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[Abstract] Objective To study the relationship between hyperinsulinemia and primary periodic paralysis in
overweight/obesity people. Methods Overweight/obesity people with primary hypokalemic periodic paralysis were
administrated as disease group. Serum potassium, insulin and glucose were analyzed at different time (0 h, 1 h, 2
h, 3 h, 4 h) after taking 100 g carbohydrates and the results were compared with that of control group matched by
gender, age and body mass index (BMI). Results () Males were much more than females in disease group (14
males and 2 females) . the onset age ranged from 20 to 50 years old. @ Both the highest insulin level and the lowest
potassium level appeared at one hour after taking the carbohydrates. And the highest insulin level of disease group

was significant higher than that of control group. @ The area under the curve of insulin and insulin/potassium of

disease group was significant higher than that of control group. Conclusion The postprandial hyperinsulinemia was

an important factor in overweight/obesity people with hypokalemic periodic paralysis.
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Table Comparison of blood glucose,serum insulin and serum potassium levels between two groups (x=+s)

Disease group

Control group

Time Blood glucose Serum insulin

Serum potassium

Blood glucose Serum insulin Serum potassium

(mmol/L) (pU/L) (mmol/L) (mmol/L) (pU/L) (mmol/L)
0 h 5.34+1.3 12.546.9 3.87+0.33 5.541.3 9.34+4.7 3.94+0. 31
1h 10.5+3.3 123.8+55.5" 3.60+0. 31 10.04+4.6 86.1+40.4 3.754+0. 26
2 h 8.1+2.8 87.07449. 4 3.68+34.40 9.3+4.7 58.3%34.4 3.80+0.35
3 h 6.0£2.6 39.5436.4 3.72+0.17 5.7£3.3 19.4+13.0 3.94+0. 45
4 h 5.442.6 21.4+22.2 3.95+0. 21 6.5+3.2 12.249.8 4.14+0. 30
* P<C0.05, vs. control group at the same time
20 X A [R) B ] e B o B O B B 2 KT g AR S TR AU AR 1 h &2 h 2750

7 — B AR Y H A2 R 3 A AR s 1) AN [ ]
SINE 25 5 XA Gt 5 L (P<C0..05) » 2 i 8 22
SO PR S 7 HG S (L e ] A8 fl i e (B 1L 2D
M1 ] DL 2 32 45 3 25 R IR I g e ) 3 K CF 42
T, 100 g Bk K A6 5 W B I s 191 26 R 8 2K K 7 T

25 DNTEL 2 T UL 491 4L i B K - A A5 I g AR T X
MRZH . 100 g i /K Ak & W T4 Jim 3 B 22 53 A Bl R
IUF SR8
2.4 FABREBINE LR MDER

A€ L 100 g BROK AL & Y bs e 5 A — i



594 DU IR 2 2 4 (B 24 JBD

A4

Ji1) 5 ML B <2 3. 5 mmol/ L 35 S B 275 K AR B 1l
o 081 2 B ) 5 R I ILRE 8 1) (8/16) o X HE 4 Ji Ty
V5 RARSR MAE 3 451 (3/16) , PUA4% 3 Fisher K i £ 50
MIE P=0. 027, 225 A Gt B30, A iR ot
FEXF G 4 AT TG i R I 3R L AE S0 2 e B B B 2
% R AR UAE 10 B (10/26) . 3 & i & R e 4l
W R ARER AL & 1 B (1/6) . PUA% 3R Fisher K
WA B B P=0. 373, 2R LG it¥E . A
JE 5 R AV LA 4 S8 3 R4 A AR D e it Y o
RFE .

—— Control group

120.00F Fal
. ™ — Disease group
= 100.00F / ~.

80.00F
60.00f
40.00F
20.00F

of

U/L)

Serum insulin (|4

E1 ZERI0gHRALENOHEERNBERNERREKTE
BE
Fig 1 Trends of serum insulin levels of two groups before and after

taking 100g carbohydrates
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Fig 2 Trends of serum potassium levels of two groups before and after

taking 100 g carbohydrates
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