CHD 41, SAP 41,

ACS 15 CK. CK-MB. PAF, NFATcl /K- [b4s,
ERAG 5L (P<0.05) ; SAP . ACS 44
1§ CK. CK-MB. PAF. NFATcl 7K F & T3 CHD 4,

ACS 41 2 3 1L 7 CK. CK-MB. PAF. NFATcl 7K F &
T SAP 4, ZRA%IEE XL (P<0.05, Wk3) .

F2 drcHD A, BIEM. PEA, BEHBHME CK. CK-MB,
PAF, NFATcl KV-Ib4E (5£s)
Table 2 Comparison of serum levels of CK, CK-MB, PAF and NFATcl

in non—CHD group, mild group, moderate group and severe group

gl g K (L) CK-MB (ULL) ~ PAF (pglL) NFATcl (nglL)
FCHDAL 51 1025421637 15204306 630:247 23584l
R4 36 19235£2153"  3235:958"  726£276°  27.03£521°
A 68 2410423092 5315£10.02"  1035£329™  3026£7.25%
A 40 3M383957™ 65.07£1365" 12914375 36.19:9.69™
Fi 19.532 24135 26531 28546
PH <001 <0.01 <001 <001

FE: 5k CHD 41Hk#%, 'P<0.05; SHRE4IE:, "P<0.05; S
BEL LA, “P<0.05

%3 JECHD4l. SAP 4], ACS 4] % 1L 7§ CK. CK-MB, PAF,
NFATel K (x£5)

Table 3 Comparison of serum levels of CK, CK-MB, PAF and NFATcl
in non—CHD group, SAP group and ACS group

415 filf  CK(UL)  CK-MB(UL) PAF (pngL) NFATcl (ngl)
FECHDEL 51 1025421637 15202306 630£247  2358:411
SAP 4] 69 2065422864"  3152£9.05"  §73£386" 2461 +496"
ACS# 75 319463542 6942+1375" 11724269 37.07£9.50"
Fiii 16.542 21054 13.264 26354
PE <0.01 <0.01 <0.01 <001

H: SAP=FUE AL AR, ACS= 2k er A1 59E CHD 41 Hefk,
‘P<0.05; 5 SAP 414, "P<0.05

2.4 IfiliF PAF. NFATcl. PAF+NFATcl 7K3FXF CHD f)
ZWINME 26 ROC I &3, 1M PAF. NFATcl
PAF+ NFATc1 7K Fi2 Wr CHD A9 il 46 T~ i A2 (AUC)
39 0.821, 0755, 0.871 ( WK 4, K1) ;5 I
PAF+NFATc1 7K 312 Wi CHD AY AUC K T Ifil i PAF.
NFATel /K-, 2S5 X (Z 150518 2351,
2.467, PA{HATH)M 0.015, 0.008) .

2.5 IfiL¥§ PAF, NFATcl. PAF+NFATcl. CK. CK-MB
KX ACS FIiZWi i 2 ROC <k & B0, 1L
PAF. NFATcl. PAF+NFATcl, CK. CK-MB 7k ¥ &
W ACS 19 AUC 43 51 4 0.936. 0.834. 0.979. 0.753.
0.760 ( W5, E2) ; I3 PAF, NFATcl /K12
ACS ) AUC KT 1L CK (Z {590 3.261, 3.245,
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P<0.01) . CK-MB 7K ¥ (Z {H 5 % H 2.634, 2.515,
P{E4350°4 0.011, 0.010) , ZHAEFIH#EX; MG
PAF+NFATc1 7K 332 W ACS ) AUC K T IfiL 7 PAF.
NFATcl /K-, ZRA% 2 L (Z {8550 2.031
2.725, P{H4r514 0.036, 0.009) .

£ 4 M PAF, NFATcl, PAF+NFATcI /KF-Xt CHD B2 Wi {E
Table 4 Diagnostic value of serum levels of PAF, NFATcl and
PAF+NFATcl on CHD

Eiztun AUC (95%CI ) T AR W E %@Uﬁ Rt

%) (%)

PAF 0.821 (0.754, 0.888) 7.06 wg/l.  70.83  90.20

NFATcl  0.755 (0.687, 0.824) 26.01ng/l.  66.67 80.39

PAF+NFATc1 0.871 (0.810, 0.933) - 89.58  96.08
TE: AUC= NI =7 R IO EE

5 LM PAF. NFATcl. PAF+NFATcl, CK. CK-MB 7K X ACS
HIZ W (8

Table 5 Diagnostic value of serum levels of PAF, NFATcl,
PAF+NFATcl, CK and CK-MB on ACS

T RIYEE  FesefE
Ei’f%éj@liﬁﬁ J?%) j(‘%)

94.20

bR AUC (95%CI )

PAF 0.936 (0.894, 0.978) 10.21 pg/L  86.67

NFATcl  0.834 (0.755, 0.912) 35.09ng/l. 8533  82.61
PAF+NFATcl 0.979 (0.956, 1.000) - 93.33  98.55
CK 0.753 (0.673, 0.832) 22356 U/L 7333 7246
CK-MB  0.760 (0.681, 0.838) 38.00U/L  70.67 68.12
e 27 FoR IO R
107 3% PAF
+NFQC;1 IKF-
0.8
0.6 1 .35 PAF /K F-
)
B
W o4 4 [ NFATe1 kP
0.2 -
0 1 1 1 1 1
0 0.2 0.4 0.6 0.8 1.0
1- RS

TE: PAF= i/ MRIELH T, NFATcl= 6 T 41 T cl
B 1 [Ifii7E PAF, NFATcl, PAF+ NFATcl ZKF2Wr CHD B9 ROC HiiZk
Figure 1 ROC curve for serum levels of PAF, NFATcl and
PAF+NFATel in diagnosing CHD
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1.0 - g — —
1175 PAF+ NEATe

0.8 i paF At M NFATel KT ﬂﬁ
7 Il CR-MBACF

-

e I

T
0.6 1 JJ

il ~

AL

i CK K Bk

0.2 -

0 1 1 1 1 1
0 0.2 0.4 0.6 0.8 1.0
1- FpRpE
TF: CK-MB= UURRISME R T, CK= LB

B 2 PAF., NFATcl., PAF+NFATcl, CK. CK-MB 2 ACS ) ROC
Hhk
Figure 2 ROC curve for serum levels of PAF, NFATcl,
PAF+NFATcl, CK and CK-MB in diagnosing ACS

3 iTig

RNV AE SRR L 2 A R e . BEBRE Y . If
I R B AR P A BRI 0 L PAF 2—Fh A
A L2 EWAE YA NIRTERRNR, 2 R4
ML/ RECARMG . PR A . g 20 6 5 e S
YERORE . AL R A i o ASRIRSEA
R R, CHD 4L 1% PAF KEE TAE CHD 4H, %
B PAF AJfiE2 5 CHD Wy kA aFr Lk A ML T e
PAF 5 i/ T 40 3 1 8 5 1 PAF 2R 25 4, I
it G EAN T 516 530 I 100 B0 = WL 1 B A B
R LB S YRR AR €, SR S/ MR TG4k, fe ki
INRFETER SR BB . R . RO MR i, dE il
SRS BKORARE AL & A R T 5T, PAF Al
T L W 200 60 [/ 0 R 200 5 AR IR 1 S AR BB AL R
HEAL 2 PR SE R, PAF 5 CHD B % Gensini £14
RS AES Ik, PAF 25 CHD B W RLRE
EBEHIE B R, HS5 AR ERERA . AT LR 5
N, R, PR, EEHERE M PAF KFEET
Ak CHD 4, P4, HJE4LHE MG PAF KR TR
BEAH, EEEEA R E N PAF ACEE TR, FEWm
H PAF KV 55k sh ko 28 P ERE A 5%, bk s
A B D) I 3 PAF KPS

NFATel 76 T 40 i . B 20 g 45 £ Flt 0 9258 40 i o 5
IR, FERME RN AT 7 5 A0 A PR O i At A
PR i #2 °), CHD 2 — R A R v v, (H
NFATcl #£ CHD & A= i & ke fu] F VR H o R R . A

o4 R W, CHD 41 ML NFATcl K& FIE
CHD 4, 43#r AR AT AESE CHD B iR sh kA Fa e
BEH R RN, SFECT NG ey 48, i Ca™
Y/ A = = 85 3 S R = b S T
P& NFATcl A% FRE, SEMH I NFATe1 7K-F- B8
En e IR FRW], NFATel 38 i 45 48 e PR 14 5
% Sk FEmifbd 2 7, A B R AL AT kA
S5 T Ao fb . WEAERE e, DA A& 44 20 i s
FEEH, BS 2R RERFR %, s sh ki eeamsib
PERE;  BhIDKok R AR AL 5 B il i 5 S0 )4 F 0X40-
OX40L {5 580G, e dF T 40 g % 16 NFATcl 351k, 5l
AT, VA4 S K R RE AL BE H a5
AW EES R W R, BEA ., PR, EEAERE MNE
NFATcl /K TE CHD 41, P4, S4B E M
1 NFATcl K TR, 4 B ML NFATC]
AKAE B T 4L, $RR LT NFATcl 7K 5 56k 3 ik
g AR P AR AT OC, bR Bl ke AR 7 i AR R 0
T NFATC1 ZKFBRs . B Y pFos k], CHD M
H MG NFATel K15 148 M S o3 A B e AT G,
NFATe1 7K - e D) BB 1 BN A, ACS & AR XU
R o

CAG J=2H1 CHD 1y “&AnifE” |, (HHEA Q1.
AWFFEEE B, I PAF. NFATcl., PAF+NFATcI
7K F-12 Wr CHD 1y AUC 43 1 4 0.821, 0.755. 0.871,
H. 1.3 PAF+NFATc1 7K 332 W CHD 8 AUC KT IfiL
PAF., NFATcl 7KF, $#27R L7 PAF. NFATcl 7K 3 %}
CHD Bff —ZE Wit d, H —FBAXT CHD AYi2
W m, FIE NI w228 CHD 12 %4545
{H i1 F 3% PAF. NFATel K5 Z 40 0. &
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