- 564 - A MR 24 2021 4£6 H 45 49 #45 6 M1 Chin J Cardiol, June 2021, Vol. 49, No. 6

- I 5 57 K-

b =] IS SR T 12 s FH A9 g T 1 A
DYSIS-China #5437

Ewedpt EALT PR K- RARFD EWME FLHT Tk

FoaeT ARAR KREABRLIEFFIAE-FEHL(DYSIS-China) #F 741

A EBERS ZEF PO AF, BT 100853; b TR FARE RS AA 100044
SPhHXFEREZERS A, K 410011 AR EA KPR BT RIZERS AH
100050;° A £ B ERH —EF P .o W5k, T 100853;°F B E 545 2L 7
Fo & 1o AAF 100730575 F HARE RS AF, ol 110015 BF K FEWE S AR
E 2o WA, i 200040

BAEVE% 7t -F, Email : yeping301@sina.com

(WE] B8 b EPRm G S5 82 -1 EAF5T (DYSIS-China) B0 12 Hh 505 1 = R B i AE
(FH) B &35 AR gk 00 KO A8 e & i . A& #EE 2012 4F 3—10 H DYSIS-China %4
FEH AR 245 2 B0 | RERR 250G ST 30 A AR SR AR o MR AT 22 R S I PR N4 e
(DLCN) ¥ FH (2 Brbp i B iR 200 A AR K AT BEFH 4H A BE FHAH B2/ vl BE FH 24 . I JF LR
SULBE AR PR N KT R 21 D0 B I S AR I R B}, 9% 1T g FH LR 12 /4% 1T g
FH 4 E R IEAT B ek, S8 dhah A 23 973 (il I JE 5 3 i 58 %, 4E 1% (64.849.9) %, Lok
11 757 51(49.0%) , A K A fiE FH 20 20 561 171 (85.7%) , i it FH 20 3 294 5 (13.7%) , #fii2/8% 7l BE FH 28
118 41(0.5%) . W/ T GE FH 41414 (58.428.5) % IR T AN K FT 8 FH 41(65.3+9.8) & F Al G FH 41
(61.8+9.9) % ; {35 B 2K 11 JIH [&1 1% (5.6+1.9) mmol/L, 25 T A~ K Al i FH 26 (2.5+0.9) mmol/L FI 7] §E FH
20 (4.3£1.0) mmol/L, &4 I [ 2 (7.4+1.8) mmol/L, {5 T/~ K ] & FH 41 (4.3+1.0) mmol/L A1 AJ fig FH 41
(6.0£1.0) mmol/L; Zr it A AR A= 5 2 L A1) BOSC A e s T A I AL (P 39<0.05) o 3 21 ] IR AT T 3 5
B 22 F LG T2 o B2/ T R FH 28R i O IR A 70 61 (59.3% ) , 5 AN K AT RE FH 41 7 519 14l
(36.6%) M ] GE FH 20 1 149 5] (34.9%) #H L3 & 5 i 1L 7R 82 4] (69.5%) , & T FI fig FH 41 2 063 )
(62.6%) AN K W] BE FH 41 13 928 i (67.7%) » W] BE FH 41 55~64 % 4F % Bt Lt Bl 5z /=5, o4 1 146 f)
(34.8%) ,>75 % ¢ 115 358 91 (76.8% ) K IRk 189151 (40.6% ) .t 1ML L HEEG 186 161] (39.9% ) i IfiL 45
P97 149 161] (32.0% ) Bt 1 52085 28 1411 (6.0% ) B F 15 =i (P 341<0.05) o B2/ P fig FH 41 55~64 % 4%
B bRy, ol 49151 (41.52%) ,45~54 2 L1 PR O O 255, 9 70151(59.3%) (P34<0.05) 4l R
995 RIS O 7 3 08 AN Bl kB T I I 457 9 FEURS 18 DL AE A5 AR IRl 22 R RS2 B . g
o LT SR RRCE Y FH ARG SR I AN, AR I AT il A, o0 LA 9 AU 45 195 o

(ki) MmARRH; ZMvkeIHEREmRE; eIk ks

Cross sectional study of familial hypercholesterolemia in dyslipidemia patients receiving
lipid-lowering therapy: DYSIS-China subgroup analysis

Wang Xiaona', Wang Fan', Ye Ping', Hu Dayi’, Zhao Shuiping’, Wang Yongjun’, Mu Yiming’,
Yan Xiaowei®, Li Zhanquan’, Wei Yidong®, on behalf of DYSIS-China Study Group

'Department of Cardiology, Second Medical Center, General Hospital of Chinese People’s Liberation

DOI: 10.3760/cma.j.cn112148-20201118-00918
i EE 2020-11-18 AXYRE kG

Sl AARS: Eel, U, 7, &5 JrE IS S5 112 B4 FH BRI T B A : DY SIS-China #5843 4T [J].
AR LA 2R, 2021, 49(6): 564-571. DOI: 10.3760/cma.j.cn112148-20201118-00918.




rRAEC A 2 2021 4E 6 45 49 545 6 1] Chin J Cardiol, June 2021, Vol. 49, No. 6

Army, Beijing, 100853, China; * Department of Cardiology, Peking University people’s Hospital, Beijing
100044; °Department of Cardiology, Second Xiangya Hospital, Central South University, Changsha
410011, China; * Department of Cardiology, Beijing Tiantan Hospital, Capital Medical University, Beijing
100050, China; °Department of Endocrinology, First Medical Center, General Hospital of Chinese
People’s Liberation Army, Beijing 100853, China; °Department of Cardiology, Peking Union Medical
College Hospital, Chinese Academy of Medical Sciences, Beijing 100730, China; ’Department of
Cardiology, Liaoning Provincial People’s Hospital, Shengyang 110015, China; °Department of
Cardiology, the Tenth People’s Hospital Affiliated to Tongji University, Shanghai 200040, China
Corresponding author: Ye Ping, Email: yeping301@sina.com

[ Abstract] Objectives To analyze the incidence, blood lipid levels and cardiovascular
disease of familial hypercholesterolemia (FH) in dyslipidemia patients receiving lipid-lowing therapy
from the DYSIS-China. Methods Dyslipidemia International Study-China (DYSIS-China) database
was re-analyzed according to the criteria of "Chinese guidelines for prevention and treatment of
dyslipidemia in adults-2016 version". DYSIS-China database included 25317 dyslipidemia
out-patients who received at least one lipid-lowering drug for at least three months. All the patients
were divided into three groups: unlikely HE possible FH and definite FH according to the Dutch Lipid
Clinic Network diagnostic criteria. Age, gender, lipids levels, drug use and complications were
compared among the three groups. Factors were compared between Possible FH group and definite
FH group in terms of age stratification. Results A total of 23 973 patients with dyslipidemia were
included. The average age was (64.849.9) years, 11 757 patients were females (49.0%). The
proportion of unlikely FH in the total population was 20 561 (85.7%), possible FH was 3294
(13.7%), and the definite FH was 118(0.5%). Patients in the definite FH group (58.3+8.5 years) was
younger than in unlikely HF(65.3+9.8 years) and possible FH(61.8+9.9 years) group. LDL-C ((5.6%
1.9) mmol/L) levels were significantly higher in definite FH group than in unlikely HF ((2.5£0.9)
mmol/L) and possible FH ((4.3+1.0) mmol/L) group. TC ((7.4+1.8) mmol/L) levels were also
significantly higher in definite FH group than in unlikely HF ((4.3+1.0) mmol/L) and possible FH
((6.0£1.0) mmol/L) group. Percent of female sex, sedentary lifestyle and systolic blood pressure
value were significantly higher in definite FH group than in other two groups (all P<0.05). Statin use
was similar among the 3 groups. Prevalence of ischemic cardiomyopathy (70(59.3%)) was
significantly higher in the definite FH group than in unlikely FH group7519 (36.6%) and possible FH
group1149 (34.9%). The rate of hypertension (82 (69.5%)) was also significantly higher in the
definite FH group than in unlikely FH group (2 063 (62.6%) and in possible FH group (13928
(67.7%)). The possible FH group had the highest proportion of patients aged 55-64 years (1 146
(34.8%)), and the prevalence of hypertension 358 (76.8%), diabetes 189 (40.6%), ischemic heart
disease 186 (39.9%), cerebrovascular disease 149 (32.0%) and heart failure 28 (6.0%) was the
highest in patients over 75 years old. The definite FH group had the highest proportion of patients
aged 55-64 years (49 (41.52%)), and the prevalence of ischemic heart disease (70 (59.3%)) was the
highest in patients aged 45-54 years old group, there was no significant difference in the prevalence
of diabetes,hypertension,heart failure,peripheral artery disease and cerebrovascular disease among
different age groups. Conclusion The detection rate of FH in Chinese patients with dyslipidemia is
not low, the blood lipid level is poorly controlled, and the risk of cardiovascular disease is high in
Chinses FH patients.
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&1 DYSIS-China ffF5¢ i B AU HEAFAE
fibi R R = b R e A
(g +s) 64.8+9.9 65.349.8 61.8+9.9 58.4+8.8 18295  <0.001
ZHEL1(%) ] 11757(49.0) 9751(47.4) 1930(58.6) 76(64.4) 4114 <0.001
IREFEE (kg/m?, % £ 5) 24.7+3.2 24.7+3.2 24.9+3.2 25.3+4.0 18.109  <0.001
TR (em, % + 5) 87.1x11.1 87.2+11.1 86.5+10.9 86.9+10.9 18.312 0.012
AAEA G I A (%) ] 4728(19.7) 4033(19.6) 659(20.0) 36(30.5) 1.219 0.012
Wi K (mmHg, & + 5) 130.8+15.6 130.5+15.4 132.4+16.5 134.5+16.7 17.715  <0.001
#FokH [mmHg, M(Q,,Q,) ] 80.0(70.0,84.0)  80.0(70.0,82.0)  80.0(72.0,87.0)  80.0(75.0,90.0) 17.886  <0.001
LA 7 (mmol/L, & + s)
TC 4.6£1.2 4.3£1.0 6.0£1.0 7.4+1.8 17.812  <0.001
LDL-C 2.6+0.9 2.5+0.9 43£1.0 5.6+1.9 17.854  <0.001
HDL-C 1.2+0.3 1.2+0.3 1.3£0.3 1.3+0.3 17.591  <0.001
TG 1.8+1.4 1.8+1.4 2.0+1.4 2.4+1.6 17712 <0.001
25 JE U (mmol/L, % + 5) 115.9+43.1 114.7+41.9 122.7+48.9 119.7+41.1 17.694  <0.001
WL LI (%% + 5) 7.2+1.8 7.2+1.8 7.6+2.0 7.842.5 17.741  <0.001
GIE (%) ]
DRI 8 769(36.6) 7568(3.7) 1165(35.4) 36(30.5) 4.422 0.111
i 1fiL 16 073(67.0) 13 928(67.7) 2 063(62.6) 82(69.5) 5.685  <0.001
it O RS 8 738(36.4) 7519(36.6) 1149(34.9) 70(59.3) 30273 <0.001
IRVAB-35) 872(3.6) 778(3.8) 92(2.8) 2(1.7) 9.229 0.004
PENIRERZRTS 263(1.1) 227(1.1) 34(1.0) 2(1.7) 0.557 0.581
i A 4278(17.8) 3676(17.9) 573(17.4) 29(24.6) 4.460 0.132
2y E AL
MIT2258 [ 61(%) ] 20976(87.5) 17 854(86.8) 3007(91.3) 115(97.5) 62217  <0.001
i T2 2P0 i (me/d % £ 5)° 12.5+6.8 12.5+6.7 12.5+6.9 15.0+10.5 17.815 0.082
AR e [ ] (%) ] 3715(15.5) 3336(16.2) 362(11.0) 17(14.4) 0.312 0.856
BB RPN [1(%) ] 8593(35.8) 7451(36.2) 1095(33.2) 47(39.8) 11.903 0.002
FIRG [51(%) ] 1047(4.4) 925(4.5) 119(3.6) 3(3.5) 6.284 0.015
1045 B IR R AL [ (%) ] 2819(11.8) 2440(11.9) 368(11.2) 11(9.3) 2.005 0.373
145 B KRR 2 AARBR R [ (%) ] 5810(24.2) 5195(25.3) 593(18.0) 22(18.6) 84367  <0.001
Fap ) ek 451 (%) ] 13 653(57.0) 12 003(58.4) 1584(48.1) 66(55.9) 122.670  <0.001
A [ (%) ] 3595(15.0) 3254(15.8) 326(9.9) 15(12.7) 78788  <0.001

T4 : DYSIS-China > E B il i 5 3 P82 - EIWFSE , TC Sy b R A, LDL-C A (%% B2 A 2 1 I [ e, D L-C O 10 2 A 4 (4 IR R/, TG Sl H
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11757 5] (49.0%) , A& K Al fig FH 21 20 561 i
(85.7%) , W] AE FH 2H 3 294 5 (13.7%) , i /4% 1]
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LDL-C TG . TC F¥E Ak 1L 21 2 1 /& ; 55 7] B8 FH 41
FHH 124 7T B FH 4146 L, R K 7T 68 FH 4 JE [
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AL, T fiE FH 20 25 1@ 1% /K 7 155 (P #<0.05) .
A I T3 T, B2/ AT RE FH 4 0l He L i ik O
JE Eb A9 v o 7 3 5 1 EE AR (P 441<0.05 ), T g

M4 % 0 FE 45 4 2 ) 22 7 G b 24 3 L (P>
0.05) . NRFHBENR 259 77 1, SR N HE AR A A 7T Ee
1) 87.5% (20 976/23 973) , H: g i2/8% 7] E FH
0 H5 51 97.5% (115/118) 5 H& AR B AR Al 7T 751 o
H(12.5+6.8) mg, Hip #f12/8% 7] 68 FH 4 e i , (2
EHAD A e 22 F gt 2 X (P=0.08) . I}k
FHH A 259 )5 T, AS K] 8 FH 20 F R R 7 | i
BB ZR 2 AR BHLE ) (BRT D DT AR | G T
= (P 37<0.05) 5 B i2/4% vl 58 FH 241 i FH 85 2 4
P LA 5 (P<0.05) o
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&2 DYSIS-China BF7¢ AT A FH R4 4 4RI BEAY I R EFE (n=3 294)

eIy 45~54 % (n=911) 55~64 % (n=1 146) 65~74 % (n=771) >75 % (n=466) FAME  PME
LPE1(%) ] 369(40.5) 761(66.4) 505(65.5) 295(63.3) 171.097 <0.001
RERE keg/m?,M(Q,, Q)] 25.1(23.1,27.0) 24.8(23.0,26.6) 24.8(22.7,26.7) 24.3(22.6,26.4) 1.280 <0.001
R [em, M(Q,,Q,) ] 88.0(81.0,93.0) 86.0(80.0,92.0) 85.2(80.0,92.0) 85.0(80.0,92.0) 1.376 <0.001
— [ (%) ] 509(55.9) 695(60.6) 402(52.1) 188(40.3) 57.531 <0.001
ZR TR (%) ] 402(44.1) 451(39.4) 369(47.9) 278(59.7) 66.421 <0.001
WA T (%) ] 212(23.3) 213(18.6) 134(17.4) 100(21.5) 11.449  0.002
G 1(%) ]
IR 310(34.0) 400(34.9) 266(34.5) 189(40.6) 6.567  0.091
iR 530(58.2) 671(58.6) 504(65.4) 358(76.8) 58.445 <0.001
i 1 o I 356(39.1) 338(29.5) 269(34.9) 186(39.9) 38719 <0.001
)R 11(1.2) 28(2.4) 25(3.2) 28(6.0) 178.445 <0.001
SN E B kg 12(1.3) 9(0.8) 6(0.8) 7(1.5) 2.902 0.413
I 118 104(11.4) 174(15.2) 146(18.9) 149(32.0) 96.772  <0.001

W e [ mmHg, M(Q,, Q)] 130.0(120.0,140.0)

MLHEZKE[mmol/L, M(Q,,Q,) ]

130.0(120.0,140.0)  130.0(120.0,140.0)  135.0(125.0,145.00) 1.450 <0.001

TC 5.75(5.02,6.44) 6.11(5.56,6.68) 6.20(5.76,6.82) 6.23(5.75,6.70) 1.253 <0.001
LDL-C 4.10(4.25,5.63) 4.36(5.04,5.85) 4.48(5.14,5.99) 4.49(5.21,6.04) 1.252  <0.001
HDL-C 1.18(0.99,1.44) 1.27(1.08,1.48) 1.30(1.10,1.49) 1.28(1.10,1.49) 1.244 <0.001
TG 1.81(1.29,2.67) 1.77(1.33,2.42) 1.73(1.29,2.33) 1.68(1.28,2.33) 1.246  0.013

{4 : DYSIS-China 7 [ b ifiL fig 578 P82 - AT S, FH A SR7E i IEL B B IAE L TC hy Sl JIEL 1 B2, LDL-C A 1% B i 2 14 H [ B2, HDL-C i
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2016 4 € [ BN I B 5 BT IR 48w O I AE Y
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1697 1Y HoFH /& 35 b, H LDL-C 7K °F 5 i5 12~
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%3  DYSIS-China BF5E P AL/ AT B8 FH & 3E 45 I B A REFAE (n=118)
eIy 45~54 % (n=44) 55~64 4 (n=49) 65~74 % (n=19) >75 % (n=6) F/PE PlE
LPE1(%) ] 18(40.9) 41(83.7) 14(73.7) 3(50.0) 19.788  <0.001
RERE keg/m?,M(Q,, Q)] 25.0(23.4,27.2) 25.1(22.9,27.3) 23.6(21.3,26.0) 27.3(25.0,29.4) 1.073  0.182
WEFE [em, M(Q,,0Q,) ] 88.6(82.0,100.0) 85.0(80.0,90.0) 84.0(77.0,91.0) 90.1(88.0,93.0) 1.400  0.151
— [ (%) ] 6(13.6) 16(32.7) 8(42.1) 2(33.3) 7.082  0.074
ZR TR (%) ] 38(86.4) 33(67.3) 11(57.9) 4(66.7) 7.082  0.073
AAEA 5L (%) ] 12(27.3) 16(32.7) 6(31.6) 2(33.3) 0356 0.952
G 1(%) ]
DR 13(29.5) 15(30.6) 5(26.3) 3(50.5) 2474 0.744
i 1fi 31(70.5) 32(65.3) 15(78.9) 4(66.7) 1361 0.741
it O 31(70.5) 27(55.1) 9(47.4) 3(50.0) 3.962  0.021
i R 1(2.3) 1(2.0) 0 0 0.551 0914
SN B kg 1(2.3) 1(2.0) 0 0 0.551 0914
I 11 13(29.5) 9(18.4) 5(26.3) 2(33.3) 1.885  0.606
Wi [ mmHg, M(Q,, Q,) | 133.5(120.0,140.0)  130.0(120.0,140.0)  138.0(120.0,154.0)  132.5(130.0,150.0)  1.579  0.751
1L AE 7K [ mmol/L, M(Q,, Q,) ]

TC 6.9(6.2,7.9) 7.5(6.6,8.7) 8.2(5.8,9.5) 7.0(2.8,7.5) 5.906  0.101
LDL-C 5.6(6.2,7.9) 5.4(6.5,8.8) 6.0(7.9,10.2) 5.8(6.6,9.7) 6342 0.722
HDL-C 1.2(1.0,1.5) 1.2(TR1M1.5) 1.2(1.0,1.5) 1.0(0.9,1.2) 6.193  0.544
TG 2.0(1.5,2.5) 2.3(1.7,2.8) 1.7(1.3,2.6) 1.7(1.1,2.1) 6329  0.252

4 : DYSIS-China 7 [ b ifiL fig 578 P82 - AT S, FH A SR9E 1 IE B B IAE L TC hy Sl JEL &1 B, LDL-C A 1% B i 2 4 BH [ B2, HDL-C i

W N A AR, TG Sy Hm =

30 mmol/L'*', LDL-C 7K F- 1 ASCVD XU #7 75 5]
T X R O R H T E A A 2 TR
1K LDL-C A0 A B AIG O 00 38 5 XU 1Y) B 2236
JPHLRR . FHFENRIG YT B9 B Y2 08D SO0
B M ASCVD 1 & A= o G5 P va AH (3 Bt 1ff i 7 A
H52EhEERILPD)P BT ER A S A
4 JF ASCVD B i A FH 3 %% Il LDL-C #49 H bR {4
43 51 A <1.8 mmol/L F1<2.6 mmol/L ; 5 ¥ UL ik 5] |-
it B AR A, 8 W E D il LDL-C 7K F % I
50%" . BN B 4 3B B9 PRI R EE 2 10 FH R
H L 85% 1) K Lok AN 5E BE ML TT 2590 1) % g
57, (B B A 5 3 LDL-C<2.6 mmol/L 497 H
Bt o 2016 45 [ R I AR 5% & B 36 35 B ) 48
T EE SO FH AR R = o
i A% 2 45 A1 2 0F 5% B 30E (149 12 K 25 RE A2 W b
WL EFHIZW ™ E AL, 4K 2%
K RRIA T 1 FH AR 5 K 34 1) LDL-C 4% il i 2 H
PRIk

AW IS5 T B, B2 mT RE FH 2 5k i
S Lo 5 TN R AT RE FH 41 & nT B FH 41, 7
2% AT R FH ZH I 10 0 RS 55 At 9 21 A L
FEF TG R o AT 0 2 B [ 67
far T S ECPH R R B B0 o AR B AL 4k 5 |

S U IV 56 2500 1 A8 =R B S 20 8 EE R S8
Fo MO Sy SR, REZ B FH RS H
F R DE I A S W . 5 AR IE 1)
AMEM L, LDL-C 5 T 5 mmol/L i FH 5 2 7w IR 50
Tk 2 o (coronary artery disease, CAD) & A XURS: 155
6, Z 5L AR Sy FH BB E i 22 /5%
FH B A0 A8 U 3 22 5 e i A O, HE 5 28
Hh RS A8 A SR AT A 4 i Rt Y AR BA B AF 5
SEIRL R, 5 A L, FH 5 2 o g XU i
Z SRR AT ) WL R 2 (1) 5 A v ) SE AR T i
H AT 4 Y 5 O e L 5 LDL-C A & Al fig
TR

AT KB, W12 /% AT BE FH ZH sk i 1 0 E
W TE 45~54 % Rk A= et i, B 85 FH B o0
g R AR B H BT SRR AR G . BLR ASCVD 2
FH Y F2 B R R 2 — , o % e O 2 o L
I R RS R IR T I FH B E 45 ) 2
HoFH i # , 78 JL 3 5 75 75 178 £ CAD 19 XU
L HeFH B3 8% 16 55 % 21 (LM 60 %) &
A CAD, X & 5l 2 8 T2 0 B 2R, & ik
60% ',

AWFFELE R BN, B2/ T BE FH B E 7T
FHZ557) 54 (15.00+10.54 ) mg/d , 5 HAh 2 L4595 57
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TG S, U IR [E FH R 15 8 78 0A
T o MBTT 2593 3 A7 7E 6 R "2, an S Al ik
SEHEIN R a6 FH B ) LDL-C FEARAE A R .
PCSK9 L ow U H BT FH FEARIRYY &
K, e HXF Gt K 52 7 B At T T B A AR T 22 A i
S7 AT 6 ¥ A A% ik B LDL-C H 5 K F 19 B %
PCSK9 H v LA A B F ik — 25 FEAIK LDL-C /K-,
I/ D L ML SR e A AR PRk, X A
#F FH (90 A AR o0 2 3R 7 5 8T E
I

AR AEE - EWNRRME, BT
DYSIS-China F 5% 44 A . il FH % g 25 90 0% 28 3%
Y= S AN a0 = i S T WG S P e N
UKL Y FH & 58 25 8 T35 58 A RE 5 (H 7] B
H T A E S Z IR A YIEIT 20311,
JG LDL-C F: 28 /K P 58, ] BE 2 I Af b A 1Y
FH % R -
FIZZE A 1R 17 U R A2 35 rh

2 % X #t
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